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Introduction 
Cancer is defined as diseases in which cells divide abnormally with uncontrolled and are 
able to occupy other tissue. The circulatory system of body act as a transport system for 
the cancer cells to spread to other systems of the body. 
Type of Cancer 
Cancer can be divided in following categories:-  

 Carcinoma - cancer which has primary origin in the skin or covering tissue of 
internal organ. Carcinoma subdivided in adenocarcinoma, basal cell 
carcinoma, squamous cell carcinoma, and transitional cell carcinoma. 

 Sarcoma - cancer which has primary origin in bone, cartilage, or other 
connective tissue. 

 Leukemia - cancer which has primary origin in the bone marrow. Leukemia 
causes great numbers of atypical blood cells to be produced and enter the 
circulatory system of body. 

 Lymphoma and myeloma - cancers which has primary origin in the immune 
system. 

 Central nervous system cancers - cancers which has primary origin in the 
tissues of the central nervous system. 

Path physiology of Cancer 
The body is built up of various types of cells. The cell is the body’s basic unit of the Life.  
These cells grow and divide in a control and regular pattern to produce more cells. They 
are needed to keep the body healthy. The old cells are replaced with new cells, when old 
cells are damaged or died. 
Sometimes this controlled and regular process goes incorrect. The genetic material i.e. 
DNA damaged because of some reasons, that produces mutated abnormal cells which 
affect normal growth and division pattern of cells. This causes extra growth of cells 
which forms mass of the tissues called a tumor. 
 
Ovarian carcinoma 
Definition  
Cancer which occurs in tissues of the ovary. Most ovarian cancers are either ovarian 
epithelial carcinoma which has primary origin in the cells on the surface of the ovary or 
malignant germ cell tumors which has primary origin in egg cells.  
 



Prevalence 1,2 

Ovarian cancer has emerged as one of the most common malignancies affecting women 
in India. The present communication reports the trends in the incidence rate of ovarian 
cancer for Indian women. The data published in Cancer Incidence in Five continents for 
various Indian registries for different periods and / or published by the individual 
registries served as the source material. Mean annual percentage change (MAPC) in rates 
was computed using relative differences between two time periods. During the period 
2001-06, The age – standardized incidence rates (ASR) for ovarian cancer – varied from 
0.9 to 8.4 per 100,000 person years amongst various registries. The highest incidence was 
noted in Pune and Delhi registries. 
The Age Specific Incidence rate (ASIR) for ovarian cancer revealed that the disease 
increases from 35 years of age and reaches a peak between the ages 55-64. 
The trend analysis by period showed an increasing trend in the incidence rate of ovarian 
cancer in most of the registries, with a mean annual percentage increase in ASR ranged 
from 0.7% to 2.4%. 
Analysis of data by ASIR revealed that the mean annual increase was higher for women 
in the middle and older age groups in most of the registries. Estimation of annual percent 
change (EAPC) in ovarian cancer by Poisson regression model through Maximum 
likelihood Estimation (MLE) for the data of 3 population-based cancer registries vs. 
Mumbai,  Chennai and Bangalore for the period and incidence rate. Statistically 
significant increase in EAPC was noted with the crude rate (CR), AASR, and ASIR for 
several age-groups.  
Selection of topic 
Travarta yoni is a broad spectrum term used in Ayurvedic text, which includes organs 
like Bijgranthi (Ovaries), Garbhashaya (Uterus), Aatavvahini Dhamani (Fallopian tubes), 
Yoni (Vagina) And yonimukh (cervix).  
Aacharya Sushrut has mentioned Tryavarta yoni as a site of Aartava. Thus Aartavvah 
srtotodushti is an important risk factor in pathogenesis (Samprapti) of ovarian carcinoma.  
Data of 250 patients of ovarian carcinoma in our Integrated Cancer treatment and 
research Centre Wagholi, Pune illustrates Aartavvah srtotodushti as an evident risk factor 
in more than 50% of patients. Along with Aartavvah strotodusti, other factors like dietary 
factors, vihar, and mental stress, hereditary factors are also found.  
Histological type of Ovarian carcinoma 

A. Epithelial tumor (approximate frequency) 
B. Germ cell tumor 



C. Sex cord stromal tumor 
D. Other tumor 

 Lipid cell tumor 
 Gonadoblastoma 
 Nonspecific soft tissue tumors 
 Unclassified. 

 
Risk factors 

 Age.  A woman over 50 years has more risk to developed ovarian cancer. Other than 
these age group also has risk of ovarian carcinoma. Sixty-eight percent (68%) of 
women with ovarian cancer are older than 55, and 32% are younger than 55. 

 Family history.  Women having family history of ovarian carcinoma with a first-degree relative 
(mother, daughter, or sister) have about a three times higher risk of developing the 
disease. This risk increases when two or more first-degree relatives have been 
diagnosed with ovarian cancer.  

 Genetics. About 10% to 15% of ovarian cancers occur because a genetic mutation (change) 
which has been passed down within a family. A mutation in 
the BRCA1 or BRCA2 gene is associated with an increased risk of ovarian cancer; 
there is also an increased risk of fallopian tube cancer and primary peritoneal (the 
membrane lining the abdomen) cancer, which are similar to ovarian cancer.  

 Breast cancer. 
 Having a diagnosis of breast cancer increases the risk for ovarian cancer, even 
when the BRCA genetic mutation test is negative. 

 Ethnicity.  Women of North American, Northern European, or Ashkenazi Jewish heritage 
have an increased risk of ovarian cancer. 

 Reproductive history.  Women who have unexplained infertility, have not taken birth control pills, or had 
their first child after the age of 30 have an increased risk of ovarian cancer. Also, 
women who started menstruation before age 12 and/or go through menopause 
later in life have an increased risk of ovarian cancer. 

 Hormones.  Women who have taken estrogen-only hormone replacement therapy (HRT) after 
menopause have a higher risk of ovarian cancer. 

 Obesity.  
Recent studies have shown that women who were obese are 50% more likely to 
develop ovarian cancer.  

 Endometriosis.  This is when the inside lining of a woman’s uterus grows outside of the uterus, 
affecting other nearby organs. This condition can cause several problems, but 
effective treatment is available. Researchers are continuing to study whether 
endometriosis is a risk factor for ovarian cancer. 



 



Aim 

To study Aartavavaha srtotodushti as a risk factor in Ovarian Carcinoma.  

 

 

 

Objectives 

To compare symptoms of Aartavavah srotodushti in ovarian carcinoma patients and 

non cancerous females. 

 



REVIEW OF LITERATURE 

 

Rasa ,Rakta,Mansa,Meda, Asthi, Majja and Shukra.These seven dhatus sustain the 

body. 
1.1 

 Aartav is updhatu of Rasa dhatu.  

 

Functions of Sapt Dhatu 

The functions of seven dhatus is as follows : Rasa  dhatu nourishes all the dhatus 

(elements) in the body, Rakta imparts jeevan( life ),Mansa provides physical strength 

and support to the body,Meda oleates the body, Asthi builds a framework and 

supports the body,Majja fills the Asthi and Shukra is responsible for reproduction.
1.2

 

 

Formation of Sapta Dhatu 

 Ahararasa is transformed in Rasa dhatu , from Rasa  Rakta gets formed, then Mamsa 

(from Rakta), from Mamsa, Medas gets formed, then Asthi from Medas, from Asthi, 

Majja gets formed, then the Shukra (from Majja), from Sukra the Garbha (embryo) 

gets formed. 
1.3 

Formation and nourishment of the dhatus and body is explained by commentators like 

Chakrapanidatta, with three Nyayas (anologies) viz, Ksheerdadhi nyaya, Kedarkulya 

nyaya and Khalekapot nyaya. 

1) Ksheeradadhi nyaya – 

Just as the milk gets converted into curd, curd into butter and butter to 

ghee, the dhatus are transformed from Rasa dhatu into raktadhatu, rakta 

becomes mamsa and so on.This explanation has been rejected as it cannot 

explain the formation of sara and kitta. 

 

2) Khale kapot nyaya – 

Just as pigeons from far and near come to the heap of corn kept at one 

place, pick up their requirement and go back to their dwellings,likewise 

each dhatu picks up its requirement from the pool of  dhatu (in the 

pakvasaya). This analogy has been rejected as it does not provide for 

circulation of dhatu. 

 

 



3) Kedarkulya nyaya –  

Just as the vast field of crops, divided into small plots, gets supply of water 

by small channels, thus supplying nutrition to all the crops at their own 

places.The water of one plot flows in the  next plot in small quantities,  

dhatu also flows through small  channels (internal srotas), supplying 

nutrition to all the dhatus remaining in their own places. This anology 

answering to all the provisions (chiefly) the circulation of dhatu, existence 

of srotas contribution of moities from one dhatu to the other etc, has been 

accepted. 

The presence of fire like agency in each tissue, the process of paka 

(cooking, digestion, transformation) the production of essence and waste 

in each dhatu, formation and development of dhatu one after the other, 

ensuring the growth of the body all these are known as Dhatu Parinama 

(tissue metabolism).  

 

 

Definition of  Dhatu 

The „Ahar‟ food which is composed of the five primordial elements, is of four types, 

contains six rasas, possesses either the two or the eight types of potencies, and has 

many properties when eaten, digested and , metabolized properly; its nutritious 

essence which is extremely fine, is called Ahararasa. 
1.4 

  Rasa Dhatu is termed as the fluid part or the metabolized liquefied content of the 

food which nourishes all the dhatus (elements) in the body and make them potent to 

carry out their respective functions.
1.5

 

 

Nirukti of Ras Dhatu 

Rasa  is defined as the element which is constantly circulating throughout the body. 

It is derived from the root verb Rasa gati gandhayo„‟.
1.6

 

 

Properties of Ras Dhatu 

The finest part of metabolized aahar(food) is called Rasa„‟. It is snigdha(unctuous), 

Shweta(white), swaccha(clear), sheeta(cold), Madhur(sweet ) and chala(possessing 

movement).
1.7

 



 Rasa dhatu possesses fluidity , it  imparts moisture, life sustenance, satiety to the 

body, hence is saumya(mild).
1.8

 

 

 Dhatu – Origin & Function 

Rasa vaha srotas has their root in Hrudaya and ten Dhamanis (vesssels).
1.9

 

Its (central ) place is the heart; this  travels through the twenty four vessels emerging 

from the heart, ten going upwards, ten downwards, and four obliquely. It nourishes, 

develops, maintains and keeps the entire body functioning constantly, the cause of 

these functions being inscrutable. 
1.10

 

Rasa dhatu circulates in the whole body, its moolsthana (main abode) is 

Hrudaya(Heart).  Rasa dhatu is transported by Samana vayu towards the Hrudaya and 

then with the help of the same vayu is circulated in the whole body.
1.11

 

Through the arteries Rasa dhatu circulates in the whole body and nourishes all the 

dhatus. It nourishes the body by its individual properties.
1.12 

 

 Dhatu Gati 

 It circulates minutely in the entire body like the waves of sound, light and water. 

 

Features of Decrease of the Ras Dhatu 

 Depletion of  Rasa dhatu  is characterized by precordial pain, palpitation, a sense of 

emptiness and thirst.
1.13

 

 In diminution of, the patient stirs about, does not tolerate loud sound, even on slight 

exertion his heart palpitates, aches and (even) fails. 
1.14

 

 

Features of Increase of the Ras Dhatu 

 Increase in Rasa dhatu produces the same symptoms as of increased kapha i.e 

debility of digestive activity, excess salivation, lassitude, feeling of heaviness, white 

colouration (of fecaes etc.), coldness, looseness of the body parts,  dyspnoea, cough 

and excess of sleep. 
1.15,1.16

 

 

Rasvaha Strotas -  Dushti Hetu – 

 Those who are eating heavy, cold, too unctuous and in excessive quantity and do 

excessive mental work suffer from the morbidity of Rasavaha srotas.
1.17

 

 



Rasvaha Strotas Dushti Lakashan -   

 loss of desire for food, anorexia, distaste in mouth, loss of taste sensation, nausea. 

Heaviness, drowsiness, body ache, fever, feeling of darkness, paleness, obstruction in 

channels, impotency, malaise, leanness, loss of digestive power, untimely wrinkles 

and grey hair – these are the disorder due to morbid affection of dhatu. 
1.18

 

 

Updhatu of Rasa 

According to Charakacharya and Sharangdharacharya, Updhatu of Rasa is Stanya and 

Aartav.
1.19 

 

Nourishment of Upadhatus  

  The nourishment of Dhatus and Updhatus takes place from Ahar rasa.The 

nourishment of upadhatus takes place in the following manner.From Rasa dhatu 

breast milk as well as menstrual blood in women is formed. Rakta nourishes tendons 

and blood vessels, Mamsa nourishes Vasa as well as six layers of skin and Medas 

nourishes the ligaments and joints. 
1.20 

 

Mal 

Excretion of fecaes and urine,kapha,pitta,Kha mala (the waste products of the external 

srotas) sweda (sweat), nakha (nails and roma (hair), fatty material of the eyes, skin 

and feaces; and the ojas (essence of dhatu) are the mala (wastes) of the dhatus 

respectively. 
1.21, 1.22

 

 

Rasa Sarata 

 In person who are twaksara ( having constitutional essence of skin),the skin is 

unctuous, smooth, soft, clear with fine, sparse, deep rooted and delicate hairs and is 

lustrous. This essence indicates happiness, good fortune, power, enjoyment, 

intelligence, learning, health, cheerfulness and longevity. 
1.23

 

  

 

 

 

 

 



ARTAVA 

Updhatu formed during Dhatuposhan. They get nourishment from Stahyidhatus. 

Saptdhatu have their own Updhatu which help to maintain the Body.  

Artav is Upadhatu of Rasa Dhatu 
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Definition of Aartav 

In the case of the women, the rakta (blood) gets collected inside the uterus and flows 

out for three days every month. This is known as Artava. 
2.1 

Artavavah srotas and artavavahini dhamani, in females, are known to carry and 

discharge Artava. 
2.2 

 

Time for conversion of  Rakta into other tissues 

The ahar rasa remains in each and every dhatu (tissue) for duration of three thousand 

and fifteen kalas. In this way it takes one month for the Rasa to get converted into the 

spermatic fluid (Shukra) in men or the menstrual blood in women.
2.3 

The menstrual blood, known as Rajas in the female, is derived from the same Rasa 

dhatu. This (menstrual flow) begins after the age of twelve years and ends at the age 

of fifty. 
2.4 

 

Origin of Aartav 

There are two Artava carrying dhamanis. Their roots are uterus and menstrual blood 

carrying dhamanis.Injury to it leads to sterility, dyspareunia and absence of 

menstruation. 
2.5 

 

Process of menstruation (Rajodarshan)  

The blood accumulated (inside the uterus) during the month, which is slightly black 

and of unusual smell, is brought into the dhamanis (arteries) during the rutu 



(menstrual period), is expelled out by vayu (vata), through the orifice of the yoni 

(uterus and vaginal tract). 
2.6 

In women, the rajas (menstrual blood) which are the product of Rasa (the first dhatu), 

flows out of the body for three days, every month, after the age of twelve years and 

undergoes diminution by the age of fifty years. 
2.7 

 

 

Characteristics of Shuddha Aartav 

According to Sushrut Sharir Sthan, (2/17), menstrual fluid which is either like rabbit‟s 

blood or like liquid shellac and does not discolor the clothes is regarded as normal.
2.8

 

The menstrual blood is fiery because the product of conception is both agneya and 

saumya. 

 

Shukra is saumya and artava is agneya.
2.9 

According to Charak Samhita, Chikitsa Sthan (3/225 – 226),  Menstrual discharge 

should be taken as normal which comes forth monthly without sliminess, burning 

sensation, pain, stays for five days and in quantity is neither too much not too little.
2.10 

In colour, normal menstrual blood should be similar to gunja fruit (seed),red lotus 

flower, lac juice and indragopaka (red insect). 

According to Ashtang Sangrah, Shahrir Sthan (1/10), Artava (Mentrual fluid) 

resembles the blood of the rabbit or a solution of lac in colour; the cloth stained with 

it does not retain the stain when washed. Such artava is said to be pure. 
2.11 

According to Ashtang Hruday, Shaharir Sthan (1/17), Artava (Mentrual blood) which 

resembles the juice of lac or the blood of rabbit and which does not stain the cloth 

after washing. 
2.12 

 

Quantity of Aartav 

Aartav is 4 anjali in quantity.
2.13 

 

Diminution of Aartav 

Upon the diminution of the female reproduction element delayed and scanty 

menstruation and /or dysmenorrhea. 
2.14 

 

 



Increase of Aartav 

If Artava is produced in excess there is bodyache, excessive menstrual flow and 

weakness. 
2.15

 

 

SHARIR  RACHANA OF GARBHASHAYA 

Strotas –  

There are two Artava carrying dhamanies. Their roots are uterus and menstrual blood 

carrying dhamanis. 
3.1 

 

Ashay 

In females the eighth aashaya is called the uterus (Garbhasaya). Other seven Aashaya 

are – Vatashaya, Pittasaya, Slesmasaya, Raktasaya, Aamasaya, Pakvasaya, 

Mutrashaya. 
3.2 

 

Strotas –  

In females there are three additional opening viz, two in the breasts and one lower 

down for the flow of Aartava (menses). 
3.3 

 

Peshi –  

Women have twenty more muscles.
3.4

 

 

Twenty more in women, ten are in the breasts and their development occurs after 

puberty; ten in the vagina, out of them two are located inside, two round ones at its 

mouth and three in the passage of the uterus.
3.5 

 

Four muscles are found in the genital tract out of which two spread inside and two 

being circular spread outside at its mouth. Three muscles are situated at the opening 

of the uterus and three more muscles are meant to bring together the sperm and ovum. 

3.6
 

 

The muscles which have been enumerated previously in relation to the penis and the 

scrotum in the males cover the ovaries in the females. 
3.7 

 



Dhamani –  

There are ten dhamanis which goes downward.  These dhamanis perform the 

functions of downward movement of vata, urine, faeces, seminal fluid and menstrual 

blood, etc.
 

Two dhamanis carry food to the intestines, two carry water, two going to the urinary 

bladder carry urine, two are meant for the production and carriage of seminal fluid 

and two are for its ejaculation. In females, these are known to carry and discharge 

Aartava.
3.8

 

Two Dhamanis carry the semen and two eliminate it (out); the same way in women 

they carry the Artava (menstrual fluid) and eliminate it. 
3.9 

 

Stahn –  

The uterus is situated between the gall bladder and the intestines. 
3.10, 3.11 

In females, the uterus is situated very near the urinary bladder posterior. 
3.12 

 

 

Swarup –  

The genital tract is like the inner portion of a conch shell and has three circular folds; 

in the third (upper most) fold lays the uterus (bed of the foetus). 

The wise people should know the shape and appearance of the uterus as that of the 

mouth of the ROHITA fish. 
3.13

 

Vagina resembles the interior of the conch shell, with three spirals; in the third spiral 

lies the foetal bed (fundus of the uterus) in between Pittashaya and Pakvashaya 

(colon), in it are found three muscles which facilitate entry of (passage for) semen and 

menstrual flow. 
3.14

 

 

LITERATURE REVIEW OF ARBUDA - 

i) Literature review from ancient Sanskrit literature & Ayurvedic Samhitas 

Historical Review 

 Vedic Period – 

The disease was even prevalent during the Vedic period “The story of acceptance of 

Matsyagandha – reveals that King Shantanu was afflicted with a type of Cancer 

Pundrika Arbuda) 



In Rugveda, it has been mentioned that arbuda is just like a danava & is destroyed by 

Indra. Rugved tikakar Sayan says that arbuda is ambu (water) to destroy it use Agni 

(agnikarma).  

References from Atharvaveda  

In the ancient classics, Arbuda has not mentioned directly but the diseases like 

Apachi, Gulma, Granthi & Gandamala which resembles the clinical features of 

Arbuda have been mentioned. 

 Just as the physician treat the diseases like Gandamala (Cervical 

lymphadenopathy) by the rays of the sun & moon along with medicines, in 

same way human being by acquiring knowledge destroy the innocence.
33 

 Just as good physician treat the diseases like Gandamala (Cervical 

lymphadenopathy), in the same way human being should overcome his 

drawbacks. 
34 

 Just as Gandamalas (Cervical lymphadenopathy) become dry or green some 

times, in a same way bad feelings become weak & strong sometimes.
35 

 Atharvaveda mentioned some charm for curing tumours called Gayanya.  

 

 

Vyutpatti -  

Dçyçá&o vçHçámçkçÀ ~ Dçyç& (yçá&) çÆJç®çd lçmcçÌ GoíçÆlç God - FCçd - [ ~ 

“Arbuda” is constituted of the root word  “Arba “   and the verb  “Udeti” 

The meaning of “Arba”is to kill, to hurt & the meaning of “Udeti” is to elevate, to 

rise.
36  

 

Nirukti – 

1) Mansapindakara Rogabhede    

2)  Tatsankhyateshu    

3) Dashakotisankhya    

4) Parvatbhede 

5) Asurabhede     

6) Kadrabhede Sarpabhede 

7) Megha 

8) Mansapindabhide 



Adhishthana –  

The adhishthana or site of Arbuda is Rohini which is the sixth layer of skin 

(Proliferating layer) & the thickness of this layer is equal to the thickness of Vrihi. 

Rohini is the seat of Granthi, Apachi, Arbuda, Shlipada & Galganda diseases.
37 

Definition – 

 Acharya Sushrut -Vata, Pitta Kapha having got aggravated in any part of the 

body and afflicting the Mamsa dhatu, produce a circular, fixed, slightly 

painful, big, broad based slow growing non-suppurating and dense elevation 

(swelling) of mamsa. 

 Vata, Pitta Kapha having got aggravated in any part of the body and afflicting 

the   

 Mamsa dhatu, produces a circular, fixed, slightly painful, big, broad based 

slow growing non-suppurating and dense elevation (swelling) of mamsa. The 

same is called as “arbuda” by the scholars.
1
  

 Acharya Charak – No specific definition is mentioned in Charak Samhita. 

Acharya Charak described Arbuda as a complication of Vata & Rakta & 

similarity between Arbuda & Shotha. 

Arbuda is like elevation.
38 

            Commentrator Chakrapani says that Arbuda is like circular elevation.
39 

 Acharya Vagbhat – Arbuda is relatively bigger than Granthi 

 Arbuda is bigger in size than Grathi.
40

 

 

Nidan of Arbuda – 

The term Nidan relates to both etiology and diagnosis of disease. The etiology helps 

in ascertaining the causative factors of a disease whereas; diagnosis helps in the 

determination of the nature of the disease. But the former is of prime importance since 

it deals with causative factors. As per the description available with the texts, no 

specific etiology is mentioned. Charaka and Vagbhatt included this disease under the 

heading of Sopha Roga. Both these authors are unanimous in their opinion that the 

etiological factors, which are responsible for Shopha, are also responsible for Arbuda. 

They must have realized the relation between inflammation and neoplasia. Charaka 

has mentioned that the etiological factors, site, shape, Dosha and Dushya of Arbuda 

are the same as Granthi. Aacharya Sushruta while dealing with the Arbuda says that 



causative factors and clinical features are same as of Granthi. Acharyas of 

Laghutrayee followed the same statement.  

 

Purvarupa of Arbuda – 

Symptoms which manifest themselves before the appearance at the disease are known 

as premonitory symptoms.None of the Aacharyas have described the Purvarupa 

(Premonitory Symptoms) of the disease Arbuda, but Acharya Vagbhatta mentioned 

that the swelling of Granthi, which is smaller in comparison to that of Arbuda, should 

be considered as Purvarupa of Arubada.  

 

Rupa of Arbuda – 

Detailed description of this variety is explained by different Aacharyas. Aacharya 

Sushruta states that clinical features of Vataja, Pittaja, Kaphaja and Medoja are 

always like that of Granthi, after which features of Rakta and Mamsarbuda are 

described. But Aacharya Sushruta also states in the same that Arubada is mainly due 

to the vitiation of the Tridosha, where kapha and meda have been considered in a 

predominate stage due to which it has been said Arbuda does not get suppurated. 

Increasing doshas, invade the muscles and blood and produce round (vrittam), 

immovable (sthiram), slightly painful (manda ruja), big (mahan), deep-seated (analpa 

moolam), slowly increasing (chira vruddhi), non-suppurating (apakam) tumors of 

muscular tissue are called arbuda. 

 

 

Samprapti of Arbuda – 

Vata, Pitta Kapha having got aggravated in any part of the body and afflicting the 

Mamsa dhatu, produce a circular, fixed, slightly painful, big, broad based slow 

growing non-suppurating and dense elevation (swelling) of mamsa. The same is 

called as “arbuda” by the scholars.  

 

 

 

 

 

 



 

 Samprapti :- 

                                                      

                                                        

       (Diet & conduct            (Diet & conduct                            (Diet & conduct 

       increasing Kapha)           increasing Vata)                            increasing Pitta) 

  

                              Jatharagnimandya                  Dhatwagnimandya            

                 (Diminished digestive activity)             (Diminished Metabolic Activity) 

                         

                                     Khavaigunya  

                                               (Impairment in systems) 

                                                          Abnormal growth of  

                                                         - Respective Dhatu  

                                                         - Especially - Rakta – Mamsa 

                                                   Formation of Dushta (Malignent)  

      

 

                                                          Dhatugata avastha  

                       (Stage of embedding in deeper & deeper tissues & vitiating them) 

                 

                                          Dhatupaka avastha (Stage of loss of tissues)   

Kapha vardhak 

Ahara-vihara 

Vata vardhak 

Ahara-vihara 
Pitta vardhak 

Ahara-vihara 

Vrana (Wounds), Granthi (Nodes), Arbuda (Tumours), 

Vidradhi (Abscess) etc. at specific site or organ 

 



 Arbuda - Rogamarga :- 

Arbuda resides in Bahya Roga marg.
41 

 

 Types of Arbuda
42 

:-
 

 

1) Vataj Arbuda –  

Vataj arbuda produces a feeling of stretching, pain, prickling as if being   

thrown & also cutting & tearing pains. It is black & hard & is like a bladder 

distended with air & when bursts discharges serous fluid. 
43 

2) Pittaj Arbuda – 

Pittaj arbuda produces severe sensation of burning, fuming, sucking, throbbing 

& as if being burned to ashes. It is red or yellow in color & when burst 

discharges hot & excessive amount of blood. 
44 

 

3) Kaphaj Arbuda – 

Kaphaj arbuda produces a cold swelling without any discoloration associated 

with mild pain & excessive itching having the consistency of a stone. It 

increases slowly & when burst, white & thick pus is discharged. 
45 

 

4)   Raktarbuda – 

The vitiated Doshas compressing Rudhira (Blood) & contracting the Sira 

(Vessels) without undergoing suppuration & along with the discharge make 

the muscle lumps prominent. This is studded with fleshy buds & increases 

rapidly. This continuously discharges vitiated blood & is incurable & is known 

as Raktarbuda. Due to the complication of hemorrhage, the patient with this 

tumor becomes anaemic.
46 

 

5) Mamsarbuda –  

Due to fist blow or trauma etc. the muscles of the injured parts get vitiated & 

swollen. This is painless & smooth is of the same color as skin. It is non- 

suppurating, is like a stone & is fixed. The vitiation increases by the intake of 

non vegetarian food.  This is Mamsarbuda. It is said to be incurable.
47 

 

 



6) Medaj Arbuda – 

The Medaj arbuda increases or decreases according to increase or decrease of 

fat in the body. It is smooth, big in size & is associated with mild pain & 

excessive itching & when burst it discharges fat which is similar to oil cake & 

ghee. 
48 

 Special Types of Arbuda :– 

1) Shonitarbuda –  

Acharya Vagbhat has described Shonitarbuda. Doshas getting aggravated vitiates the 

blood present inside the veins causing contractions, pain & ripening, produce a 

growth of (Tumour) muscle, studded with sprouts of muscle, bleeding constantly, the 

tumor develops fast & discharges vitiated blood in large quantities. 
49 

2) Sharkararbuda –  

Acharya Sushrut describes Sharkara arbuda in the Nidan Sthana (Shudraroga 

Adhyaya). 

Muscles, Vessels, ligaments, Kapha, Meda dhatu & Vata dosha mixing together 

produces glandular swelling upon the bursting of which an excessive secretion similar 

to honey, ghee & fat is discharged; then increased Vata dosha atrophied the muscles 

produces concretions in the gland again. Bad odour, excessive excessive saddening, 

and sudden discharge of blood of various colors occurs from the vessels; i.e. known as 

“Sharkarabuda”.
50 

                                        

 Sadhya – Asadhyata of Arbuda :- 

Asadhya Arbuda (Incurable tumours) – 

 Mamsarbuda 

 Even out of those which are curable  

• Those which discharge  

• Those situated over the vital parts  

• Those situated over the Srotas  

• Those which become fixed becomes incurable.
51

 

According to Vagbhat, Raktaja & Mamsaja arbuda are incurable & remaining 

arbudas are curable.
52

  

 

 

 



 Non – suppurative nature of Arbuda :-  

All tumours by nature do not undergo suppuration because of due to predominance of 

Kapha dosha & Meda dhatu & also because of the immobilization & knotting of 

doshas in them. 
53 

Tumors do not undergo suppuration because predominance of Kapha dosha & Meda 

dhatu.
54 

 Multiple Tumours :-   

When another tumor grows over the pre existing one is known as Adhyarbuda by the 

Oncologist. When two tumors grow simultaneously or one after the other is called as 

Dwiarbuda. & both these are incurable.
55 

 

 Similarity between Arbuda & Cancer :- 

The signs & symptoms of Arbuda can be very well explained in modern terms- 

 Gatra Pradeshe Quachita – Anywhere in the body 

 Mamsam Abhipradushya – Predominantly it is a disease of Mansa i.e 

damage of muscular connective tissue & epithelial tissue. 

 Vruttama Sthirama – Growth is round & stony hard. 

 Manda Rujam – Pain is absent except at terminal stage. 

 Mahantmoolam – Broad based, thus it is compared with a sign of 

scrab. 

 Chira Vruddhi – It develops gradually. It is chronic. 

 Apakam – Non suppuration in nature 

 Mansopachaya – Formed by uncontrolled abnormal proliferation of 

tissues. 

 Atyaghadhama – Very Deep Routed 

 

ARTAVA DUSHTI 

The menstrual fluid gets vitiated by the three doshas (vata, pitta and kapha) and the 

fourth shonita individually, in combination of two or by all of them combined 

together, resulting in sterility. Vitiated of the doshas in them should be inferred 

according to their characteristic colors and features. Out of theses, one which emits 

cadaveric smell, is clotted is like putrid pus, is scanty or has odour of urine or faeces 

is incurable and the rest are curable. 
5.1

 



Just as vitiated Shukra is incapable of producing the embryo, so also the vitiated 

Artava. The features and names of such vitiated Artava are as the former (sukra). Of 

these that which has a cadaveric smell, which has formed into pellets, that which 

resembles pus and that which is very scanty are difficult to treat Shukra or Artava 

which are having the smell of urine, fecaes or a cadaver, and formed into pellets and 

which resembles pus are impossible to be cured. 
5.2 

 

 

These are designated as doshaja (vitiated by the dosas) when specific features of each 

dosa are found; 
5.3 

 as Kunapa (having cadaveric smell) when vitiated by Rakta (blood);  

 as Granthi (pellet like) when vitiated by Shlesma (kapha) and Vata together;  

 as Puyabha (resembling) pus) when vitiated by Rakta (blood) and Pitta 

together;  

 as Ksina (descreased) when vitiated by Mutra (vata) and Pitta together. All 

these are difficult (to purify);  

 Those vitiated by all the three doshas together, those having features of urine 

and fecaes are impossible (to purify).  

 

RAKTPRADAR 

 

Definition  

 

In the case of woman, the Rakt (blood), gets collected inside the uterus and flows out 

of three days every month. This is known as Artava (menstrual fliud). Its excess flow 

or flow apart from the regular period gets the name Asrgadara, Pradara and 

Raktayoni, respectively which are abnormalities. 
5.4 

 

 

The menstrual blood which has characteristics opposite to those described above is 

profuse in quantity and flow at irregular periods is known as asrgdara.
5.5

  

 

 



Aetiology 

Incompatible diet, alcoholism, eating before the previous meal has been digested, 

indigestion, abortion / miscarriages, excessive sexual intercourse, covering long 

distances on vehicles or on foot, grief, and marked emaciation, lifting heavy weight, 

trauma and day seeping (are the etiological factors of menorrhagia).
5.6

 

 

Types  

Pradara (menorrhagia) is known to be of four types viz Kaphaja, pittaja, vataja and 

sannipataja.
5.7 

 

General features 

All (four) types of menorrhagia are assoicted with bodyache and pain. 
5.8 

 

Complication of excessive blood loss in menorrhagia  

Weakness, giddiness, unconsciousness, feeling of intoxication, thirst, burning 

sensation, delirium, anaemia, drowsiness and vataja disorder occur due to excessive 

blood loss I menorrhagia.
5.9 

 

Kaphaj Menorrhagia  

The discharge in Kaphaja menorrhagia is Ama, unctuous in appearance, pale and 

resembles rice washings. 
5.10

 

 

Pittaj Menorrhagia  

In Pittaja menorrhagia the discharge is yellowish, bluish, and blackish or reddish, 

warm, associated with paittika type of pain and flows out repeatedly with force. 
5.11

 

 

 

 

Vataj Menorrhagia  

In Vataja Menorrhagia the (menstrual) discharge is non – unctuous, reddish and 

forthy, comes out in small amounts, is associated with vatika type of pain and appears 

like meat washings. 
5.12

 

 

 



Sannipataj Menorrhagia  

The (menstrual) discharge in sannipatika menorrhagia may resemble the color of 

honey, ghruta or haritala, appears like bone marrow and the smell of a dead body. 
5.13

 

 

NASHTARTAV 

 

The menstrual is destroyed due to the obstruction created by doshas in the passage. 

5.14
 

 

Yonikand 

 

Aetiopathogenesis  

When vata and other dosas get vitiated due to excessive day sleeping, anger, physical 

exercise and sexual intercourse, as well as by injuries due to nail scratching or teeth 

bite they produce a kanda (tuberous swelling) with pus and blood in yoni; it resembles 

a nikucha fruit in appearance.
5.15

 

 

Clinical Features of different types of Yonikanda 63,3,4 

 

Vatika Yonikanda  

Vatika Yonikanda is recognized by its dry, discolored and cracked appearance 
5.16

 

Pittaja Yonikanda 

In case of a Pittaja Yonikanda, there is a burning sensation, redness and fever.
5.17

 

 

Kaphaja Yonikanda  

Kaphaja Yonikanda has the appearance of Nilapushpa and is associated with 

itching.
5.18 

Sannipatika Yonikanda  

Sannipatika Yonikanda is known to have the features (of all the three types mentioned 

above) due to all the dosas.
5.19 

 

 

 

 



Yonivyapad 

According to Charak Samhita 

 

Etiology 

Twenty types of the genital disorders of women are mentioned in enumeration of 

diseases. They arise in the women due to their faulty practices, deranged menstrual 

flow, defect in ovum and fate.
6.1 

 

Types  

 

1. Vatala Yoni 

In the women of Vatika constitution following vata aggravating diet and practices, 

vata gets aggravated and having been located in genital tract produces piercing and 

other types of pain, stiffness, feeling of crawling of ants, hardness and numbness of 

vagina, exhaustion and other vatika disorders. Due to vata, her menstrual discharge 

appears with sound, painful, frothy, thin and rough. 
6.2 

 

2. Pittala Yoni 

Due to (excessive use of) pungent, sour, salty, alkaline things etc. paittika type of 

genital disorders arise. Because of affection with pitta, the genital tract suffers from 

burning sensation, inflammation, fever and heat; with menstrual flow as blue, yellow 

or black and with excessive, hot discharge having cadaverous smell. 
6.3 

 

3. Kaphaja Yoni 

If kapha aggravated by channel – blocking things affect the genital tract of women, it 

makes the track as slimy, cold, itching, with mild pain and pale and menstrual flow as 

pale and slimy. 
6.4 

 

4. Tridoshaja Yoni 

When a woman uses excessively all these, all the three doshas located in genital tract 

and uterus produce their symptoms there. Thus the tract suffers from burning 

sensation and pain has discharge as white and slimy. 
6.5 

 



5. Raktaja Yoni 

If menstrual blood of women is affected by pitta due to (excessive intake of 

substances) aggravating rakta – pitta , it overflows from the genital tract even after 

conception. This is known as Raktaja Yoni. 
6.6 

 

6. Arajaskani 

  If pitta located in genital tract and uterus affects blood, it is known as Arajaska 

which produces leanness and abnormal complexion. 
6.7 

 

7. Acharana Yoni 

Any infection in the genital tract due to non washing cause itching therein, this is 

known as Acharana by which the women has frequent desires for men. 
6.8 

 

8. Aticharana Yoni 

Due to excessive coitus, (the aggravated) vayu causes swelling, numbness and pain in 

women‟s genital tract. This is known as Aticharana.
6.9

  

9. Prakcharana Yoni 

Due to sexual intercourse in a too premature women vayu affects the genital tract 

producing pain in back, waist, thighs and groins. This is Prakacharana. 
6.10

 

 

10. Upapluta Yoni 

If a pregnant woman takes Kapha – aggravating things, excessively and suppresses 

the urges of vomiting and respiration, the vitiated vayu carrying kapha to the genital 

tract affects the same. Because of this it discharges pale fluid with piercing pain or 

white mucus while having been invaded by the disorders of kapha and vata. This is 

known as Upapluta. 
6.11 

 

11. Paripluta Yoni 

When woman of pittika constitution suppresses the urges of sneezing and eructation 

during coitus, vayu combined with pitta affects the genital tract of the woman. By this 

the genital tract becomes swollen, tender, painful and having menstrual flow as blue 

and yellow. The women suffers from pain in pelvis, groins and back. This is 

paripluta.
6.12

  

 



12. Udavartini Yoni 

If natural urges are suppressed, vayu takes upward course in the genital tract due to 

which the woman suffering from pain discharges the menstrual blood with difficulty 

because of its having taken upward tendency. After discharge of the menstrual blood, 

she feels relief instantly. Because of the upward course of menstrual blood it is known 

by the wise as udavartini.
6.13 

 

13.  Karnini Yoni 

Woman in labour who  strains untimely (during labour) vayu gets obstructed by 

foetus and having combined with kapha and rakta produces prolapsed which obstructs 

the passage of menstrual flow. This is known as karnini. 
6.14 

 

14. Putraghni Yoni 

Due to roughness if vayu because of morbidity in shonita (menstruation or ovum) 

destroys the foetus formed again and again it is known as putraghni. 
6.15 

 

15. Antarmukhi Yoni 

If women being over saturated with food takes to sexual intercourse and also lies in 

faulty postures, vayu pressed with food and having been located in genital tract curves 

the opening of vagina along with vatika distress in bones and muscles. By this vagina 

becomes exceedingly painful and intolerant to coitus. This is known as antarmukhi.
6.16 

 

16.  Suchimukhi Yoni 

It is genetic deformity during foetal life if there is vitiation of Vata due to 

improper diet and lifestyle of mother , the vitiated doshas affects the genital 

tyract and causes abnormality in the genital opening known as  suchi mukhi. 

6.17 

 

17.  Shuska Yoni 

During coitus if one suppresses the natural urges, the vitiated vayu causes painful 

retention of fecaes and urine and dryness of vaginal opening. This is known as shuska 

yoni.
6.18 

 

 



18.  Vamini Yoni 

Semen having entered into the uterus comes out after six or seven days with or 

without pain. This is known as vamini.
6.19

  

 

19. Shandhi Yoni 

Due to genetic defect, if in female foetus vayu destroys the ovary, the woman has 

aversion to male and is devoid of breasts. This is known as shandhi and is incurable. 

6.20 

 

20. Mahayoni 

While coitus if the bed is uncomfortable or takes abnormal postures in coitus, the 

vitiated vayu dilates the opening of uterus and the genital tract. By this the tract 

becomes closed. If menses are there they are painful and with rough and frothy 

menstrual discharge. There is also growth of flesh with pain  in joints and groin. This 

is known as mahayoni.
6.21

  

 

According to Sushrut Samhita 

 

Etiology  

If withered, weak or immature women indulges in excessive cohabitation with a man 

possessing a large penis, vayu gets vitiated in her and after getting localized in the 

female genital organs gives rise to gynecological disorders, whose signs and 

symptoms vary according to the three doshas involved. 

Twenty gynecological disorders grouped together are caused by the use of 

unwholesome diet and unsalutary activities, abnormalities of artava, bijdoshaand 

heavenly disposition. 
6.22 

 

Types 

The disorders caused by vata are –
6.23 

1. Udavarta (Dysmenorrhoea) 

2. Vandhya (Amenorrhea) 

3. Vipluta (Vaginismus) 

4. Paripluta (Dyspareunia) 

5. Vatala (Dryness of the vagina) 



The disorders caused by Pitta are 

1. Rudhiraksara (menorrhagia and Metrorrhagia) 

2. Vamiini (failure of nidation of the fertilized ovum) 

3. Sramsini (? Prolapse Uterus) 

4. Putraghni (habitual abortion) 

5. Pittala (Acute inflammation of the female genitalia) 

The disorders caused by Kapha are 

1. Atynanda (Sexual insatiability) 

2. Karnini (Cervical growth) 

3. Acarana(Sexually weaker than the female partner) 

4. Aticarana (A type of sterility)  

5. Slesmala (vaginitis) 

The disorders caused by vitiation of all the three dosas together are 

1. Sandi (? Congenital hypoactivity of pituitary gonadotropins) 

2. Phalini 

3. Mahati (procidentia) 

4. Suchivaktra (Pinhole cervical os) 

5. Sarvaja (Mixed lesions) 

 

Vataj Yoni Vyapad 

Udavarta (dysmenorrheal) is that disease in which menstruation is painful and frothy. 

 

Vandhya (Amenorrhea) is that disease in which menarche has not occurred. 

 

Vipluta (Vaginismus) is that disorder in which pain is constantly present (in the 

vagina). 

 

Paripluta(Dyspareunia) is that disorder in which there is severe pain during coitus. 

 

Vatala (dryness of the vagina) is that disease in which the vagina is rough, rigid and is 

associated with spasmodic and pricking types of pain. 

 

Nature of pain in the first four above mentioned disease is also of vatika type.
6.24

 



Pittaj yoni Vyapad 

 

Lohitaksara (menorrhagia and metrorrhagia) is that disorder in which there is an 

excessive menstruation along with a burning sensation. 

 

Vamini (failure of nidation of the fertilized ovum) is that disorder in which the sperm 

along with the ovum (? Fertilized) are extruded with the (vitiated) Vayu. 

 

Prasramsini (? Prolapsed uterus) is that disease in which there is a displacement (of 

the uterus) due to straining and labour is difficult. 

 

Putraghni (habitual abortion) is that disease in which the product of conception is 

repeatedly aborted due to bleeding. 

 

Pittalayoni (acute inflammation of the female genitalia) is that disease in which there 

is an excessive burning sensation and inflammation in the female genitalia along with 

fever. 

 

Other features of pitta involvement are also found in the first four disease (of this 

group).
6.25 

 

Kaphaj Yoni Vyapad 

Atyananda (Sexual insatiability) is that condition in which sexual satisfaction is never 

obtained in spite of (prolonged or repeated) coitus. 

Karnini (Cervical growth) is that condition in which there is a growth in the cervix 

caused by Kapha and Shonita. 

Acharana (Sexually weaker than the male partner) is that condition in which during 

coitus the woman discharges earlier than the man. 

Aticharana (a type of sterility) is that in which in spite of excessive coitus there is no 

conception. 

Shlesmala (Vaginitis) is that in which the vagina is unctuous, excessively cold, and is 

associated with an itching sensation. 

Other features of Shlesmala involvement are also found in the four disease (of the 

group).
6.26 



Sannipatik Yoni Vyapad 

Shandi is that condition in which there is neither menstruation nor breast development 

and vaginal canal is (felt to be) rough during coitus. 

Phalini disease is caused by coitus of a young girl with a man having gigantic 

development 9of the penis). 

Mahayoni (procidentia) is that disease in which there is an excessive dilatation (of the 

vaginal canal). 

Suchivaktra (pin hole cervical os) is that condition in which the cervical opening is 

excessively narrow. 

Sarvaja is that condition in which the aetipathogenesis and the clinical features of all 

the three vitiated dosas are present. 

Other features of involvement of all the Doshas also are present in the first four 

diseases of this group. 

The five types of gynecological disorders caused by vitiation of all the doshas 

together are incurable. 
6.27

 

 

According to Ashtang Sangrah 

 

Etiology  

Twenty yonivyapat (disorder of the vagina and uterus) due to indulgence in unhealthy 

foods, lying in improper posture, too much indulgence in sexual intercourse, disorders 

of menstruation, use of unnatural things for copulation (artificial penis etc) disorders 

of the seed (responsible for the vagina and daiva (divine will / providence ).
6.28

 

 

1. Vatiki Yoni vyapad 

 

Vata getting aggravated in the vagina gives rise to pain, pricking pain loss of 

tactile sensation, feeling as though ants are crawling, stiffness, roughness and 

sound (of movement of air), flow of frothy, slightly red or blackish, thin, 

scanty fluid, downward displacement of the vagina, pain in the groin and 

flanks, abdominal tumor and such other diseases of its own (vata0 origin, 

slowly. This is Vatiki yonivyapat.
6.29 

 



2. Aticharana 

This disorder becomes known as aticharana when swelling also developd due 

to indulgence in excess of copulation.
6.30

 

 

3. Prakcharana. 

Copulation with a very young girl leads to aggravation of vata which in turn, 

gives rise to pain in the back, forelegs, thighs and groins of the girl and also 

vitiates her vagina (producing symptoms of vata aggravation). This is known 

as Prakcharana.
6.31 

 

4. Udavarta . 

Vata getting aggravated by suppression of urges (of urine, faces, flatus etc) 

vitiates the vagina and leads to discharge of forthy menstrual fluid with 

difficulty due to upward displacement of the vagina. This disease is called 

Udavarta .
6.32

 

 

5. Jataghni. 

When Anila (Vata) getting  increased and causing roughness in the vagina and 

the uterus also) causes the death of every son (embryo) that is formed, due to 

vitiation of the artava & ovum). This is known as Jataghni.
6.33

 

 

6. Antarmukhi. 

In the women who has eaten too much of food, adopts an improper posture 

during copulation, Vata getting aggravated by the pressure of the food, makes 

the bone and muscle tissues of the vagina to become greatly painful, and the 

vaginal passage curved. This is known as Antarmukhi.
6.34 

 

7. Suchimukhi. 

In the woman who always indulges in foods which increase vata, produces its 

aggravation which makes the vaginal passage very narrow, this is known as 

Suchimukhi.
6.35

 

 



8. SuskakhyaYoni Vyapat. 

By suppression of urges (of urine etc) during the menstrual period vata getting 

aggravated causes obstruction to (free movement of) fecaes and urine, dryness 

of the vagina accompanied with pain. This is called SuskakhyaYoni 

Vyapat.
6.36

 

 

9. Vamini. 

Vata getting aggravated expels the shukra (semen) from the uterus in six or 

seven days (after conception) either with pain or without pain. This disease is 

known as vamini.
6.37

 

 

10. Shandha 

The seed producing the uterus being abnormal, vata getting aggravated and 

vitiated the vagina. Both together lead to production of a female who hates 

males, has no breasts and remains barren. This disease is known as Shand and 

is incurable.
6.38

 

 

11. Mahayoni. 

Maruta (vata) getting aggravated , blocks the orifice of the vagina and uterus , 

makes them dilated / expanded, drooping down, accompanied with pains 

similar to Vatiki yonivyapat and the muscles of the vagina pushed up (grown 

in size) and highly painful. This disease is known as mahayoni.
6.39

 

 

12. Paitttiki yonivyapat. 

Pitta undergoing increase by causes exciting it, gets localized in the vagina 

giving rise to burning sensation, ulceration, local heat, bad smell, fever and 

discharge of menstrual fluid which is very warm, large in quantity, of 

cadaveric, smell, blue, yellow or black in color. This disease is called paitttiki 

yonivyapat.
6.40

 

 

13. Raktayoni. 

When large quantity of blood is coming out, it is known as Raktayoni.
6.41

 

 



14. Shlaishmiki ynivyapat. 

Kapha getting increased by indulgence with moisture producing foods 

becomes localized in the vagina and gives rise to loss of apetite, coldness and 

itching, yellowish white and slimy discharge. This disease is Shlaishmiki 

yonivyapat.
6.42

 

 

15. Lohitaksaya. 

Aggravation of vata and pitta together makes for decrease or loss of menstrual 

fluid, accompanied with burning sensation, emaciation and discoloration in the 

vagina. This disease is called Lohitaksaya.
6.43

 

 

16. Paripluta. 

The woman of pitta predominant constitution, habituated to suppression of 

urges of sneeze and belching during sexual intercourse, then her vagina 

becomes vitiated by aggravation of Vata, combined with pitta, produces 

swelling, intolerance to touch, pain, exudes blue, yellow colored blood, feeling 

of heaviness of area of urinary bladder and lower abdomen, diarrhea, anorexia, 

pricking pain in the pelvis and groins and fever. This disease is known as 

paripluta.
6.44

 

 

17. Upapluta yoni. 

This having the features of increase of vata and kapha, exudes blood which is 

white and slimy, this is Upapluta yoni.
6.45

 

 

18. Vipluta 

Vipluta is due to , not washing (cleaning the vagina), gives rise to growth 

(bacteria etc) and itching because of itching the women desires copulation 

often.6.46 

 

19. Karnini. 

By initiating the urges (forcefully) at premature times, vayu (vata) getting 

aggravated associated with Shleshma (kapha) and Rakt (blood) produces a 



Karnika (elevated mass of muscles in the vagina, blocking the passage of the 

menstrual fluid. This disease is called Karnini.
6.47

 

 

20. Sannipataki yonivyapat 

From aggravation of all the three dosas localized in the vagina and the uterus, 

there develops the disease Sannipataki yonivyapat which is accompanied with 

specific symptoms of all the doshas (presenting simultaneously). 
6.48
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Modern Aspect of Aartavvah strotas 

ANATOMY 

THA OVARIES 

The ovaries are the female gonads. The female gametes, called ova, are formed in 

them. 

Each ovary lies in the ovarian fossa on the lateral pelvic wall. The ovarian fossa is 

bounded:  

(a) Anteriorly by the obliterated umbilical artery; and  

(b) Posteriorly by the ureter and the internal iliac artery. 

The position of the ovary is variable. In nulliparous women, its long axis is nearly 

vertical, so that the ovary is usually described as having an upper pole points laterally 

and the lower pole medially. 

External features 

In young girls, before the onset of ovulation, the ovaries have a smooth surface and 

are grayish pink in color. After puberty, the surface becomes uneven and the color 

changes from pink to grey.  

Each ovary has:  

(A) Two poles or extremities, the upper or tubal pole, and the lower or uterine 

pole. 



(B) Two border, the anterior or mesovarian border , and the posteriorly or free 

border and  

(C) Two surfaces, lateral and medial. 

Relations 

A. Peritoneal relations 

The ovary is almost entirely covered with peritoneum, except along the 

mesovarian (anterior) border where the two layers of the covering peritoneum are 

reflected on to the posterior layer of the broad ligament of the uterus. The ovary is 

connected to the posterior layer of the broad ligament by a short fold of 

peritoneum, called the mesovarium. The squamous epithelium of the mesovarium 

is continuous with the cubical epithelium of the ovary. The mesovarium transmits 

the vessels and nerves to and from the ovary. 

The lateral part of the broad ligament of the uterus, extending from the 

infundibulum of the uterine tube and the upper pole of the ovary, to the external 

iliac vessles, forms a distinct fold known as the suspensory ligament of the ovary 

(infundibulo-pelvic ligament). It contains the ovarian vessels and nerves. 

B. Visceral Relations 

1. Upper or tubal Pole 

It is broader than the lower pole and is related to the uterine tube and the 

external iliac vein. The Rt. ovary may be related to the appendix if the 

latter is pelvic in position. The ovarian fimbria and the suspensory 

ligament of the ovary are attended to the upper pole of the ovary.  

2. Lower or uterine Pole 

It is narrower than the upper pole and is related to the pelvic floor. It is 

connected, by the ligament of the ovary, to the lateral angle of the uterus, 

postero inferior to the attachment of the uterine tube. The ligament lies 

between the two layers of the broad ligament of the uterus and contains 

some smooth muscle fibers. 

3. Anterior or Mesovarian border 

It is straight and is related to the uterine tube and the obliterated umbilical 

artery. It is attached to the back of the broad ligament of the uterus by the 

mesovarium, and forms the hilus of the ovary. 

4. Posterior or free border 

It is convex and is related to the uterine tube and the ureter. 



5. Lateral surface  

It is related to the ovarian fossa which is lined parietal peritoneum. This 

peritoneum separates the ovary from the obturator vessels and nerve. 

6. Medial surface 

It is largely covered by the uterine tube, the peritoneal recess between the 

mesosalpinx and this surface is known as the ovarian bursa.    

 

Arterial Supply 

1. The ovarian artery arises from the abdominal aorta just below the renal artery. 

It descends over the posterior abdominal wall and enters the suspensory 

ligament of the ovary. It sends branches to the ovary through the mesovarium, 

and continues medially through the broad ligament of the uterus to 

anastomosis with the uterine artery. In addition to ovary, the ovarian artery 

also supplies the uterine tube, the side of the uterus and the ureter. 

2. The uterine artery gives some branches which reach the ovary through the 

mesovarium. 

Venous Drainage 

The veins emerges at the hilus and form a pampiniform plexus around the 

artery. The plexus condenses into a single ovarian vein near the pelvic inlet. This vein 

ascends on the posterior abdominal wall and drains into the inferior vena cava on the 

Rt side and into the Lt renal vein on the Lt side. 

Lymphatic Drainage 

The lymphatic‟s from the ovary communicate with the lymphatic‟s from the 

ovary communicate with the lymphatic‟s from the uterine tube and fundus of the 

uterus. They ascend along the ovarian vessels to drain into the lateral aortic and pre 

aortic nodes. 

Nerve Supply 

The ovarian plexus, derived from the renal, aortic and hypogastric plexuses, 

accompanies the ovarian artery. It contains both sympathetic nerves (T10,11) are 

afferent (for pain) as well as efferent (vasomotor). Parasympathetic nerves (S2,3,4) 

are vasodilator. 

 

 

 



Histology 

There is no organ in the female body which shows so much histological variation at 

different phases of life. In childhood, puberty, pregnancy and menopause, the ovarian 

structure shows characteristic variation. The following is a brief description of a 

normal ovary. Ovary consists of the following six elements. 

1. Germinal epithelium -  

It is the outermost covering by a single layer of cuboidal cells, continuous with the 

peritoneum, derived from the coelomic epihelium. It is the parent tissue from which 

the primitive Grafian follicles develop. 

 

2. Tunica albuginia 

Thin layer of eosinophilic collagenous connective tissue of low cellularity under 

germinal epihelium. 

3. Stroma 

It is a connective tissue network continous with the tunica albuginia and containing 

spindle shaped cells with a few involuntary muscle fibers. It supports the essential 

ovarian tissues and carries blood vessels, lymphatic‟s and nerves. 

 

4. Vesicular follicles or Graafian follicles 

Small islands if cells in various stages of development and scattered mostly at the 

peripheral part of the ovary. The immature ones are called the primordial follicles. 

The central cell is the ovum. The remaining cells surround the ovum in a single layer 

forming a sort of capsule. 

Function - It forms the female gamete (ovum) and secrets oestradiol. 

 

5. Corpus luteum 

When the graffian follicle ruptures, corpus luteum develops on the remnants of the 

ruptured follicle. 

Function - It is a temporary gland secreting progesterone. 

 

6. Interstitial cells  

Groups of polyhedral cells containing lipid granules representating stored active 

principle. They develop from the stroma cells or from the cells of the unruptured 

follicles. Probably they secrete oestrogens. 



 

In infancy, the ovaries are made up of spindle shaped stroma cells. A cubical celled 

germinal epithelium and a large number of primordial follicles. The follicles do not 

matter, there is no ovulation and no corpus luteum. At puberty, the germinal 

epithelium contains flattened cells, a large number of maturing follicles - ruptured or 

unruptured - and corpora lutea of small size. During pregnancy, the characteristic 

additional features is the presence of a large corpus luteum. At menopause, the 

ovaries atrophy, become smaller in size, the follicles disappear and are replaced by 

fibrous scars. The interstitial cells degenerate and very little oestrogen is formed. 

Function of ovary  

From the above observations, the functions of ovaries may be summarized as follows  

(1) Exocrine function - formation of mature ova.   

(2) Endocrine function - secretion of four hormones  

(a) oestrogen - secreted by the Graffian follicles ( membranes granulosa or theca 

interna ) 

(b) progesterone - secreted by the corpus luteum  

(c) androgen -  

(d) relaxin  

 

With the help of these four hormones, the ovary controls the whole reproductive life 

of the female.  For instance, it is responsible for -  

1. All the puberty changes, such as (a) growth and development of uterus, Fallopian 

tube, vagina (b) menstrual changes (c) appearance of secondary sexual characteristics.  

2. Pregnancy and the changes associated with it, such as, embedding of ovum, 

development of placenta, further growth of mammary glands, etc.  

3. Due to release of relaxin, it helps parturition.  

 

 

 

 

 

 

 

 



MENSTRUATION 

DEFINITION  

Cyclical discharge of blood mucus and certain other substances from the uterus in the 

reproduction life of the females, at an average interval of 28dys (24 – 32 days) is 

called menstruation. It occurs every month from puberty to menopause.  

It is absent (a) before puberty (b) during pregnancy (c) after menopause (45 – 55 yrs).  

Duration – the flow lasts for 4 – 6 days without any appreciable pain. 

Composition – it is made up of (a) blood (30 – 40 ml)(b) stripped of Endometrium, ( 

c) mucous , (d) leucocytes, and (e) and unspecified ovum. The menstrual blood which 

comes out from the uterus clots promptly due to rapid formation of fibrin. If the blood 

remains in the uterus for some time fibrin is deposited on the Endometrium and as a 

result there is partial clotting. Intra uterine clots if remained for a longer period 

dissolves due to the action of plasmin. 

During each cycle the uterine mucosa gradually hypertrophies. The whole purpose is 

to prepare a suitable bed for the reception and implantation of the fertilized ovum. If 

pregnancy takes place, the proliferation of the fertilized ovum. If pregnancy takes 

place, the proliferated mucosa becomes converted into placenta. If pregnancy does not 

take place, the hypertrophied mucosa breaks down and is discharged as menstruation. 

Menstruation, therefore, may be described as the funeral of the unfertilized ovum or 

as the weeping of the uterus for the lost ovum. 

The endometrial changes during the whole menstrual cycle has been divided into four 

stages (1) the resting or postmenstrual phase, (2) the proliferative or reparative or 

oestrogenic phase (3) the gravid phase, and (40 the menstrual phase. The phases of 

menstruation and pregnancy. 

The 1
st
 and 2

nd
 phases may be called follicular phase. They are due to the action of 

gradually increasing amounts of oestrogen. In the beginning of the cycle theca interna 

of the vesicular or Graafian follicle secretes oestrogen and mediated through the 

secretion of follicular fluid by the granulose, sensitise the follicle to FSH secreted by 

the anterior pituitary. FSH initiates the maturation of only one follicle (very seldom, 

two0, which has been primed by oestrogen. The secretion of oestrogen reaches 

maximum at the time of ovulation, and such high level of the hormone inhibits the 

secretion of FSH but stimulates the secretion of LH. Anterior pituitary begins to 

secrete LH and LTH probably in increasing amounts at this stage. LH acting on 

sensitized follicle causes ovulation and then together with LTH helps in the 



development of corpus luteum. Progesterone secretion starts – causing the 

premenstrual changes – luteal phase. If pregnancy occurs, placental gonadotrophins 

stimulate further growth of corpus luteum. More progesterone is secreted and the 

Endometrium develops into a fully fledged placenta. But if fertilization does not take 

place, the high level of progesterone inhibits the secretion of LH and LTH. This 

causes involution of corpus luteum, falling progesterone secretion and dissolution of 

uterine Endometrium. Above sequence of events in the ovary and uterus has been 

presented schematically. The hypertrophied Endometrium breaks down and 

discharged as menstruation. These phases are briefly summarized below.  

Phases and uterine changes Ovarian changes and 

excretion of ovarian 

hormones in the urine 

Cause and Control 

1. Resting phase 

(foliicular phase) 

Duration – 1
st
 – 5

th
 day 

(about 1 week). 

Endometrium heals and 

becomes normal. Slow 

proliferative changes 

begin. 

Corpus luteum has 

degenerated. Inhibitory 

action of progesterone 

absent, hence, follicles 

slowly maturing and 

oestrogen secretion 

rising. 

Uterus – oestrogen and 

oestriol rising. 

Proliferative changes are 

due to the action of 

oestrogens from the 

maturing follicles. 

Controlled by FSH of 

the anterior pituitary. 

2. Proliferative Phase 

Duration – 6
th

 – appx 

14
th

 day, i.e. until 

ovulation. 

(a) Mucosa thickens 

(from less than 1 to 

more than 2 mm) 

and becomes more 

vascular. 

(b) Endometrial glands 

become longer, 

tortuous, narrow 

Graafian follicle is 

maturing and oestrogen 

secretion rising. On the 

14
th

 day ovaulation 

occurs and corpus 

lutuem formation starts. 

Urine – maximum 

oestrogen excretion. 

Caused by further action 

of oestrogen. Injection of 

oestrogen in immature or 

ovariectomised animals 

produces same changes. 

Controlled by FSH of 

anterior pituitary, which 

is finally inhibited by 

high oestrogen level. 



and straight. 

(c) Vessels slightly 

dilate. At the end of 

this phase basal 

secretory vacuoles 

appear beneath the 

nuclei of glandular 

cells. 

3. Premenstrual phase 

(Luteal phase) 

Duration – 15
th

 – 28
th

 

day (2 days) 

(a) Mucosa thickens 

futher. 

(b) Glands more 

enlarged and 

distended with 

mucus. 

(c) Capillaries dilated 

like sinus. 

(d) Exudation of clear 

or blood stained 

fluid. 

(e) Proliferation of 

stroma cells (as in 

early placenta). 

(f) Secretory vacuoles 

containing 

glycogen appear 

above nuclei. 

Corpus luteum growing; 

progesterone secreted – 

in habiting further 

maturation of follicles. 

Corpus luteum attains 

maximum size on the 

19
th

 day, lasts up to 27
th

 

day and degenerates on 

28
th

 day. 

Urine – (1) Pregnanediol 

appears 2 – 3 days after 

ovulation, arise to 

maximum about one 

week before  the flow 

starts, (2) Oestrogen 

falls. 

Caused by progesterone. 

Only oestrogen or only 

progesterone cannot 

cause this. But if 

progesterone be given 

after a course of 

oestrogen these changes 

are seen. These 

hormones have got 

affect on the spiral 

arteries of the 

endometium. 

Formation of corpus 

luteum and secretion of 

progesterone are 

controlled by LH and 

LTH of anterior 

pituitary. 

Discharge of menstrual 

fluid is aided by the 

presence of certain 

prostaglandins. 

4. Destructive phase 

(Menstrual stage) 

Starts on the 28
th

 day.  

Corpus luteum degerates 

because placental 

gonadotrophins are 

Lack of progesterone is 

the cause. If a course of 

progesterone be given 



Duration – 4 – 6 days, 

During this period 

capillaries repture and 

haemorrhage occurs. 

Superficial 

Endometrium, with 

psuodecidual stroma 

and tortuous glands is 

sheded; basal layer 

remains intact.  

 

essential for the further 

growth of corpus luteum. 

In absence of pregnancy 

no placenta forms, 

hence, corpus luteum 

degerates. 

after a course of 

oestrogen, typical 

premenstrual changes 

occur in the 

Endometrium. If then 

progesterone besuddenly 

withheld, bleeding takes 

place, identilcal with 

menstrual discharge.  

 

Oestrogen output is at minimum during menstruation, and rises slowly during the 

follicular phase, the rate to rise being increased just rises slowly during the follicular 

phase, the rate of rise being increased just before ovulation. After ovulation it falls to 

a plateau while the corpus luteum is active and then fall falls to menstrual levels as the 

corpus luteum degenerates. Progesterone output appears to be at a very low level 

during the follicular phase. It begins to rise quickly just before ovulation occurs and 

reaches a peak soon afterwards, thereafter declining until next menstrual bleed. FSH 

stimulates follicular growth. In a normal oestrous or menstrual cycle there is a burst of 

LH release about the time of ovulation. 

 

Gravid cycle – 

After ovulation, it takes about a week for the ovum to reach the uterus. If fertilization 

has been taken place, the zygote will be undergoing rapid embryonic development 

and by the early part of second week of the luteal phase it will have become 

embedded in the uterine mucosa (nidation, implantation). By this time, the peripheral 

elements of the blastocyst (so called chorion) begin to secrete a hormone (human 

chorionic gonadotrophin, HCG). This hormone helps in sustaining the life and 

function of the corpus luteum beyond the usual limits of a menstrual cycle. The cycle 

is not therefore interrupted by a menstrual flow and this circumstance may be denoted 

as the first skipped period. A progestational or secretory Endometrium becomes a 



gestational Endometrium simply by the fact of pregnancy. It undergoes further 

progestational development during early weeks of pregnancy.  

 

Anovulatory cycle. 

Anovulatory menstrual cycle is sometimes found in young girls and towards the end 

of menopause. In some animals, e.g. Rhesus monkey, anovulatory cycle is the usual 

features. In anovulatory menstrual cycle no ovulation occurs and so no corpus lutuem 

is formed. The endomentrium changes up to proliferative phase and similar vascular 

changes as in ovulatory cycle also occur. When there is bleeding its duration may be 

same as that of ovulatory cycle. 

 

Vaginal cycle  

Under the influence of oestrogens, the vaginal epithelium becomes cornified which 

can be identified in the vaginal smear, while under the influence of progesterone, a 

thick mucus is secreted and the epithelium proliferates becoming infiltrated with 

leucocytes. 

Clinically it is often of importance to determine the time of ovulation. Biopsy of the 

Endometrium indicates the functional level. A convinient indication is to determine 

the basal body temperature. At the time of ovulation, there is a change, usually a rise. 

The cause of the change is not known. 

Abnormalities of ovarian function  

If menstrual periods are absent, the condition is known as amenorrhea. Primary 

amenorrhoea is the condition when menstrual bleeding has never occurred. Cessation 

of the cycle in women with previously normal periods is known as secondary 

amenorrhoea. If during regular periods, the flow is scanty, it is called 

oligomenorrhoea and if profuse, it is known as dysmenorrhoea. 

Menopause or female climacteric. 

In women with advancing age (45 -55 yrs)certain irregularities in sex life occur due to 

gradual irresponsiveness of the ovaries to the pituitary gonadotrophin (FSH). Luteum 

and oestrogen level in the blood stream in high. With these irregularities in gonadal 

functions, particularly in gametogenesis, the cyclic changes in Endometrium are not 

observed. Finally the menstruation fails to occur and the women cannot bear children 

any more. It is usually marked by atrophy of breasts, uterus tubes and ovaries. This 



condition is known as menopause. Therefore, menopause is the physiological 

cessation of menstrual flow in women. 

Certain complaints are generally encountered by the menopausal women. These 

complaints are flushing of the skin, feeling of warmth and also a marked increase in 

sweating especially about the head and the neck. In association with the above 

complaints certain emotional disturbances, arthralgias (associated with arthritis). 

Other menopausal problems may include obesity, believed to result of oestrogen 

deficiency, osteoporosis due to decreasing protein anabolism, causing a loss of protein 

matrix particularly to the vertebral column. Osteoporosis causes decalcification and 

softening of bones which may result in compression fractures of bones. 

Excess gonadotrophin secretion during menopause is not the cause of these 

syndromes as may be supposed but oestrogen therapy has got some satisfactory 

effects in amelioration the certain symptoms.  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



GYNECOLOGICAL DISORDERS 

 

1. INFERTILITY  

Definition:  

Infertility is defined as failure to conceive after one year of regular, unprotected 

sexual intercourse. It is divided into two categories: 

Primary:  

The woman has never conceived in spite of having regular unprotected sexual 

intercourse for at least 12 months 

Secondary: 

 The woman has previously conceived but is subsequently unable to conceive for 12 

months despite regular unprotected sexual intercourse. 

Causes/Risk Factors 

Anovulatory infertility  

Tubal factor (STIs, bilateral occlusion, PID) 

Endometriosis 

Uterine factors (Congenital disorders, Synechia, Myomas, Chromosomal abnormality) 

Male factor (STIs, Obstructive disorder, endocrine disorders.) 

Cervical mucus abnormalities 

Other causes: psychological, smoking, work environment,  

Endocrine disorders (Hyperprolactinemia, Hypothyroidism…) 

Unexplained infertility  

Tubal surgery 

Male partner treatment including Vas surgery 

Assisted reproduction: In Vitro Fertilization (IVF), Intracytoplasmic sperm injection 

(ICSI) 

Adoption 

 

 

 

 

 

 

2. PELVIC MASSES  



Definition: An abnormal structure or growth in the pelvic cavity arising from: 

Pelvic organs such as the ovaries, fallopian tubes, uterus, cervix, lymph nodes, 

bladder, bowel, peritoneum and appendix 

Metastatic from extra pelvic structures such as stomach or breast 

The differential diagnosis for pelvic masses includes: Normal or ectopic pregnancy, 

distended urinary bladder, uterine fibroids, pelvic abscess, tubo-ovarian mass and 

ovarian cysts. 

Risk Factors 

Infertility  

Family history of breast, ovarian or colon cancer 

Pelvic surgery: Hematoma, abscess 

Diverticulitis/Appendicitis 

Pelvic Inflammatory Diseases 

Endometriosis 

Congenital anomalies like pelvic kidney  

Smoking  

Signs and Symptoms 

History of pelvic pain, fever, purulent cervical and vaginal discharge 

Heaviness 

Pelvic mass 

Pelvic pain and fever may be associated 

Abnormal uterine bleeding  

Dyspareunia, dysmenorrhea, infertility, Amenorrhea  

Related signs from the etiology: hemorrhage 

Bowel symptoms: Constipation, intestinal obstruction 

Decrease appetite, nausea and vomiting, weight loss can be associated 

Urinary symptoms: urgency, frequency and urine retention.  

Cachexia with malignant masses  

Complications 

Torsion  

Compression 

Rupture 

Infertility 

Degeneration of Myomas  



Malignancy transformation 

CT Scan and MRI 

 

 

3. MENSTRUAL DISTURBANCES 

Most women suffer some form of menstrual disturbances in their lifetime 

 

 

3.1. Ammenohorea 

There are two types: primary and secondary 

3.1.1. Primary amenorrhea  

Definition: Absence of menses at 14 years of age without secondary sexual 

development or age 16 with secondary sexual development 

Causes /Risk factors  

Hypothalamic –pituitary insufficiency  

Ovarian causes  

Out flow tract/Anatomical (e.g.vaginal agenesis/septum, imperforated hymen or 

Mullerian ageneis)  

Chromosomal (e.g. complete endrogen insensitivity, gonadal dysgenesis,”Turner 

syndrome”) 

Signs and symptoms 

Absence of menses at age 14 without secondary sexual development  

Presence of secondary sexual character development and absence of menses at age 16 

Absence or presence of pelvic pain 

 

3.1.2. Secondary amenorrhea  

Definition: Cessation or stopping of menstruation for a period equivalent to a length 

of 3 consecutive cycles or 6 months  

Causes 

Pregnancy and lactation 

Menopause  

Hyopthalamo-pituitary (Inflammatory, neoplastic, Traumatic) 

Stress 

Anxiety  



Excessive loss of weight  

Drugs (danazol, LHRH analogue like decapeptyl) 

Contraceptives 

Chronic diseases 

Multiple genetic disorders  

Premature ovarian failure (POF) 

Polycystic ovarian syndrome (PCOS)  

Traumatic curettage, Post partum infection (Asherman syndrome)  

Signs and symptoms 

At least 3 consecutive cycles of absence of menses 

History of curettage, post partum infection 

Galactorrhea  

Premature menopause  

Obesity  

Headache  

Visual defects  

Polyuria, Polydypsia  

 

 

3.2. Dysmenorrhea 

Definition: Dysmenorrhea is characterized by: Pain occurring during menstruation  

3.2.1. Primary dysmenorrhea 

In adolescence with absence of pelvic lesions after 6 months of menarche 

6 months after menarche with the onset of ovular cycles. 

 It is suprapubic, tends to be worst on the first day of menstruation, and improves 

thereafter.  

Associated with increased frequency and amplitude of myometrial contractions 

mediated by prostaglandins 

Associated with GIT symptoms like vomiting and diarrhea  

Causes 

Excess secretion of prostaglandins  

Immaturity of the Hypothalamic- Pituitary -ovarian axis leading to anovulatory cycle 

Outflow tract obstruction  

 



3.2.2. Secondary dysmenorrhea 

Later in reproductive life  

Presence of pelvic lesion, such as uterine fibroids or endometrial polyps 

Pelvic lesions 

Dyspareunia (pain with intercourse) 

Pelvic/lower abdominal pain occurring before, during, after menstruation  

Pelvic/lower abdominal pain occurring on days 1 and 2 of the menstrual cycle.  

An endometrial polyp or submucous fibroids usually occurring at the beginning of 

menstruation cause Pelvic/ lower abdominal pain. 

 

3.3. Premenstrual syndrome  

Definition: Premenstrual syndrome (PMS) or premenstrual tension (PMT) is a very 

common disorder affecting up to 95% of women. It occurs mostly the last week 

before menstruation (premenstrual phase) resolving or markedly improving at 

menstruation 

Risk factors 

Hormone changes over a normal menstrual cycle (excesses or deficiencies of estrogen 

or progesterone) 

Side effects caused by the Progesterone component of cyclical Hormonal 

Replacement Therapy  

Excessive Serotonin and β-endorphins secretion  

Exaggerated end-organ response to the normal cyclical changes in ovarian hormones. 

Signs and Symptoms 

Most women will experience at least one of menstrual related symptoms  

Physical, Emotional and Behavioral changes 

Anxiety 

Irritability 

Bloating/fluid retention 

Social, family, or occupational disruption  

Backache 

Violence 

Headache 

Aggression 

Breast tenderness/swelling 



Fatigue and Clumsiness 

Depression and Loss of concentration 

Food craving 

Anorexia 

Mood swings 

 

4. ABNORMAL UTERINE BLEEDING (AUB) 

Definition 

AUB is an abnormal uterine bleeding with no obvious organic cause. It can appear 

with ovulatory or anovulatory cycle. A normal menstrual period lasts 2-7 days and a 

normal cycle lasts between 21 and 35 days.  

Types 

Ovulatory bleeding: short bleeding associated with the ovulation  

Menorrhagia: heavy or prolonged menstrual bleeding 

Metrorrhagia: Uterine bleeding other than menorrhagia  

Causes/Risk factors 

Adenomyosis  

Uterine fibroids, polyps 

Coagulation bleeding disorders (Von willebrand disease, Hemophilia, coagulopathies)  

Pregnancy  

Medications  

Others (Hormonal, Endocrine, Anatomical defects)  

Signs and Symptoms 

 Bleeding form the uterine cavity on speculum examination 

Tachycardia, anemia, Asthenia, dizziness  

 Painless but sometimes pelvic pain occurs  

Abdominal pelvic mass  

Complications 

Dysparunia  

Infertility 

Anemia 

Hypovolemic shock 

 

5. CANCERS AND TUMORS  



 

5.4. Ovarian cancer  

Definition: Ovarian cancer is the leading cause of death of among all gyneacologic 

cancer worldwide. More than 90% of ovarian cancers are epithelial origin from the 

surface (coelomic) epithelium. It is the most common gynecological cancer.  

Classification  

Epithelial Ovarian Cancer 

Germ Cell Ovarian Cancer 

Sex cord Stromal tumour 

Metastatic ovarian cancer from stomac (Krukenberg cancer)  

Risk Factors 

Postmenaupaussal women but the cancer is considered in Women above 40 years old 

Family history of 2 or more affected first degree relatives (mother and sister) 

The family risk associated with predisposition to breast and ovarian cancer is 

inherited in an autosomal dominant by a gene (BRCA1) located on Chromosome 17 

Abnormal ovarian development as in Turner‟s syndrome  

Nulliparity 

Ovulatory stimulant drugs 

Stages 

Stage I: Disease confined to the ovaries (25% of presentations) 

Stage Ia: Involving only one ovary 

Stage Ib: Involving both ovaries 

Stage Ic: Positive cytology or ascites or breaching the capsule of either ovary 

Stage II: Confined to pelvis (5-10% presentations) 

Stage III: Confined to peritoneal cavity (45% presentations) 

Stage IIIa: Micronodular disease outside the pelvis 

Stage IIIb: Macroscopic tumor deposits <2 cm 

Stage IIIc: Tumor >2 cm or retroperitoneal node involvement 

Stage IV: Distant metastases (20% of presentations) 

Signs and Symptoms 

Most are asymptomatic 

Lower abdominal pain 

Pelvic mass  

Menstrual disturbances (e.g.menorrhagia) 



Gastro intestinal signs  

Pressure symptoms (Dyspareunia, urinary frequency, constipation) 

Ascites and any other signs related to metastasis  

Complications 

Spread of the cancer to other organs (metastases) 

Severe loss of weight  

Ascites  

Intestinal occlusion 

Death  

Investigations 

Abdominal ultrasound  

Intravenous urogram 

Ascitic tap for cytology  

Laparotomy/laparoscopy for biopsy and histology  

CT-scan and/or MRI 

CA-125 

Chest x-ray, FBC, liver function, renal function  

 

6. MENOPAUSE 

Definition: The menopause is the cessation of menstruation for at least 12 months in 

a female and physiologically occurs at the age of 45 to 55 years.  

Causes 

--Age  

--Primary ovarian failure 

--Radiation and drugs 

--Surgery 

--Sheehan syndrome  

Signs and Symptoms 

--“Hot flushes “(i.e.; a sudden, unanticipated, and often unpleasant wave of body heat 

that can range from mild to intense ) 

--Night sweats 

--Palpitations 

--Headaches 

--Insomnia, tiredness 



--Cessation of menses 

--Vaginal atrophy and dryness 

--Loss of libido, painful intercourse 

--Bladder irritability, incontinence, UTIs 

--Skin changes: dryness, thinning, loss of head hair, increase or loss of body hair  

--Mood swings, emotional change  

--Lack of concentration, failing memory  

--Osteoporosis 

 

7. PELVIC INFLAMMATORY DISEASES (PID) 

Definition: PID is infection, usually sexually transmitted disease often including any 

combination of inflammatory disorders involving uterus, fallopian tubes, ligaments of 

the uterus, and sometimes ovary 

Causes 

Pathogens (Neisseria gonorrhea, Chlamydia trachomatis, anaerobies, mycoplasma 

hominis, Gardnerella vaginalis . . . ) 

Risk factors 

--Age < 20 represent 75 % 

--Earlier age at first sexual intercourse 

--Multiple sexual partners 

--History of STIs  

--Induced abortion 

--IUD 

--HSG 

--Post partum and post abortum endometritis 

Signs and Symptoms 

--Asymptomatic 

--Fever 

--Lower abdominal tenderness,  

--Cervical-uterine-adnexal excitation tenderness 

--Abnormal vaginal discharge 

--Abnormal genital bleeding 

--Dyspareunia  

ii) Literature review of Cancer from Modern Medical Science 



 

Introduction & History: 

The Greek term carcinoma is the medical term for a malignant tumor derived from 

epithelial cells. It is Celsus who translated carcinos into the Latin cancer, also 

meaning crab. Galen used "oncos" to describe all tumours, the root for the modern 

word oncology. 

Hippocrates described several kinds of cancers. He called benign tumours oncos, 

Greek for swelling, and malignant tumours carcinos, Greek for crab or crayfish. This 

name comes from the appearance of the cut surface of a solid malignant tumour, with 

"the veins stretched on all sides as the animal the crab has its feet, whence it derives 

its name" He later added the suffix -oma, Greek for swelling, giving the name 

carcinoma. Since it was against Greek tradition to open the body, Hippocrates only 

described and made drawings of outwardly visible tumors on the skin, nose, and 

breasts. Treatment was based on the humor theory of four bodily fluids (black and 

yellow bile, blood, and phlegm). According to the patient's humor, treatment 

consisted of diet, bloodletting, and/or laxatives. Through the centuries it was 

discovered that cancer could occur anywhere in the body, but humor-theory based 

treatment remained popular until the 19th century with the discovery of cells. 

Our oldest description and surgical treatment of cancer was discovered in Egypt and 

dates back to approximately 1600 B.C. The Papyrus describes 8 cases of ulcers of the 

breast that were treated by cauterization, with a tool called "the fire drill." The writing 

says about the disease, "There is no treatment." 

Another very early surgical treatment for cancer was described in the 1020s by 

Avicenna (Ibn Sina) in The Canon of Medicine. He stated that the excision should be 

radical and that all diseased tissue should be removed, which included the use of 

amputation or the removal of veins running in the direction of the tumor. He also 

recommended the use of cauterization for the area being treated if necessary. 

In the 16th and 17th centuries, it became more acceptable for doctors to dissect bodies 

to discover the cause of death. The German professor Wilhelm Fabry believed that 

breast cancer was caused by a milk clot in a mammary duct.  

The Dutch professor Francois de la Boe Sylvius, a follower of Descartes, believed 

that all disease was the outcome of chemical processes, and that acidic lymph fluid 

was the cause of cancer. His contemporary Nicolaes Tulp believed that cancer was a 

poison that slowly spreads, and concluded that it was contagious. 



The first cause of cancer was identified by British surgeon Percivall Pott, who 

discovered in 1775 that cancer of the scrotum was a common disease among chimney 

sweeps. Tumor growth is the result of disturbance in the homeostatic control of tissue 

size. Among the normal tissues of the body. Some cell is stable once postembryonic 

and early post natal development and subsequent life span. In the other cell 

proliferation continues into adult life with continual new cell population. In tissue like 

bone marrow it is replaced every few days. Normal tissues achieve balance between 

cell production and cell loss, but neoplasia is disturbed balance between cell 

production, cell loss, over growth, progressive and irreversible. 

 

 Derivation :- 

1. Cancer: 

Cancer is derived from Latin root word “CANERUM” and Greek word 

“KARKINOS” which means one animal –Crab. The synonym of cancer to a crab and 

its fatalism has been described in Alexander Solzheneistsyns famous novel “Cancer 

Word”. The crab once grabs the patients with its invading pioneers, doesn‟t let it go 

until the victim croaks. W. R. Belt suggested that the terminology is used for its 

adherence i.e. like a crab and cannot be separated from each other. 

2. Neoplasm: 

It is made of two words, NEOS +PLASUM. In Greek word “Neos” meaning new. 

“Plasum” meaning third formed i.e. new and abnormal growth in a different way from 

their non-malignant ancestors. 

3. Tumor: 

Tumor is derived from Latin root word “Tumex” i.e. to Swell. 

Malignant: 

Malignant is an adjective having many meaning. In connection with neoplasm, it 

implies resistance to treatment, a strong tendency to grow worse with fatal 

termination. “Cancer is a malignant neoplasm”. 

 

 

 

 

 Definition:- 

1. Cancer: 



Cancer is cellular tumor the natural course of which is fatal and usually associated 

with formation of secondary tumours. 

2. Neoplasm: 

Neoplasm is a mass of new tissue, which persists and grows independent of its 

surrounding structures and which has no physiological use. 

3. Tumour: 

Tumor is an abnormal mass of tissue, which exceeds and is un co-ordinate with that of 

normal tissues and persists in the same excessive manner. 

 Main categories of Cancer :- 

1. Carcinoma - Cancer that begins in the skin or in tissues that line or cover 

internal organs.  

2. Sarcoma - Cancer that begins in bone, cartilage, fat, muscle, blood vessels, or 

other connective or supportive tissue.  

3. Leukemia - Cancer that starts in blood-forming tissue such as the bone 

marrow and causes large numbers of abnormal blood cells to be produced and 

enter the blood.  

4. Lymphoma and myeloma - Cancers that begin in the cells of the immune 

system.  

5. Central nervous system cancers - Cancers that begin in the tissues of the 

brain and spinal cord. 

 

 Origins of Cancer :- 

All cancers begin in cells, the body's basic unit of life. To understand cancer, it's 

helpful to know what happens when normal cells become cancer cells. 

The body is made up of many types of cells. These cells grow and divide in a 

controlled way to produce more cells as they are needed to keep the body healthy. 

When cells become old or damaged, they die and are replaced with new cells. 

However, sometimes this orderly process goes wrong. The genetic material DNA of a 

cell can become damaged or changed, producing mutations that affect normal cell 

growth and division. When this happens, cells do not die when they should and new 

cells form when the body does not need them. The extra cells may form a mass of 

tissue called a tumour. 

http://www.cancer.gov/Common/PopUps/popDefinition.aspx?term=immune%20system&version=Patient&language=English
http://www.cancer.gov/Common/PopUps/popDefinition.aspx?term=immune%20system&version=Patient&language=English
http://www.cancer.gov/Common/PopUps/popDefinition.aspx?term=immune%20system&version=Patient&language=English


MATERIAL AND METHODS 
 
Material 

1. 60 females divided in two groups 
1) Group A– Control group 

30 non cancerous females proven by USG (Abdomen & Pelvis) and 
physical per abdominal examination. 

2) Group B – Study group 
Histological proven 30 ovarian carcinoma patients. 

2. References of Aartavavah srotasdushti from Bruhat Trayee & Laghu Trayee.   
3. References of Ovarian carcinoma from Oncological books & Journals. 
4. References from Internet about ovarian carcinoma. 
5. Specially designed questionnaire to study Aartavavah srotas. 

 
Methods 

 Type of study –Case control study 
 Appropriate statistical test will be applied for the result obtained from the 

study. 
 Time frame for study – 4 months 
 Inclusive criteria 

 Females above 18 - 70 years of age. 
 30 histological proven all type of ovarian carcinoma patients of all 

stages and grades. 
 30 non any carcinoma females proven by USG (Abdomen & Pelvis) 

and physical per abdominal examination. 
 Females from urban area. 
 Females from Upper, Upper middle and middle socio economical 

status 
 Exclusive criteria 

 Pregnant and lactating females. 
 Known cases of any carcinoma patients other than ovarian carcinoma. 
 Unable to give detail history due to illness. 

 



 
Methodology 

1. 30 females with known case of ovarian carcinoma and 30 non cancerous 
females fulfilling the criteria of selection will be selected for the study. 

2. Time frame for work will be 4 months. 
3. Informed consent form from each included females will be taken. 
4. Details case taking will be done according to methodology described in 

Ayurveda. 
5. Aartavavah srotodushti symptoms and risk factors will be studied using 

specially designed questionnaire on the basis of Ayurvedic principles in both 
groups.  

6. Reference for questionnaire – some part of questionnaire is referred from 
EORTC - QLQ 

7. Following variables will be studied in the questionnaire in both the groups- 
A. Aartavavah srotodushti 

 Rajodushti – Atyartav, Anartav, Kashtartava, early menarche, 
delayed menopause, etc. 

 Past medication.  
B. Risk factors of Aartavvah srtotodushti  

 Dietary factors – Rasa, guna, paryushitanna, virudhdanna, backery 
products, etc 

 Vihara – Divaswap, atijagaran , vegdharan, etc 
 Mansik hetu, Addiction, Hereditary 

     



Observations 

1. Table showing Age wise distribution of subjects enrolled in the study 

 

 11 – 30 yrs % 31 to 50yrs % 51 to 70 yrs % 

Ovarian cancer 1 3% 10 33% 19 63% 

Control group 8 26% 18 60% 4 13% 

 

In age wise observation, Out of 30 ovarian cancer patient, 1 patient (3%) was in 

11 to 30 yrs of age group, 10 patients (33%) were in 31 to 50 yrs of age group and 

19 patients (63%) were in 51 to 70 yrs of age group. 

Out of 30 women of control group, 8 women (26%) were in 11 to 30 yrs of age 

group, 18 patients (60%) were in 31 to 50 yrs of age group and 4 patients (13%) 

were in 51 to 70 yrs of age group. 

 

 

1. Graph showing Age wise distribution of subjects enrolled in the study 

 

 
 

 

 

 

 

 

 

 

 

 

 



2. Table showing occupation wise distribution of subjects enrolled in the study 

 Housewife % Working % Retired % 

Ovarian cancer 16 53% 8 27% 6 20% 

Control group 13 43% 17 57% 0 0% 

 

In this occupation wise observation, out of 30 ovarian cancer patient, 16 patients 

(53%) were housewives, 8 patients (27%) were working women & 6 patients 

(20%) were retires women. 

Out of 30 control group women, 13 women were (43%) were housewives, 17 

women (57%) were working women 

 

 

 

2. Graph showing occupation wise distribution of subjects enrolled in the 

study 

.  

 

 

 

 

 

 

 

 

 

 

 

 



3. Table showing socio-economical status wise distribution of subjects 

enrolled in the study 

 

 

 Middle % Upper % 

Ovarian cancer 13 43% 17 57% 

Control group 18 60% 12 40% 

 

In this observation out of 30 ovarian cancer patients, 13 patients (43%) were from middle 

soci0-economical status & 17 (57%) patients were upper socio-economical status. 

Out of 30 control group women, 18 (60%) were from middle socio-economical status & 

12 (40%) were from upper socio-economical status.  

 

3. Graph showing socio-economical status wise distribution of subjects enrolled 

in the study 

 

 

 

 

 



4. Table showing association of occurrence of miscarriage and risk of 

developing ovarian cancer 

 Never % 1 - 2 times % More than 2 times % 

Ovarian Cancer patients 22 73 7 23 1 3 

Control Group 29 96 1 3 0 0 

 

Out of 30 ovarian cancer patients, 22patient (73%)  had no history of miscarriage, 

7 patients (23%) had 1 – 2 times history of miscarriage and 1 patient (3%) had 

more than 2 times history of miscarriage. 

Out of 30 control group women, 29 women (96%) had no history of miscarriage, 

1 woman (3%) had 1 – 2 times history of miscarriage and no woman had more 

than 2 times history of miscarriage. 

4. Graph showing association of occurrence of miscarriage and risk of 

developing ovarian cancer 

 

 

 

 

 

 

 

 

 



5. Table showing association of history of Medically Terminated Pregnancy 

(MTP) and risk of developing ovarian cancer 

 Never % 1 - 2 times % More than 2 times % 

Ovarian Cancer patients 18 60 11 36 1 3 

Control Group 29 96 1 3 0 0 

 

Out of 30 ovarian cancer patients 19 patients (60%)  had no history of MTP, 11 

patients (36%) had 1 – 2 times MTP and 1 patient (3%) had more than 2 times 

history of medically terminated pregnancy. 

Out of 30 control group women, 29 women (96%) had no history of MTP, 1 

woman (3%) had 1 – 2 times MTP and no woman had more than 2 times history 

of medically terminated pregnancy. 

 

5. Graph showing association of history of Medically Terminated Pregnancy 

(MTP) and risk of developing ovarian cancer 

 

 

 

 

 

 

 

 

 

 

 



6. Table showing association of parity and risk of developing ovarian cancer 

 Nulliparity % Primiparity % Multiparity % 

Ovarian Cancer patients 4 13% 10 33% 16 53% 

Control Group 10 33% 7 23% 13 43% 

 

Out of 30 ovarian cancer patients 16 patients (3%) were multiparous, 10 patients 

(33%) were primiparous and 4 (13%) patients were nuliiparous. 

Out of 30 control group women, 13 women (43%) were multiparous, 10 women 

(33%) were nuliiparous and 7 women (23%) were primiparous. 

 

6. Graph showing association of parity and risk of developing ovarian 

cancer 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



7. Table showing association of nature of delivery and risk of developing 

ovarian cancer 

 Normal % 
Forceps/Va

cuum 
% 

Lower segment 

Cesarian section 

(LSCS) 

% 

Ovarian Cancer 

patients 
19 63% 4 13% 3 10% 

Control Group 14 46% 4 13% 0 0% 

 

Out of 30 ovarian cancer patients 19 (63%) had history of normal delivery, 

4(13%) had history of Forceps or Vacuum delivery and 3 (10%) had history of 

Lower segment Cesarian section (LSCS). 

Out of 30 women of control group 14 (46%) had history of normal delivery, 4 

(13%) were delivered with forceps or vacuum and none was delievered with 

LSCS. 

 

7. Graph showing association of nature of delivery and risk of developing 

ovarian cancer 

 

 

 

 

 



8. Table showing association of leucorrhea and a risk of developing ovarian 

cancer 

 Yes % No % 

Ovarian Cancer patients 10 33% 20 66% 

Control Group 5 16% 25 83% 

 

Out of 30 ovarian cancer patients 10 patients (33%) had history of Leucorrhea and 

20 patients (66%) had no history of Leucorrhea. 

Out of 30 women of control group 5 women (16%) had history of Leucorrhea and 

25 patients (83%) did not have history of Leucorrhea. 

8. Graph showing association of leucorrhea and a risk of developing ovarian 

cancer 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



9. Table showing association of age of onset of menarche and risk of 

developing ovarian cancer 

 Below 9 yrs % 10 to 15 yrs % Above 16 yrs % 

Ovarian Cancer 

patients 
0 0 20 66% 2 6% 

Control Group 0 0 29 96% 1 3% 

 

Out of 30 ovarian cancer patients, 20 patients (66%) had history of menarche at 

the age between 10 to 15 yrs and 2 patients (6%) had history of menarche at the 

age above 16 yrs (late menarche).  

Out of 30 women of control group, 29 women (96%) had history of menarche at 

the age between 10 to 15 yrs and 1 woman (33%) had history of menarche at the 

age above 16 yrs.  

9. Graph showing association of age of onset of menarche and risk of 

developing ovarian cancer 

 

 

 

 

 

 

 

 

 



10. Table showing association of history of use of treatment for conception and 

risk of developing ovarian cancer 

 Nil % Hormonal treatment % IUI/ IVF % 

Ovarian Cancer 

patients 
28 93% 2 6% 0 0% 

Control Group 26 86% 4 13% 0 0% 

 

Out of 30 ovarian cancer patients, 28 patients (93%) had no history of any 

treatment for conception and 2 patients (6%) had history of hormonal treatment for 

conception. 

Out of 30 women of control group 26 women (86%) had no history of any 

treatment for conception and 4 women (13%) had history of hormonal treatment for 

conception. 

10. Graph showing association of history of use of treatment for conception 

and risk of developing ovarian cancer 

 

 

 

 

 

 

 

 

 



11. Table showing association of contraceptive used and risk of developing 

ovarian cancer 

a. Table showing type wisedistribution of contraceptive 

 

 Nil % 

Oral 

contraceptive 

pills 

% Cu T % Pessary % 
Tubal 

Ligation 
% 

Ovarian 

Cancer 

patients 

16 53% 5 16% 6 20% 0 
0

% 
3 10% 

Control 

Group 
28 93% 1 3% 1 3% 0 

0

% 
0 0% 

 

Out of 30 ovarian cancer patients, 16 patients (53%) did not have history of use of 

any contraceptives, 5 patients (16%) had history of use of oral contraceptive pills 

and 6 patients (20%) had history of use of Cu T as contraceptive. 

Out of 30 women of control group 28 women (93%) did not have history of use of 

any contraceptives and 1 woman (13%) had history of oral contraceptive pills, also 1 

woman (3%) had history of Cu T.  

a. Graph showing type wise distribution of contraceptive 
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b. Table showing complication wise distribution of use of 

contraceptive 

 Nil % 

Heavy Per 

vaginal 

bleeding 

% Abdominal pain 

Irregular 

Menstrual 

cycle 

Ovarian Cancer 

patients 
25 83% 5 16% 0 0 

Control Group 28 93% 2 6% 0 0 

 

Out of 30 ovarian cancer patients, 25 patients (83%) did not have history of any 

complications due to use of contraceptives and 5 patients (16%) had history of 

heavy per vaginal bleeding due to use of contraceptives. 

Out of 30 women of control group 28 women (93%) did not have history of any 

complications due to use of contraceptives and 2 women (6%) had history of 

heavy per vaginal bleeding due to use of contraceptives. 

 

b. Graph showing complication wise distribution of use of contraceptive 

 

 

 

 

 



12. Table showing association of duration of menstrual flow and risk of 

developing ovarian cancer 

 

 
1 – 2 

days 
% 

3 – 7 

days 
% 

8 – 15  

days 
% 

More than 

16  days 
% 

Ovarian Cancer 

patients 
5 16% 24 76% 1 3% 0 0 

Control Group 2 6% 23 80% 5 16% 0 0 

 

Out of 30 ovarian cancer patients, 24 patients (76%) had history of menstrual flow 

for 3 to 7 days and 5 patients (16%) had history of menstrual flow for 1 to 2 days and 

1 patient had history of menstrual flow for 8 to 15 days. 

Out of 30 women of control group 23 women (80%) had history of menstrual 

flow for 3 to 7 days and 2 women (6%) had history of menstrual flow for 1 to 2 

days, 5 women had history of menstrual flow for 8 to 15 days. 

12.Graph showing association of duration of menstrual flow and 

risk of developing ovarian cancer 

 

 

 

 

 

 

 

 



13. Table showing association of nature of Aartavdushti and risk of 

developing ovarian cancer wise 

 Alpartav % Atyartav % Kunapgranthi % Grathitartav % 

Ovarian 

Cancer 

patients 

5 16% 1 3% 5 16% 18 60% 

Control 

Group 
2 6% 5 16% 4 13% 18 60% 

 

Out of 30 ovarian cancer patients, 5 patients (76%) had history of Alpartav, 5 

patients (16%) had history of Kunapgranthiartav, 1 patient had history of Atyartav, 18  

patients (60%) had history of Grathithartav. 

Out of 30 women of control group 2 women (6%) had history of Alpartav, 5 

women (16%) had history of Atyartav, 4 (13%)  women had Kunapgranthiaartav, 18 

(60%) had history of Grathitartav. 

 

13.Graph showing association of nature of Aartavdushti and risk of 

developing ovarian cancer wise 

 

 

 



14. Table showing association of family history of cancer and risk of 

developing ovarian cancer 

a. Distribution as per Positive or negative family history of cancer 

 Yes % No % 

Ovarian Cancer patients 14 46% 16 53% 

Control Group 7 23% 23 16% 

 

Out of 30 ovarian cancer patients 14 patients (46%) had family history of cancer 

and 16 patients (53%) had no family history of cancer. 

Out of 30 women of control group 7 women (23%) had family history of cancer 

and 23 patients (16%) had no family history of cancer. 

14.a Distribution as per Positive or negative family history of cancer 

 

 

 

 

 

 

 

 

 

 

 

 

 



b. Distribution as per relation of relatives having family history of 

cancer 

 Grand 

parents 

% Uncle/

Aunty 

% Parents % Siblings % Son/Daug

hter  

% 

Ovarian 

Cancer 

patients 

1 3% 5 16% 4 13% 4 13% 0  

Control 

Group 
2 6% 1 3% 1 3% 3 10% 0  

 

Out of 30 ovarian cancer patients 1 patient (3%) had family history of cancer in 

grandparents, 5 patients (16%) had family history of cancer in uncle or aunty, 4 

patient (13%) had family history in parents and 4 (13%) had family history in 

siblings. 

Out of 30 women of control group 2 women (6%) had family history of cancer in 

grandparents, 1woman (3%) had family history in uncle or aunty, 1woman (3%) 

had family history in parents and 3 women (10%) had family history in siblings. 

14.b Distribution as per relation of relatives having family history 

of cancer 

 

 

 

 



 

15. Table showing association of days between two menstrual cycles and risk 

of developing ovarian cancer 

 

 
After 10 to 

20 days 
% 

After 21 to 

35 days 
% 

After 35 

days 
% 

Ovarian Cancer 

patients 
0 0 28 93% 3 10% 

Control Group 2 6% 23 76% 5 16% 

 

Out of 30 ovarian cancer patients 28 patients (93%) had menstrual cycles after 

every 21 to 35 days, 3 patients (10%) had history of menstrual cycle after 35 days. 

Out of 30 women of control group 2 women (6%) had history of menstrual cycle 

every 10 to 20 days, 23 women (76%) had history of menstrual cycle after every 

21 to 35 days and 5woman (16%) had history of menstrual cycle after 35 days.  

 

15.Graph showing association of days between two menstrual cycles and 

risk of developing ovarian cancer 

 
 

 

 

 

 

 

 

 

 

 



 

16. Table showing association of medication for complications during 

pregnancy and risk of developing ovarian cancer 

 

 

 

Out of 30 ovarian cancer patients, 8 patients (26%) had history of medication 

during pregnancy and 22 patients (73%) had no history of medication during 

pregnancy. 

Out of 30 women of control group 3 women (10%) had history of medication 

during pregnancy and 27 patients (90 %) had no history of medication during 

pregnancy. 

 

16.Graph showing association of medication for complications during 

pregnancy and risk of developing ovarian cancer 

.  

 

 

 

 

 

 

 

 

 

 Yes % No % 

Ovarian Cancer patients 8 26% 22 73% 

Control Group 3 10% 27 90% 



17. Table showing association of Polycystic Ovarian Diseases (PCOD) and 

risk of ovarian cancer 

 

 Yes % No % 

Ovarian Cancer patients 1 3% 29 96% 

Control Group 8 26% 22 73% 

 

Out of 30 ovarian cancer patients, 1patient (3%) had history of polycystic ovarian 

diseases and 29 patients (96%) had no history of polycystic ovarian diseases. 

Out of 30 women of control group 8 women (26%) had history of polycystic 

ovarian diseases and 22 patients (73 %) had no history of polycystic ovarian 

diseases. 

17.Graph showing association of Polycystic Ovarian Diseases (PCOD) and 

risk of ovarian cancer 

 

 

  

 

 

 

 

 



18. Table showing association of Viharhetu(wrong lifestyle) and risk of 

developing ovarian cancer 

 Vegavarodh % Mental 

stress 

% Aatapsevan % Diwaswap % 

Ovarian 

Cancer 

patients 

8 26% 14 46% 23 66% 16 53% 

Control 

Group 
8 26% 15 50% 20 76% 13 43% 

 

Out of 30 ovarian cancer patients, 8 patients (26%) had history of Vegavarodha, 

14 patients (46%) had history of mental stress,23 patients (66%) had history of 

Atapsevan and 16 patients (53%) had history of Diwaswap. 

Out of 30 women of control group 8 women (26%) had history of Vegavrodha, 15 

patients (50 %) had history of mental stress, 20 women (76%) had history of 

Aatapsevan and 16 women (53%) had history of Diwaswap.  

 

18.Graph showing association of Viharhetu (wrong lifestyle) and risk of 

developing ovarian cancer 

 

 

 

 



Discussion 

 

Aartavvahasrotasa is a concept of female reproductive system described in Ayurveda. It 

comprises organs like Stree Bijanda (Ovaries), Garbhashayya (Uterus), Yoni (Vagina) and 

Yonimukha (Cervix). Aartava being upadhatu of Rasa, Rasadhatu plays an important role in 

functioning of organs of Aartavvahasrotasa. Similarly ApanaVayu is responsible for proper 

functioning of organs of Aartavavahasrotasa. Diseases caused due to Aartavahasrotasadushti 

mainly comprise Alpartav, Atyartav, Kashtartav, 20 Yonivyapada and cancers of ovary, uterus, 

vaginal and cervix. 

Early or late onset of menarche and menopause, less or more interval between two menstrual 

cycles, scanty – excessive – painful menses, frequent miscarriages, nulliparity, leucorrhoea, 

PCOD are frequently observed conditions indicative of Aartavavahasrotodushti, even leading to 

malignancies of reproductive system. Various dietary factors, lifestyle related factors, long term 

use of contraceptives and hormones for conception, vigorous treatment for various diseases at 

pregnancy, family history of cancer are the risk factors of Asrtavvahasrotodushti and ultimately 

malignancies of reproductive organs including ovarian cancer. Thus these risk factors and 

symptoms were studied in this topic to assess their role in development of ovarian cancer. 

 

1. Discussion on Miscarriage and Medical termination of pregnancy as a risk factor of 

ovarian cancer - 

According to Ayurvedic perceptive miscarriage is one of the outcomes of 

Aartavvahshrotodushti. Frequent medical termination of pregnancy leads to 

aartavvahstrotodushti as AgantuHetu. 

Our observation in this study also support above statement. Thus history of frequent 

miscarriages due to Aartavvahstrotodushti is considered to be one of the major risk 

factors in ovarian carcinoma. 

 

 

2. Discussion on parity as a risk factor of ovarian cancer - 

Available research study do not indicate any association with nuliparity and primi parity 

as a single risk factor of ovarian cancer.On the other hand, multiparity is one of the major 

risk factors in cancer associated with reproductive system. In our study 16/30 patients of 

ovarian cancer had history of multiparity, while 13/30 women in control group were 

multiparous, which supports available literature study. 

 

 

 



3. Discussion on Leucorrheaasa risk factor of ovarian cancer 

Leucorrhea is one of diseases of reproductive system mentioned in Charak Samhita as 

Somroga. 

As seen in our study Aartavvahstrotodushti in a form of leucorrhea is but obvious risk 

factor in ovarian cancer patients as compared to healthy women (control group). 

 

 

4. Discussion on age of menarcheas a risk factor of ovarian cancer 

In our study, we have not observed any association of age of menarche and risk of 

ovarian cancer. 

 

 

5. Discussion on treatment for conception as a risk factor of ovarian cancer 

Allopathic treatment for conception comprises hormonal treatment, which is a 

documented risk factor of ovarian cancer, if taken for long period. 

In our study we have not observed any association with long term used of hormonal 

treatment for the purpose of conception with risk of ovarian cancer. 

This observation may not be conclusive considering small group of study. 

 

 

6. Discussion on Contraceptivesas a risk factor of ovarian cancer 

Charakacharya mentioned thirteen Adharniyvega. Retas veg is one of the thirteen 

Adharniyavega. Ayurveda prohibits withholding and forceful elimination of 

Adharniyvega. Use of contraceptives is considered as retasvegavarodh leading to 

vitiation of Apanvayu and aartavvahstrotodushti. 

In our study, we have observed that women who were using contraceptives in the form of 

oral contraceptives, Cu T and tubal ligation were more prone to ovarian cancer 

(47%). 

 

 

7. Discussion on duration of menstrual flow and  associated aartavdushti as risk 

factors of ovarian cancer 

Ayurveda considers shuddha raja which flows for minimum five days (per vaginal 

bleeding), which resembles blood of rabbit, insect Indragop and liquid shellac in colour 

and which does not stain after washing cloth. Menstrual flow for less than three day and 

less than quantity of 4 anjaliis considered as Alpartav, while menstrual flow for more 

than seven days and more than quantity of four anjali is considered as Atyartav. Vistra 

Gandh of Raktadhatu is considered as prakrutgandh of Raj while bad odour (Cadaveric 

smell) is said to be symptom of vikrutAartav. Similarly menstrual flow with clots is term 

as grathitaartav. It is also known as one of the Aartavdushti. 



In our study alpartav (76%), Kunapagranthi (16%) and grathitartav (60%) are observed 

major risk factors for ovarian cancer. 

 

8. Discussion on family history of canceras a risk factors of ovarian cancer 

Ayurveda describes some diseases as Kulajvyadhi e.g. Arsh, Prameha, Kushth etc. 

In modern medical science some types of Cancer like breast cancer, ovarian cancer, 

colorectal cancer, retinoblastoma etc. are known to have familial history. 

As ovarian cancer is one such disease, we tried to study family history of cancer in this 

study.  

It is observed that patients having family history of cancer are at high risk of developing 

ovarian cancer. 

Family history of cancer in sibling and first degree relative is an evident risk factor as 

compared to family history of cancer in second degree relatives while studying in ovarian 

cancer patients.  

 

9. Discussion on Viharhetu as a risk factor of ovarian cancer 

While studying risk factor like vegavrodh and menstrual stress, we have not observed 

major difference in two groups. Study on large cohort is needed to come to a conclusion. 

Qualities of Aartav are described as “AartavUshnam” in Ayurvedic text. According to 

SamanyaShidhant frequent and long term Aatapsevan increases ushna gun leading to 

Aartavdushti. In our study we have also observed Aatapsevan asimpotant risk factor in 

ovarian cancer. 

Diwaswap is associated with KaphaPitta dushti, Jatharagni and Rasdhatudushti. Aartav 

being updhatu of Rasdhatu, gets vitiated due to frequent habit of diwaswap. This 

pathophysiology becomes the risk factor of ovarian cancer. 

In our study we observed diwaswap is an important risk factor for ovarian cancer while 

compared with control group. 

 

 

 

 

 

 

 

 

 

 

 

 

 



Conclusion 

 

 

1. Aplartav (scanty menses), Kunapagranthiartav (cadaveric smell of menstrual 

bleeding), Grathitartav (clotted menstrual bleeding) and Shwetapradar (Leucorrhoea) 

are the conditions associated with Aartavvahasrotodushti, which are thus the major 

risk factors of ovarian cancer. 

2. Long term use of contraceptives in the form of oral hormonal pills, Cu T, tubal 

ligation lead to Aartavvahasrotodushti which ultimately becomes a risk factor for 

developing ovarian cancer. 

3. Frequent miscarriages are indicative of Aartavvahasrotodushti, while frequent 

attempts of MTP cause dushti of Aartavvahasrot as, which in turn becomes a risk 

factor of ovarian cancer.   

4. Family history of cancer in siblings and first degree relatives is an evident risk factor 

of ovarian cancer 

5. Sedentary lifestyle in terms of Diwaswap is also a major risk factor in developing 

ovarian cancer 
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lçoçlç&Jçb ÒçMçbmççqvlç ³çJoçmççí vç çÆJçjbpç³çílçd ~~  

mçá. Mçç. 2/17 

2.9 Dççlç&Jçb MççíçÆCçlçb lçá Dççivçí³çcçd DçivççÇ<ççícççÇ³çlJççlçd içYç&m³ç ~  mçá. mçÓ 14/7 

2.10 cççmçççÆVççq<Hç®soçnççÆlç& Hçb®çjç$ççvçáyçbçÆOç ®ç ~ 

vçÌJçççÆlçyçná vççl³çuHçb MçáOocçççÆoMçílçd ~~ 

içábpççHçÀuçmçJçCç¥ ®ç Hç¨ççuçkçwlçkçÀmçbçÆvçYçcçd ~ 

®ç. çÆ®ç 3/225 -

226 



FbêiççíHçmçbkçÀçMçcçd Dççlç&Jçb MçáOocçççÆoMçílçd ~~  

2.11 Dççlç&Jçb HçávçMMçMç©çÆOçjuçç#ççjmççíHçcçb OççÌlçb ®ç çÆJçjp³çcççvçb MçáOocççná: 

~~ 

Dç. mçbûçn Mçç. 

1/10 

2.12 uçç#ççjmçMçMççñççYçb OççÌlçb ³ç®®ç çÆJçjp³çlçí ~  Dç. Û. Mçç. 1/18 

2.13 m$ççÇCççb jpçmç: Dçbpçuç³ç½çlJççj: ~  Dç. mçb. Mçç. 

5/124 

2.14 Dççlç&Jç#ç³çí ³çLççíçÆ®çlçkçÀçuççoMç&vçcçuHçlçç Jçç ³ççíçÆvçJçíovçç ®ç ~  mçá. mçÓ. 15/16 

2.15 Dççlç&Jçcçi*cço&cççÆlçÒçJç=çÆÊçb oçÌiç&vO³çb ®ç ~  mçá. mçÓ. 15/21 

3.1 Dççlç&JçJçní Joí, lç³ççícçÓ&uçb içYç&çMç³ç - Dççlç&JçJçççÆnv³ç½ç Oçcçv³ç: ~  mçá. Mçç. 9/12 

3.2 ......ñççÇCççb içYç&çMç³ççíe<ìcç FçÆlç ~~  mçá. Mçç. 5/8 

3.3 ...ñççÇCççcçHçjççÆCç ®ç $ççÇçÆCç Joí mlçvç³ççíjOçmlççêkçwlçJçnb ®ç ~  mçá. Mçç. 5/10 

3.4 ñççÇCççb lçá çÆJçbMççÆlçjçÆOçkçÀç ~  mçá. Mçç. 5/50 

3.5 ñççÇCçb lçá çÆJçbMççÆlçjçÆOçkçÀç ~ lç$ç oMç mlçvç³ççí: lççmççb lççÌJçvçí 

HççÆjJç=çqOoYç&JççÆlç ~ oMç ³ççívççÌ~ lççmççcçY³çvlçjççÆÞçlçí Joí cçáKçççÆÞçlçí 

Jç=Êçí Joí ~ çÆlçñççí içYç&cççiç&çÞç³çç: ~~  

Dç. mçb. Mçç 5/90 

3.6 DçHçl³çHçLçí ®çlçñç: lççmççb Òçmç=lçíeY³çvlçjlççí Joí, cçáKçççÆÞçlçí yççÔ³çí 

®ç Jç=Êçí Joí içYç&çq®sêmçbçÆÞçlçççqmlçñç:, Mçá¬çÀçlç&JçÒçJçíçÆMçv³ççqmlçñç SJç ~  

mçá. Mçç. 5/50 

3.7 Hçámççb HçíM³ç: HçájmlççÐçç: Òççíkçwlçç uç#çCçcçá<kçÀpçç: ~ 

ñççÇCççcççJç=l³ç çÆlç<þçqvlç HçÀuçcçvlçiç&lçb çÆn lçç: ~~ 

mçá. Mçç. 5/53 

3.8 DçOççíYççiçcççmlçá JççlçcçÓ$çHçájçÇ<çMçá¬çÀçlç&JççoçÇv³çOççíJçnçqvlç~..... 

.......lçí SJç jkçwlçcççÆYçvçnlççí çÆJçmç=pçlç½ç vççjçÇCççcççlç&Jçmçb%çcçd....~  

mçá. Mçç. 9/7 

3.9 Joí Mçá¬çbÀ Jçnlççí Joí ®ç cçágçlç: lçí SJç vççjçÇCççb Dççlç&Jçcçd ~  Dç. mçb Mçç. 6/36 

3.10 çÆHçÊçHçkçwJççMç³ç³ççícç&O³çí içYç&Mç³³çç; ³ç$ç içYç&çqmlç<þçÆlç ~  mçá. Mçç. 5/50 

3.11 ñççÇCççb çÆHçÊçHçkçwJççMç³ç³ççícç&O³çí içYç&çMç³ççíeäcç: ~  Dç. mçb. Mçç. 5/46 

3.12 ñççÇCççb lçá yççqmlçHççéç&içlççí içYç&çMç³ç: mççÆVçkç=Àä:~  mçá. çÆ®ç. 7/33 

3.13 Mç±vççY³ççkç=ÀçÆlç³ççí&çÆvçm$³ççJçlçç& mçç ÒçkçÀçÇçÆlç&lçç ~ 

lçm³ççmlç=lççÇ³çí lJççJçlç&í içYç&Mç³³çç ÒççÆlççq<þlçç ~~ 

³çLçç jçíçÆnlçcçlm³çm³ç cçáKçb YçJççÆlç ©Hçlç: ~ 

lçlmçbmLççvççb lçLççªHççb içYç&çMç³³çç çÆJçoáyç&áOçç: ~~ 

mçá. Mçç. 5/55 – 

56 

3.14 ³ççíçÆvçmlçá Mç±vççY³ççkç=ÀçÆlçK³ççJçlç&ç lçm³ççmlç=lççÇ³ç DççJçlç&í 

çÆHçÊçHçkçwJççMç³ççvlçjí jçíçÆnlçcçlm³çcçáKççkçÀçjç içYç&Mç³³çç ~ lçm³ççb 

Mçá¬çÀçlç&JçÒçJçíçÆMçv³ççqmlçñç: HçíM³ç: ~~  

Dç. mçb. Mçç 5/57 

4.1 Jç=×ç oçí<çç DççÆvç³çlç oíMçí cççbmççÆYçÒçoá<³ç ûççÆvLçmç¢M³çcçálmçíOçb kçáÀJç&çÆvlç 

~~ Dçm³ç DççÆOç<þçvçb jçíçÆnCççÇ vççcç lJçkçÀd ~~ 

mçá.MççjçÇj mLççvç 

4/4 

4.2  içç$çÒçoíMçí kçwJççÆ®çoíJç  oçí<çç: mçbcçÓçÆ®s&lçç cççbmçcççÆYçÒçoÓ<³ç~   

 Jç=Êçb çÆmLçjb cçvo©pçb cçnçvlçcçvçuHçcçÓuçb çÆ®çjJç=O³çHççkçÀcçd  ~~   

mçá.çÆvç.11 /13-

14 



 kçáÀJç&çÆvlç cççbmççíHç®ç³çb lçá MççíHçbÀ lçoyç&áob Mççm$ççÆJçoçí JçoçÆvlç~  

4.3 GlmçíOçÒçOççvç :~ ®ç.mçÓ.18/33 

4.4 ®ç¬çÀHçççÆCçcçlçívç Jçlçá&uççívvçlçcçd ~  ®ç.Mçç.4/10 

4.5 cçnÊçá ûççÆvLçelççí Dçyçá&ocçd ~  Dç<ìçbiçÛo³ç 

GÊçjmLççvç 29/ 

15 

4.6 MççKçç jkçwÊçço³çmlJçkçÀd ®ç yççÔ³çjçíiçç³çvçb çÆn lçlçd ~ lçoçÞç³çç 

cç<çJ³çbi[içC[çuçp³çyçá&oço³ç : ~~yççÆnYçç&iççÞ®ç oávçç&cçiçáuHçÀMççíkçÀço³ççí 

içoç :~~ 

Dç<ìçbiçÛo³ç mçÓ. 

12/44-45 

4.7 Jççlçívç çÆHçÊçívç kçÀHçíÀvç ®çççÆHç jkçwlçívç cççbmçívç ®ç cçíomçç ®ç ~ lçppçç³çlçí 

lçm³ç ®ç uç#çCçççÆvç ûçvLçí : mçcççvçççÆvç mçoç YçJççÆvlç ~ 

lçuuç#çCçb ®ç cçíoçívlç: <ççí{ç oçí<çççÆoçÆYçmlçá  lçlçd ~~ 

<ç[dçÆJçOçb m³ççÊçLçç&yçáocçd ~ JççlçççÆlHçlççlkçÀHçÀçêkçwÊççvcççbmççoçÆHç ®ç 

cçíomç:~  

mçá.çÆvç.11/ 14 

Dç<ìçbiçÛo³ç 

GÊçjmLççvç Dç.29/ 

15 

MççjbiçOçj mçbçÆnlçç 

Kçb[ 1 / 7/ 69 

4.8 Dçç³çc³çlçí J³çLçlç SçÆlç lççíob Òçl³çm³çlçí kç=Àl³çlç FçÆlç Yçíocçd ~kç=À<Cççí e 

cç=oÓ yççÆmlççÆjJççlçlçÞ®ç çÆYçvvç : m$çJçí®®çççÆvçuçpççím$çcç®scçd ~ 

mçá.çÆvç.11/ 4 

4.9 ovoÔ³çlçí OçÓH³ççÆlç ®çÓ<³çlçí ®ç HççHç®³çlçí ÒçpJçuçlççÇJç ®çççÆHç ~ 

jkçwlç : mçHççÇlççíH³çLçJççeçÆHç çÆHçÊçççÆtvvç: m$çJçíoá<CçcçlççÇJç ®ççm$çcç ~ 

mçá.çÆvç.11/ 5 

4.10 MççÇlççíeçÆJçJçCççí&euHçªpççíeçÆlçkçÀC[Ó:Hçç<ççCçJçlmçbnvçvççÌHçHçvvç:~ 

çÆ®çjççÆYçJç=çÆ×Þ®ç kçÀHçÀÒçkçÀçíHççod ,çÆYçvvç: mîçJçí®sákçwuçIçvçb ®ç HçÓ³çcçd ~ 

mçá.çÆvç.11/ 6 

4.11 oçí<ç: Òçoá<ìçí ªçÆOçjb çÆmçjçmlçá mçcHççÇ[³ç mçbkçÀçí®³ç içlçmlJçHççkçÀcçd ~ 

mççm$ççJçcçávvçÔ³ççÆlç cççbmççÆHçC[b cççbmççkçáÀjÌjççÆ®çlçcççMçáJç=çÆ×cçd ~ 

m$çJçl³çpçm$çb ªçÆOçjb Òçoá<ìcçmççO³çcçílçêáçÆOçjçlcçkçbÀ  m³ççlçd ~ 

jkçwlç#ç³ççíHçêJçHççÇçÆ[lçlJççlçd HççC[Yç&Jçílçd mççíeyçá&oHççÇçÆ[lçmlçá ~~  

mçá.çÆvç.11/15-16 

cççOçJççÆvçoçvç çÆJolççÇ³ç 

Kçb[ 38/20- 21 

YççJçÒçkçÀçMç cçO³çKçb[ 

Dçyçá&oççÆOçkçÀçj 23 -

24 

4.12 cçáçÆ<ìÒçnçjççÆoçÆYçjçÆo&lçíe [diçí; cççbmçb Òçoá<ìb ÒçkçÀjçíçÆlç MççíHçÀcçd ~ 

DçJçíovçb çÆmvçiOçcçvçv³çJçCç&cçHççkçÀcçMcççíHçcçcçÒç®ççu³çcç ~~            

Òçoá<ì cççbmçm³ç vçjm³ç yçç{cçílç×JçívcççbmçHçjç³çCçm³ç ~ 

mçá.çÆvç.11/17 -

18 

cççOçJççÆvçoçvç çÆJolççÇ³ç 

Kçb[ 38/22-23 

YççJçÒçkçÀçMç cçO³çKçb[ 

Dçyçá&oççÆOçkçÀçj 25 

4.13 MçjçÇjJç=çÆ×#ç³çJç==çÆ×nççÆvç: çÆmvçiOççí cçnçvçuHçªpççíeçÆlçkçÀC[Ó: ~ 

cçío:kç=Àlççí iç®sçÆlç ®çç$ç çÆYçvvçí çÆHçC³ççkçÀmççÆHç&: ÒççÆlçcçb lçá cçío: ~~ 

mçá.çÆvç.11/ 6 

4.14 çÆmçjçm³çb MççíçÆCçlçb oçí<ç: ------------------~ Hçç®çlçílçd Dç<ìçbiçÛo³ç 



lçoçlçoOçb mççm$ççJçb cççbmççÆHççÆC[lçcçd ~~ cççbmççkçáÀjÌ DçççÆÞçlçb ³çççÆlç Jç=çÆ× 

®ççMçá m$çJçíÊçílç:~ Dçpçm$çboá<ì ªçÆOçjb YçÓçÆj lç®sçíçÆCçlççyçá&ocçd ~ 

GÊçjmLççvç 29/16 

– 17 

4.15 ÒççH³ç cççbmççÆmçjçmvçç³çá Muçí<cçç cçíomlçLççeçÆvçuç:~ ûççÆvLçb kçáÀJç&çÆvlçb 

çÆYçvvççemççÌ cçOçámççÆHç&Jç&mçççÆvçYçcçd ~~ m$çJçl³ççmvççJçcçl³çLç¥ lç$ç Jç=çÆ×b 

içlççíeçÆvçuç:~~ cççbmçb çÆJçMççí<³ç ûççÆLçlççb Mçkç&Àjç pçvç³çílçd Hçávç:~oáiç&vOçb 

çÆkçwuçVçcçl³çLç¥ vççvççJçCç& lçlç: çÆmçjç:~ m$çJççÆvlç mçnmçç jkçwlçb 

lççÆ×Ðçç®skç&Àjçyçáocçd ~~  

mçá.çÆvç.13/25-27 

4.16 cççbmççyçá&o lJçílçomççO³çcçákçwlçb mççO³çí<JçHççÇcçççÆvç çÆJçJçpç&³çíÊçá ~ 

mçbÒçm$çálçbb cçcç&çÆCç ³ç®®ç pççlçb m$ççílç:mçá Jçç ³ç®®ç YçJçío®ççu³çcçd ~~ 

mçá.çÆvç.11/19 

4.17 lçí<ççmç=[d.içcççbmçpçí Jçp³çí& ®çlJçç³ç&v³çççÆvç mççOç³çílçd ~~   Dç<ìçbiçÛo³ç 

GÊçjmLççvç 29/ 

18 

4.18 vç HççkçÀcçç³ççÆvlç kçÀHçÀççÆOçkçÀlJççvcçíoçíeçÆOçkçÀlJçç®®ç çÆJçMçí<çlçmlçá ~ 

oçí<ççÆmLçjlJççod ûçLçvçç®®ç lçí<ççb mçJçç&yçá&oçv³çíJç çÆvçmçiç&lçmlçá ~~ 

 

mçá.çÆvç.11/ 21 

cççOçJççÆvçoçvç çÆJolççÇ³ç 

Kçb[ 38/38 

YççJçÒçkçÀçMç cçO³çKçb[ 

Dçyçá&oççÆOçkçÀçj 29 

4.19 Òçç³ççí cçíoçkçÀHçÀç{³çlJçççÆmLçjlJçç®®ç vç Hç®³çlçí ~                    Dç<ìçbiçÛo³ç 

GÊçjmLççvç 29/ 

15 

4.20 ³çppçç³çlçí ev³çlçd Kçuçá HçÓJç&pççlçí %çí³çb lçoO³çyçá&ocçyçá&o%çÌ: ~ 

³çÜdovopççlçb ³çáiçHçlçd ¬çÀcççoç çÆJojyçá¥ob lç®®ç YçJçíomççO³çcçd  

 

mçá.çÆvç.11/ 20 

cççOçJççÆvçoçvç çÆJolççÇ³ç 

Kçb[ 38/25 

YççJçÒçkçÀçMç cçO³çKçb[ 

Dçyçá&oççÆOçkçÀçj 28 

5.1 Dççlç&JçcççÆHç çÆlç&çÆYçoçí&<çÌ: MççíçÆCçlç®çlçáLç&Ì: Hç=LçiJovJoÌ: 

mçcçmlçÌ½ççíHçmç=<ìcçyççÇpçb YçJççÆlç; lçoçÆHç 

oçí<çJçCç&JçíovççeeçÆoçÆYççÆJç&%çí³çcçd ~ lçí<çá kçáÀCçHçûççqvLç - HçÓçÆlç - HçÓ³ç - 

#ççÇCç - cçÓ$ç - HçájçÇ<çÒçkçÀçMçcçmççO³çb mççO³çcçv³ç®®çíçÆlç ~~  

mçá. Mçç. 2/5 

5.2 Dççlç&JçcççÆHç Mçá¬çÀJçÎçí<çÌ©Hçmçbmç=äcçyççÇpçcçíJç ~ lçm³ç çÆuçi*b vççcç ®ç 

HçÓJç&Jçlç ~ lçí<çá kçáÀCçHçûççqvLçHçÓ³ç#ççÇCçjílççbçÆmç kç=À®s^mççOçvçççÆvç ~ 

cçÓ$ççÆHçjçÇ<çMçÓ¬çÀçlç&Jçb lJçmççO³çb kçáÀCçHçûççqvLçHçÓ³ççlç&Jçb Jçç ~~  

Dç. mçb. Mçç. 1/25 

5.3 jkçwlçívç kçáÀCçHçb Muçí<cçJççlççY³ççb ûççqvLçmççÆVçYçcçd ~ 

HçÓ³ççYçb jkçwlççÆHçÊççY³ççb #ççÇCçb cçç©lççÆHçÊçlç: ~~  

kçÀ=®s^C³çílççv³çmççO³çb lçá çÆ$çoçí<çb cçÓ$ççÆJçìdÒçYçcçd ~   

Dç. Ë. Mçç. 1/11 

Dç. Ë. Mçç. 1/12 

5.4 DççÆlçÒçmçi*ívççvç=lççJç=lççÌ Jçç lçoíJççmç=iojb Òçojb J³ççHçob ®ç Dç. mçb. Mçç. 1/11 



jkçwlç³ççíçÆvçmçb%çç uçYçlçí ~~  

5.5 lçoíJçççÆlçÒçmçi*ívç ÒçJç=Êçcçvç=lççJççÆHç ~ 

Dçmç=iojb çÆJçpççvççÇ³ççolççíev³çêkçwlçuç#çCççlçd ~~  

mçá. Mçç. 2/20 

5.6 çÆJç©OocçÐççO³çMçvççopççÇCç&çod içYç&ÒçHççlççoçÆlçcçÌLçávçç®®ç ~ 

³ççvççOJçMççíkçÀçoçÆlçkçÀ<ç&Cçç®®ç YççjççÆYçIççlçç®sd³çvçççÆÎJçç ®ç ~  

Dçmç=iojçÆvçoçvçcçd  

61, 1/1, ½ 

5.7 lçb Muçí<cççÆHçÊçççÆvçuçmççÆVçHççlçÌ½çlçá<ÒçkçÀçjb Òçojb Jçoçqvlç ~  

 

Dçmç=iojçÆvçoçvçcçd61, 

1/3 

5.8 Dçmç=iojb YçJçílçd mçJç¥ mçç²cço¥ mçJçíovçcçd ~  (mçá. Mçç. 2, 

19/1) 

Dçmç=iojçÆvçoçvçcçd61, 

2/1 

5.9 lçm³çççÆlçJç=lççÌ oçÌyç&u³çb Yç´cççí cçÓ®sç& cçomçnlç=<çç ~ 

oçn: ÒçuççHç: HççC[álJçb lçvêç jçíiçç½ç Jççlçpçç: ~~2~~  

(mçá. Mçç. 2, 

19/2, 20/1) 

Dçmç=iojçÆvçoçvçcçd61, 

2/2, 2/3 

5.10 Dççcçb mççÆHç®sçÒççÆlçcçb mçHççC[á HçáuççkçÀlççí³çÒççÆlçcçb kçÀHçÀçÊçá ~  Dçmç=iojçÆvçoçvçcçd61, 

3/1 

5.11 mçHççÇlçvççÇuçççÆmçlçjkçwlçcçá<Cçb çÆHçÊçççÆlç³çákçwlçb Yç=MçJçíçÆiç çÆHçÊççlçd~~3~~  Dçmç=iojçÆvçoçvçcçd61, 

3/2 

5.12 ©#çç©Cçb HçíÀçÆvçuçcçuHçcçuHçb JççlçççÆlçb Jççlççlçd çÆHççÆMçlççíokçÀçYçcçd~  Dçmç=iojçÆvçoçvçcçd61, 

4/1 

5.13 mç#ççÌê&mççÆHç&n&çÆjlççuçJçCçb cçppçÒçkçÀçMçb kçáÀCçHçb çÆ$çoçí<ççlçd ~~4~~  Dçmç=iojçÆvçoçvçcçd61, 

4/2 

5.14 oçí<çÌjçJç=lçcççiç&lJççoçlç&Jçb vçM³ççÆlç çÆñç³ç: ~ mçá. Mçç. 2/23 

5.15 çÆoJççmJçHvççoçÆlç¬çÀçíOççod J³çç³ççcççoçÆlçcçÌLçávççlçd ~ 

#çlçç®®ç vçKçovlççÐçÌJç&çlççÐçç: kçáÀçÆHçlçç ³çoç ~~1~~ 

HçÓ³çMççíçÆCçlçmçbkçÀçMçb çÆvçkçáÀ®ççkç=ÀçÆlçmçbçÆvçYçcçd ~ 

pçvç³ççqvlç ³çoç ³ççívççÌ vççcvçç kçÀvo: mç ³ççíçÆvçpç: ~~2~~  

Dçmç=iojçÆvçoçvçcçd63, 

1,2 

5.16 ©#çb çÆJçJçCç¥ mHçáÀçÆìlçb JçççÆlçkçbÀ lçb çÆJççÆvççÆo&Mçílçd ~  Dçmç=iojçÆvçoçvçcçd63, 

3,1 

5.17 oçnjçiçpJçj³çálçb çÆJçÐççlçd çÆHçÊççlcçkçbÀ lçá lçcçd ~~3~~ Dçmç=iojçÆvçoçvçcçd63, 

3,2 

5.18 vççÇuçHçá<HçÒçlççÇkçÀçMçb kçÀC[Ócçvlçb kçÀHçÀçlcçkçÀcçd ~  Dçmç=iojçÆvçoçvçcçd63, 

4,1 

5.19 mçJç&çÆuç²mçcçç³çákçwlçb mççÆVçHççlççlcçkçbÀ çÆJçoá: ~~4~~  Dçmç=iojçÆvçoçvçcçd63, 

4.2 



6.1 çÆcçL³çç®ççjíCç lçç: m$ççÇCççb Òçoá<ìívççlç&Jçívç ®ç ~ 

pçç³çvlçí yççÇpçoçí<çç®®ç oÌJçç®®ç Þç=Cçá lçç: Hç=LçkçÀd ~~  

®ç. çÆ®ç. 30 

6.2 Jççlçuççnçj®çíäç³çç Jççlçuçç³çç: mçcççÇjCç: ~ 

çÆJçJç=Ooçí ³ççíçÆvçcçççÆÞçl³ç ³ççívçímlççíob mçJçíovçcçd ~~ 

mlçcYçb çÆHçHççÇçÆuçkçÀçmç=çqHlççÆcçJç kçÀkç&ÀMçlççb lçLçç ~ 

kçÀjçíçÆlç mçáçqHlçcçç³ççmçb Jççlçpççb½ççHçjçvçd içoçvçd ~~ 

mçç m³ççlçd mçMçyo ©kçÀdHçíÀvçlçvçá©#ççlç&JççeçÆvçuççlçd ~  

®ç. çÆ®ç. 30/ 9 – 

10 

6.3 J³ççHçlkçÀìdJçcuçuçJçCç#ççjçÐçÌ çÆHçÊçpçç YçJçílçd ~~ 

oçnHççkçÀpJçjçí<Cççlç&ç vççÇuçHççÇlçççÆmçlççlç&Jçç ~ 

Yç=Mççí<CçkçáÀCçHçm$ççJçç ³ççíçÆvç: m³çççqlHçÊçoÓçÆ<çlçç ~~  

®ç. çÆ®ç. 30/ 11 – 

12 

6.4 kçÀHçÀçíeçÆYç<³ççqvoçÆYçJç&=Ooçí ³ççíçÆvçb ®çíod oÓ<ç³çílçd çqm$ç³çç: ~ 

mç kçáÀ³ç&çlçd çÆHççq®suççb MççÇlççb kçÀC[áûçmlççuHçJçíovççcçd ~~ 

HççC[áJçCç&ç lçLçç HççC[áçÆHççq®suççlç&JçJçççÆnvççÇcçd ~  

®ç. çÆ®ç. 30/ 13 

6.5 mçcçMvçvl³çç jmççvçd mçJç&çvçd oÓ<ççÆ³çlJçç $ç³ççí cçuçç: ~~  

³ççíçÆvçiçYç&çMç³çmLçç: mJçÌ³ççí&çÆvçb ³çá¡ççqvlç uç#çCçÌ: ~ 

mçç YçJçíÎçnMçÓuççlç&ç éçílççÆHççq®suçJçççÆnvççÇ ~~  

®ç. çÆ®ç. 30/ 14 – 

15 

6.6 jkçwlççÆHçÊçkçÀjÌvç&ç³ç&ç jkçwlçb çÆHçÊçívç oÓçÆ<çlçcçd ~  

DççÆlçÒçJçlç&lçí ³ççív³ççb uçyOçí içYç&íeçÆHç mççmç=pçç  

~~ ®ç. çÆ®ç 30/ 16 

6.7 ³ççíçÆvçiçYç&çMç³çmLçb ®çílçd çÆHçÊçb mçvoÓ<ç³çíomç=kçÀd ~ 

mççejpçmkçÀç cçlçç kçÀçM³ç&JçÌJçC³ç&pçvçvççÇ Yç=Mçcçd ~~   

®ç. çÆ®ç 30/ 17 

6.8 ³ççív³ççcçOççJçvççlçd kçÀC[Ób pççlçç: kçáÀJç&çqvlç pçvlçJç: ~ 

mçç m³çço®çjCçç kçÀC[dJçç lç³ççeçÆlçvçjkçÀç*dçÆ#çCççÇ ~~   

®ç. çÆ®ç 30/ 18 

6.9 HçJçvççíeçÆlçJ³çJçç³çívç MççíHçÀmçáçqHlç©pç: çqm$ç³çç: ~ 

kçÀjçíçÆlç kçáÀçÆHçlççí ³ççívççÌ mçç ®çççÆlç®çjCçç cçlçç ~~  

®ç. çÆ®ç 30/ 19 

6.10 cçÌLçávççoçÆlçyççuçç³çç: Hç=<þkçÀìîçÓ©Jç*d#çvçcçd ~ 

©pçvçd oÓ<ç³çlçí ³ççíçÆvçb Jçç³çá: Òççkçw®çjCçç çÆn mçç ~~  

®ç. çÆ®ç. 30/20 

6.11 iççÆYç&C³çç: Muçí<cçuççY³ççmçç®sçqo&çÆvç:éççmççÆvçûçnçlçd ~ 

Jçç³çá: ¬çáÀOo: kçÀHçbÀ ³ççíçÆvçcçáHçvççÇ³ç ÒçoÓ<ç³çílçd ~~  

HççC[áb mçlççíocççm$ççJçb éçílçb m$çJççÆlç Jçç kçÀHçÀcçd ~ 

kçÀHçÀJççlççcç³çJ³ççHlçç mçç m³ççod ³ççíçÆvç©HçHuçálçç ~~  

®ç. çÆ®ç. 30/21, 

22 

6.12 çÆHçÊçuçç³çç vç=mçbJççmçí #çJçLçÓÃçjOççjCççlçd ~ 

çÆHçÊçmçccçÓçÆs&lççí Jçç³çá³ç&çíçÆvç oÓ<ç³ççÆlç çqm$ç³çç: ~~  

MçÓvçç mHçMç&ç#çcçç mçççÆlç&vççÇ&uçHççÇlçcçmç=kçÀd m$çJçílçd ~ 

ÞççíçÆCçJç*d#çCçHç=<þççÆlç&pJçjçlç&ç³çç: HççÆjHuçálçç ~~  

®ç. çÆ®ç. 30/23, 

24 

6.13 JçíiççíoçJçlç&vççod ³ççíçÆvçcçáoçJçlç&³çlçíeçÆvçuç:~ 

mçç ©iççlç&ç jpç: kç=À®sí^CççíoçJç=Êçb çÆJçcçágççÆlç ~~ 

®ç. çÆ®ç. 30 /25 – 

26 



Dççlç&Jçí mçç çÆJçcçákçwlçí lçá lçluç#çCçb uçYçlçí mçáKçcçd ~ 

jpçmççí içcçvççoÓOJç& %çí³ççíoçJççÆlç&vççÇ yçáOçÌ:~~  

6.14 DçkçÀçuçí Jççncççvçç³çç içYç&íCç çÆHççÆnlççíeçÆvçuç: ~ 

kçÀçÆCç&kçÀçb pçvç³çíod ³ççívççÌ Muçí<cçjkçwlçívç cçÓçq®s&lç: ~~ 

jkçwlçcççiç&çJçjçíçÆOçv³çç mçç lç³çç kçÀçÆCç&çÆvç cçlçç ~  

®ç. çÆ®ç. 30/27 

6.15 jçÌ#³ççod Jçç³çá³ç&oç içYç& pççlçb pççlçb çÆJçvççMç³çílçd ~~ 

oáäMççíçÆCçlçpçb vçç³ç&ç: Hçá$çIvççÇ vççcç mçç cçlçç ~  

®ç. çÆ®ç. 30/28 

6.16 J³çJçç³çcççÆlçlç=Hlçç³çç Yçpçvl³ççmlJçVçHççÇçÆ[lç: ~~ 

Jçç³çáçÆcç&L³çççqmLçlççi*ç³çç ³ççíçÆvçñççílççÆmç mçbçqmLçlç: ~ 

Jç¬çÀ³çl³ççvçvçb ³ççív³çç: mççeçqmLçcççbmçççÆvçuçççÆlç&çÆYç: ~~ 

Yç=MçççÆlç&cç&ÌLçávççMçkçwlçç ³ççíçÆvçjvlçcç&áKççÇ cçlçç ~~    

®ç. çÆ®ç. 30/29 – 

30 

6.17 içYç&mLçç³çç: çÆñç³çç jçÌ#³ççod Jçç³çá³ç&çíçÆvçb ÒçoÓ<ç³çvçd ~~ 

cççlç=oçí<ççoCçáJoçjçb kçáÀ³ç&çlçd mçÓ®ççÇcçáKççÇ lçá mçç ~~   

®ç. çÆ®ç. 30/31 

6.18 J³çJçç³çkçÀçuçí ©vIçvl³çç Jçíiççvçd ÒçkçáÀçÆHçlççíeçÆvçuç: ~~ 

kçáÀ³ç&çod çÆJçCcçÓ$çmçi*ççÆlç& Mççí<çb ³ççíçÆvçcçáKçm³ç ®ç ~   

®ç. çÆ®ç. 30/32 

6.19 <ç[nçlçd mçHlçjç$ççod Jçç Mçá¬çbÀ içYç&çMç³çb içlçcçd ~~ 

mç©pçb vççÇ©pçb JççeçÆHç ³çç  m$çJçílçd mçç lçá JçççÆcçvççÇ ~   

®ç. çÆ®ç. 30/33 

6.20 yççÇpçoçí<ççlçd lçá içYç&mLçcçç©lççíHçnlççMç³çç ~~ 

vç=JoíçÆ<çC³çmlçvççÇ ®çÌJç <çC{çÇ m³ççovçáHç¬çÀcçç ~   

®ç. çÆ®ç. 30/34 

6.21 çÆJç<çcçb oá:KçMç³³çç³ççb cçÌLçávççlçd kçáÀçÆHçlççíeçÆvçuç: ~~ 

içYç&çMç³çm³ç ³ççív³çç½ç cçáKçb çÆJçäcYç³çílçd çÆñç³çç: ~ 

DçmçbJç=lçcçáKççÇ mççlççÇ& ©#çHçíÀvççñçJçççÆnvççÇ ~~ 

cççbmççílmçVçç cçnç³ççíçÆvç: HçJç&Jç*d#çCçMçÓçÆuçvççÇ ~   

®ç. çÆ®ç. 30/35 – 

36 

6.22 ³ççíçÆvçjçíiç çÆvçoçvç Jç mçbcÒçççqHlç 

ÒçJç=OoçÆuçi*b Hçá©<çb ³ççel³çLç&cçáHçmçíJçlçí ~ 

©#çoáyç&uçyççuçç³çç lçm³çç Jçç³çá:ÒçkçáÀH³ççÆlç~~ 

mç oáäçí ³ççíçÆvçcççmççÐç ³ççíçÆvçjçíiçç³ç kçÀuHçlçí ~~3~~ 

oçí<ç mçbyçbOç Jç mçbK³çç mçbcÒçççqHlç 

$ç³ççCççcççÆHç oçí<ççCççb ³çLççmJçb uç#çCçívç lçá ~ 

çÆJçbMççÆlçJ³çç&Hçoçí ³ççívçíçÆvç&çÆo&äç jçíiçmçbûçní ~~4~~ 

³ççíçÆvçjçíiç nílçá 

çÆcçL³ççee®ççjíCç ³çç: ñççÇCççb ÒçoáäívççÊç&Jçívç ®ç ~ 

pçç³çvlçí yççÇpçoçí<çç®®ç oÌJçç®®ç Þç=Cçá lçç: Hç=LçkçÀd ~~5~~ 

mçá. GÊçjlçb$ç 38 

 

6.23 mçoçí<ç³ççíçÆvçjçíiçvççcç 

GoçJçlç&ç lçLçç yçvO³çç çÆJçHuçálçç ®ç HççÆjHuçálçç ~ 

Jççlçuçç ®çíçÆlç JççlççílLçç:, çÆHçllçççílLçç ©çÆOçj#çjç ~~6~~ 

mçá. GÊçjlçb$ç 38 

 



JçççÆcçvççÇ ñçbçÆmçvççÇ ®çççÆHç Hçá$çOvççÇ çÆHçÊçuçç ®ç ³çç ~ 

Dçl³ççvçvoç ®ç ³çç ³ççíçÆvç: kçÀçÆCç&vççÇ ®çjCççJo³çcçd ~~7~~ 

Muçí<cçuçç ®ç kçÀHçÀçp%çí³çç <çCçd[çK³çç HçÀçÆuçvççÇ lçLçç ~ 

cçnlççÇ mçÓçÆ®çJçkçw$çç ®ç mçJç&pçíçÆlç çÆ$çoçí<çpçç ~~8~~ 

6.24 Jççlçpç Hçgç³ççíçÆvçjçíiç uç#çCç 

mçHçíÀçÆvçuçcçáoçJçlç&ç jpç: kçÀ=®sí^Cç cçágççÆlç ~~9~~ 

yçvO³ççb vçäçllç&Jççb çÆJçodîçççqJoHuçálççb çÆvçl³çJçíovççcçd ~ 

HççÆjHuçálçç³ççb YçJççÆlç ûççc³çOçcç&í ©pçç Yç=Mçcçd ~~10~~ 

Jççlçuçç kçÀkç&ÀMçç mlçyOçç MçÓuççÆvçmlççíoHççÇçÆ[lçç ~ 

®çlçmç=<JççÆHç ®ççÐççmçá YçJçvl³ççÆvçuçJçíovçç: ~~11~~ 

mçá. GÊçjlçb$ç 38 

 

6.25 çÆHçÊçpç ³ççíçÆvçjçíiç uç#çCç 

mçoçnb Òç#çjl³çñçb lçm³ççb mçç uççíçÆnlç#çjç ~ 

mçJççlçcçáçqiojíJoçÇpçb JçççÆcçvççÇ jpçmçç ³çálçcçd ~~12~~ 

ÒçñçbçÆmçvççÇ m³çvolçí lçá #ççíçÆYçlçç oá:ÒçmçÓ½ç ³çç ~ 

çqmLçlçb çqmLçlçb nçqvlç içYç¥ Hçá$çOvççÇ jkçwlçmçbñçJçç ~~13~~ 

Dçl³çLç¥ çÆHçÊçuçç ³ççíçÆvço&çnHççkçÀpJçjççqvJçlçç ~ 

®çlçmç=mJççÆHç ®ççÐççmçá çÆHçÊççÆuçi*çí®s^³ççí YçJçílçd ~~14~~ 

mçá. GÊçjlçb$ç 38 

 

6.26 Muçí<cçpçv³çHçgç³ççíçÆvçjçíiç uç#çCç 

Dçl³ççvçvoç vç mçvlççí<çb ûççc³çOçcç&íCç iç®sçÆlç ~ 

kçÀçÆCç&v³ççb kçÀçÆCç&kçÀç ³ççívççÌ Muçí<cççmç=iY³ççb Òçpçç³çlçí ~~15~~ 

cçÌLçávçíe®çjCçç HçÓJç¥ Hçá©<ççoçÆlççÆj®³çlçí ~ 

yçnáMç½çççÆlç®çjCççov³çç yççÇpçb vç çÆJçvoçÆlç ~~16~~ 

Muçí<cçuçç çÆHççq®suçç ³ççíçÆvç:kçÀC[Ó³çákçwlççeçÆlçMççÇlçuçç ~ 

®çlçmç=<JççÆHç ®ççÐççmçá Muçí<cççÆuçi*çíçq®s^çÆlçYç&Jçílçd ~~17~~ 

mçá. GÊçjlçb$ç 38 

 

6.27 mççÆVçHçççÆlçkçÀHçgç³ççíçÆvçjçíiç uç#çCç  

Dçvççllç&Jçmlçvçç <çC[çÇ KçjmHçMç&ç ®ç cçÌLçávçí~ 

DççÆlçkçÀç³çiç=nçÇlçç³ççmlç©C³çç: HçÀçÆuçvççÇ YçJçílçd ~~18~~ 

çÆJçJç=lççeçÆlçcçnç³ççíçÆvç: mçÓ®ççÇJçkçw$ççeçÆlçmçbJç=lçç ~ 

mçJç&çÆuçi*mçcçálLççvçç mçJç&oçí<çÒçkçÀçíHçpçç ~~19~~ 

®çlçmç=<JççÆHç ®ççÐççmçá mçJç&çÆuçi*çíçq®s^çÆlçYç&Jçílçd ~ 

HçgççmççO³çç YçJçvlççÇcçç ³ççívç³ç: mçJç&oçí<çpçç: ~~20~~ 

mçá. GÊçjlçb$ç 38 

 

6.28 ³ççíçÆvçJ³ççHçod nílçá 

çÆJçbMççÆlçJ³ç&çHçoçí³ççívçípç&ç³çvlçí oáäYççípçvççlçd ~ 

çÆJç<çcçmLççi*Mç³çvçYç=MçcçÌLçávçmçíJçvçÌ: ~~32~~ 

oáäçlç&JççoHçêJ³çÌyççÇ&pçoçí<çíCç oÌJçlç: ~ 

 

Dç. mçb. GÊçjlçb$ç 

37 

 



6.29 JçççÆlçkçÀçÇ 

³ççívççÌ ¬çáÀOoçíeçÆvçuç: kçáÀ³ç&çêákçwlççíoç³ççcçmçáHlçlçç: ~ 

çÆHçHççÇçÆuçkçÀç mç=çqHlççÆcçJç mlçcYçb kçÀkç&ÀMçlçç mJçvçcçd ~~ 

HçíÀçÆvçuçç©Cçkç=À<CççuHçlçvçá ©#ççlç&Jçm$çáçÆlçiçd ~ 

Yç´bMçb Jç*d#çCçHççéç&çoçÌ J³çLççb içáucçb ¬çÀcçÌCç ®ç ~~33~~ 

lççb mlççb éç mJççvçd içoçvçd J³ççHçJoççÆlçkçÀçÇvççcç mçç mcç=lçç ~ 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.30 DççÆlç®çjCçç 

mçÌJçççÆlçjCçç MççíHçÀmçb³çákçwlçççÆlçJ³çJçç³çlç: ~ 34~~ 

Dç. mçb. GÊçjlçb$ç 

37 

6.31 ÒççkçÀd®çjCçç 

cçÌLçávççoçÆlçyççuçç³çç: Hç=<þpçbIççí©Jç*#çCçcçd ~ 

©pçvçd mçvoÓ<ç³çíÐççíçÆvçb Jçç³çá: Òççkçw®çjCçíçÆlç mçç ~~35~~ 

mçá. GÊçjlçb$ç 38 

 

6.32 GoçJç=lçç  

JçíiççíoçJçlç&vççÐççíçÆvçb ÒçHççÇ[³ççÆlçcçç©lç: ~ 

mçç HçíÀçÆvçuçb jpç: kç=À®s^çoáoçJç=Êçb çÆJçcçágççÆlç ~~36~~ 

F³çb J³ççHçoáoçJç=Êçç - 

Dç. mçb. GÊçjlçb$ç 

37 

6.33 pççlçIvççÇ 

------- pççlçIvççÇ lçá ³çoççÆvçuç: ~ 

pççlçb pççlçb mçálçb nçqvlç jçÌ#³ççod oáäçlç&JççítJçcçd ~ 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.34 Dçvlçcç&áKççÇ 

Dçl³çççÆMçlçç³çç çÆJç<çcçb çqmLçlçç³çç: mçájlçí cç©lçd ~ 

DçVçívççíuHççÇ[çÇlççí ³ççívçí: çqmLçlç: m$ççílççÆmçJç¬çÀ³çílçd ~~38~~ 

mçççqmLçcççbmçb cçáKçb lççÇJç´©pçcçvlçcç&áKççÇçÆlç mçç ~ 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.35 mçÓçÆ®çcçáKççÇ 

JççlçUçnçjmçíçÆJçv³ççb pçvçv³ççb kçáÀçÆHçlççíçÆvçuç: ~ 

çqm$ç³çç ³ççíçÆvçcçCçJoçjçb kçáÀ³ç&çlçd mçÓçÆ®çcçáKççÇçÆlç mçç ~~ 39~~ 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.36  Mçá<kçÀç  

JçíiçjçíOçç¢lççÌ Jçç³çáo&áäçí çÆJçCcçÓ$çmç*dIçncçd ~ 

kçÀjçíçÆlç ³ççíçÆvç Mççí<çb ®ç Mçá<kçÀçK³çç mçççÆlç Jçíovçç ~~40~~ 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.37 JçççÆcçvççÇ  

<ç[nçlçd mçHlçjç$ççJoç Mçákçwuçb içYç&çMç³ççvcç©lçd ~ 

Jçcçílçd mç©*dvççÇ©pççí Jçç ³çm³ççbmçç JçççÆcçvççÇcçlçç ~~41~~ 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.38  <çC[ 

lççívççÌ JççlççíHçlçHlçç³ççb m$ççÇiçYç&í yççÇpçoçí<çlç: ~ 

vç=JoíçÆ<çC³çmlçvççÇ ®ç m³ççlçd <çC[mçb%ççvçáHç¬çÀcçç ~~42~~ 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.39  cçnç³ççíçÆvç  

oáäçí çÆJçäY³ç³ççív³ççm³çb içYç&kçÀçí<þb ®ç cçç©lç: ~ 

Dç. mçb. GÊçjlçb$ç 

37 



kçáÀ©lçí çÆJçJç=lççb m$çmlççb JçççÆlçkçÀçÇçÆcçJç oá:çÆKçlççcçd ~~ 43 ~~ 

GlmçVçcççbmçç lççcççnácç&nç³ççíçÆvçb cçnç©pçcçd ~~ 

 

6.40 HçÌçÆÊçkçÀçÇ 

³çLçç mJçÌo&Ó<çCçÌo&³çäb çÆHçÊçb ³ççíçÆvç mçcçççÆÞçlçcçd ~ 

kçÀjçíçÆlç oçnHççkçÀçí<çç HçÓçÆlçiçvOçpJçjçvçÆJçlççcçd ~~44~~ 

Yç=Mççí<CçYçÓçÆjkçáÀCçHçvççÇuçHççÇlçççÆmçlççlç&Jççcçd ~ 

mçç J³ççHçlçd HçÌçÆÊçkçÀçÇ--- 

mçá. GÊçjlçb$ç 38 

 

6.41 jkçwlç³ççíçÆvç 

jkçwlç³ççív³ççK³çç mç=iççÆlç m$çálçí: ~~45~~ 

Dç. mçb. GÊçjlçb$ç 

37 

6.42 MuçÌçq<cçkçÀçÇ 

kçÀHçÀçíçÆYç<³ççqvoçÆYç: ¬çáÀOo: kçáÀ³ç&çÐççíçÆvçcçJçíovççcçd ~ 

MççÇlçUçb kçÀC[áuççb HççC[á çÆHç®suççb lççqJoOçm$çáçÆlçcçd ~~46~~ 

mçç J³ççHç®sduçÌçq<cçkçÀçÇ-- 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.43 uççíçÆnlç#ç³çç  

---JççlççÆHçÊççY³ççb #ççÇ³çlçí jpç: ~ 

mç oçnkçÀçM³ç&JçÌJçC³ç¥ ³çm³ççb mçç uççíçÆnlç#ç³çç ~~47~~ 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.44 HççÆjHuçálçç 

çÆHçÊçUç³çç vç=mçbJççmçí#çJçLçÓÃçjOççjCççlçd ~ 

çÆHçÊç³çákçwlçívç cç©lçç ³ççíçÆvçYç&JççÆlç oÓçÆ<çlçç~~ 

MçÓvçç mHçMç&mçnçmçççÆlç&vççÇ&uçHççÇlççm$çJçççÆnvççÇ~ 

yççqmlç kçáÀçÆ#ç içá©lJçççÆlçmççjçjçí®çkçÀkçÀççÆjCççÇ ~ 

ÞççíçÆCçJç*d#çCç©kçwlççíopJçjkç=Àlmçç HççÆjHuçálçç ~~48~~ 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.45 GHçHuçálçç  

JççlçMuçí<cççcç³çJ³ççHlçç éçílççÆHççq®suçJçççÆnvççÇ~49~~ 

GHçHuçálççmcç=lçç ³ççíçÆvç: ---- 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.46 çÆJçHuçálçç  

----çÆJçHuçálççK³ççlJçOççJçvççlçd ~ 

mç¡ççlçpçvlçá: kçÀC[Óuçç kçÀC[dJçç®çççÆlçjçÆlççÆÒç³çç ~~50~~ 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.47 kçÀçÆCç&vççÇ 

DçkçÀçuçJççnvççJoç³çá: Muçí<cçjkçwlççÆJçcçÓçq®s&lç: ~ 

kçÀçÆCç&kçÀçb pçvç³çíÐççívççÌ jpççícççiç&çÆvçjçíçÆOçvççÇcçd ~~51~~ 

Dç. mçb. GÊçjlçb$ç 

37 

 

6.48 mçççÆVçHçççÆlçkçÀçÇ 

---çÆ$ççÆYçÎçí&<çÌ³ççí&vççíiçYç&çMç³çççÆÞçlçÌ: ~ 

³çLççmJççíHço&JçkçÀjÌ J³çç&Hçlçd mçç mçççÆVçHçççÆlçkçÀçÇ ~~52~~ 

Dç. mçb. GÊçjlçb$ç 

37 

 

 



Tilak Maharashtra Vidyapeeth, M.Phil (Ayurved) 

Centre - Bharatiya Sanskriti Darshan Trust’s Ayurved Mahavidyalaya, Wagholi 

Subject – To study the role of Aartavvah Strotodushti as a risk factor in ovarian carcinoma 

Name:                      

Sex:    Age:                          Religion: 

Address:  

Occupation: 

Consent Form for Research Study 

During this study, you will be asked to complete a number of brief questionnaires concerning 

with factors such as gynecological & obstetrical  history. 

You will also be asked for some demographic information (gender, age, etc). Your participation 

will require approximately 1 hours of your time.  

There are no known harms associated with your participation in this research. All records of 

participation will be kept strictly confidential. 

The results from this study will be reported in a written research report and an oral report during 

a class presentation. Information about the project will not be made public in any way that 

identifies individual participants. Participation is completely voluntary. It may be discontinued at 

any time for any reason without explanation and without penalty.  

I have read the above form, understand the information read, understand that I can ask questions 

or withdraw at any time. I consent to participate in this research study. 

 -----------------------------  -------------------------------            --------------------------------      

Participant's signature                          Witness signature              Investigator's signature 

Date     ------------------- 
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Date: -        Study No:- 

Name:-  

Address- 

Age/Sex: -       Occupation:-     

Diagnosis- 

Date of Original Diagnosis:-      Age During Diagnosis:- 

HPR / USG:- 

 

 

Previous surgical / Medical / Trauma history 

 

Current any medical history 

  

Physical Examination- 

Pulse:- B.P.:- Wt:- 

 

Mutra:- Mala :- Jivha :- 

 

Shabda :- Sparsha :- Aakruti :- 

 

Satva :- Prakruti :- Nidra :- 

 

Koshta :- Agni :-  

 

 

 

P/A Examination: - 
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1) jkçwlçç®³çç vççl³ççcçO³çí kçÀçíCççuçç kç@Àvmçj®çç $ççmç Dççní kçÀç? 

1) nçí³ç     2) vççnçÇ 

 

2) Dçmçu³ççmç, Hçá{çÇuçHçÌkçÀçÇ kçÀçíCççuçç Jç kçÀçíCçlçç Dççní? 

1) DççpççÇ / Dççpççíyçç  2) cççJçMççÇ / cççcçç / kçÀçkçÀç / Dççl³çç  

3) DççF& / Jç[çÇuç   4) YççT / yçnçÇCç     5) cçáuçiçç / cçáuçiççÇ 

 

 

3) HççÆnuççÇ cçççÆmçkçÀHççUçÇ Jç³çç®³çç çÆkçÀlçJ³çç Jç<ççÇ& DççuççÇ ? 

1) ≤9 Jç<ç&í    2) 10 lçí 15 Jç<ç&í    3) 16 Jç<ç&í ≤ 

4) cçççÆmçkçÀHççUçÇ çÆkçÀlççÇ çÆoJçmççbvççÇ ³çílçí? 

1) 10 lçí 21 çÆoJçmççbvççÇ 2) 21 lçí 35 çÆoJçmççbvççÇ 3) ≥35 çÆoJçmççbvççÇ 4) cçççÆmçkçÀHççUçÇ ³çílç vççnçÇ 

5) Hçá{çÇuçHçÌkçÀçÇ kçÀçíCçl³ççkçÀçjCççbvççÇ cçççÆmçkçÀ HççUçÇ ³çílç vççnçÇ? 

1) vçÌmççÆiç&kçÀ jpççíçÆvçJç=ÊççÇ (Natural Menopause) 2) içYç&çMç³ççÆvçn&jCç Mçm$ççÆ¬çÀ³çç (hysterectomy) 

3) kçíÀcççíLçíjHççÇ (Chemotherapy) 

 

6) cçççÆmçkçÀHççUçÇmçcç³ççÇ çÆkçÀlççÇ çÆoJçmç jkçwlçm$ççJç nçílççí? 

1) 1 lçí 2 çÆoJçmç  2) 3 lçí 7 çÆoJçmç  3) 8 lçí 15 çÆoJçmç 4) 15 çÆoJçmççbHçí#çç pççmlç 

7) DççHçCççmç cçççÆmçkçÀHççUçÇmççþçÇ DççÌ<çOçí I³ççJççÇ uççiçuççÇ Dççnílç kçÀç? 

1) kçwJççÆ®çlç  2) JççjbJççj  3) cçáUçÇ®ç vççnçÇ 

 

8) DççHçCççmç kçÀäçlç&JççmççþçÇ DççÌ<çOçí I³ççJççÇ uççiçlççlç kçÀç? 

1) kçwJççÆ®çlç  2) JççjbJççj  3) cçáUçÇ®ç vççnçÇ 

 

9) DççHçCççmç kçÀäçlç&JççmççþçÇ kçÀçíCçlççÇ DççÌ<çOçí I³ççJççÇ uççiçlççlç? 

1) JçíovççMççcçkçÀ  2) nç@jcççívççuç  

 

10) DççHçCççmç kçÀäçlç&JççmççþçÇ DççÌ<çOçí  çÆkçÀlççÇ çÆoJçmç Içílç Dççnçlç ? 

 

11) Jç³çç®³çç çÆkçÀlçJ³çç Jç<ççÇ& uçivç Pççuçí ? 

 

12) DççHçCççmç DçHçl³ç çÆkçÀlççÇ? 
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13) ÒçmçálççÇ kçÀMççÇ PççuççÇ? 

1) Òççkç=Àlç ÒçmçJç     2) DççÌ<çOççvçí JçíovççjçÆnlç ÒçmçÓçÆlç  

3) içYç&MçbkçÓÀ (Forcep / Vaccum delivary) 4) JççcçoíJççÇ³ç ÒçmçJç (Cesarean section) 

 

14) DççHçuçç kçÀOççÇ içYç&m$ççJç Pççuçç Dççní kçÀç? 

1) kçÀOççÇ®ç vççnçÇ  2) 1 - 2 JçíUç  3) 2 Hçí#çç DççÆOçkçÀJçíUç 

 

15) DççHçuçç kçÀOççÇ içYç&Hççlç Pççuçç Dççní kçÀç? 

1) kçÀOççÇ®ç vççnçÇ  2) 1 - 2 JçíUç  3) 2 Hçí#çç DççÆOçkçÀJçíUç 

 

16) DççHçCççmç içYç&m$ççJç / içYç&Hççlç JçíUçÇ Hçá{çÇuçHçÌkçÀçÇ $ççmç Pççuçç nçílçç kçÀç? 

1) Dçl³ççlç&Jç  2) GojMçÓuç  3)   

 

17) DççHçCççmç içYç&OççjCçímççþçÇ çÆ®ççÆkçÀlmçç I³ççJççÇ uççiçuççÇ kçÀç? 

1) vççnçÇ   2) nçcççí&&vçuç çÆ®ççÆkçÀlmçç  3) IUI   4) IVF 

 
18) içYç&OççjCçí®³çç kçÀçUçlç DççÌ<çOççÇ çÆ®ççÆkçÀlmçç I³ççJççÇ uççiçuççÇ kçÀç? 

1) nçí³ç    2) vççnçÇ 

 

19) kçáÀìábyççÆvç³ççípçvççmççþçÇ içYç&çÆvçjçíOçkçÀ mççOçvççb®çç JççHçj kçíÀuçç nçílçç kçÀç? 

1) vççnçÇ  2) içYç&çÆvçjçíOçkçÀ iççíÈ³çç 3) kçÀç@Hçj ìçÇ 4) HçímççjçÇ / pçíuççÇ  5) Mçm$çkçÀcç& 

 

20) içYç&çÆvçjçíOçkçÀ mççOçvççb®³çç JççHçjçvçí Hçá{çÇuçHçÌkçÀçÇ kçÀçíCçlçç $ççmç Pççuçç? 

1) cçáUçÇ®ç vççnçÇ 2) Dçl³ççlç&Jç 3) GojMçÓuç 4) DççÆvç³ççÆcçlç cçççÆmçkçÀ HççUçÇ 

 

21) DççHçCççmç Gvnçlç çÆHçÀjçJçí uççiçlçí kçÀç? 

1) cçáUçÇ®ç vççnçÇ  2) jçípç  3) kçÀOççÇlçjçÇ 

 

22) DççHçCç jçípç J³çç³ççcç kçÀjlçç kçÀç? 

1) cçáUçÇ®ç vççnçÇ  2) jçípç  3) DççþJç[d³ççlçÓvç SkçÀoç  4) cççÆnv³ççlçÓvç SkçÀoç 

 

 

23) DççHçCççmç J³çç³ççcççvçblçj kçÀmçí Jççìlçí? 

1) Glmççn Jççìlççí  2) Lççí[ç LçkçÀJçç ³çílççí    3) HçÀçj®ç LçkçÀJçç ³çílççí    4) kçÀçnçÇ®ç HçÀjkçÀ pççCçJççlç vççnçÇ 

 

24) DççHçCççmç yççÇpçûçbLççÇiççþçÇb®çç $ççmç nçílçç kçÀç? 

1) nçí³ç   2) vççnçÇ 
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25) DççHçCççmç J³çmçvççb®ççÇ mçJç³ç nçílççÇ kçÀç? 

1) lçbyççKçÓ / Hççvç  2) Òçl³ç#ç / DçÒçl³ç#ç OçÓcç´Hççvç 3) cçÐçHççvç 4) cçáUçÇ®ç vççnçÇ 

 

26) DççHçCç oáHççjçÇ PççíHçlçç kçÀç? 

1) jçípç   2) kçÀOççÇlçjçÇ  3) cçáUçÇ®ç vççnçÇ 

 

27) DççHçCç onçÇ Kççlçç kçÀç? 

1) jçípç   2) kçÀOççÇlçjçÇ  3) cçáUçÇ®ç vççnçÇ 

 

28) DççHçCç mçkçÀçUçÇ Gþu³çç Gþu³çç HççCççÇ çÆHçlçç kçÀç? 

1) Lççí[ímçí 2) 1 iuççmç çÆkçbÀJçç pççmlç 3) cçáUçÇ®ç vççnçÇ 

 

29) DççHçCç cçuç, uçIçJççÇ Fl³ççoçÇb®çí Jçíiç oçyçÓvç þíJçlçç kçÀç? 

1) nçí³ç  2) vççnçÇ   

 

30) DççHçCççmç MçççÆjjçÇkçÀ/ cççvççÆmçkçÀ/ DçççÆLç&kçÀ/ kçÀçÌìÓbçÆyçkçÀ/ J³ççJçmçççÆ³çkçÀ mJç©Hçç®çç lççCç Dççní kçÀç? 

1) nçí³ç  2) vççnçÇ  

 

 

31) DççnçjçÆJç<ç³çkçÀ 

 

 nçí³ç vççnçÇ çÆkçÀlççÇJçíUç çÆkçÀlççÇ ÒçcççCççlç 

kçíÀUçÇ     

uççíCç®çí     

HççHç[     

cççÇþ     

çÆcçj®ççÇ     

Dççuçí uçmçÓCç Hçímì     

Yçìçìç     

kçÀçíçÆMçbyççÇj     

lçÓj[çU     

cçÓiç[çU     
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Q. No.   DççÆpçyççlç vççnçÇ Lççí[ç yçjç®ç KçÓHç®ç 

32.  cçççÆmçkçÀHççUçÇ mçcç³ççÇ kçbÀyçj oáKçlçí kçÀç? 1 2 3 4 

33. cçççÆmçkçÀHççUçÇ mçcç³ççÇ HççþçÇlç oáKçlçíí kçÀç? 1 2 3 4 

34. cçççÆmçkçÀHççUçÇ mçcç³ççÇ Hççíìçlç oáKçlçí kçÀç? 1 2 3 4 

35.  cçççÆmçkçÀHççUçÇ mçcç³ççÇ kçÀçcçkçÀçpç DçLçJçç Flçj oÌvçbçÆovç J³çJçnçj 

kçÀjC³ççJçj kçÀçnçÇ yçbOçvçí DççuççÇ nçílççÇ kçÀç? 

1 2 3 4 

36. cçççÆmçkçÀHççUçÇ mçcç³ççÇ Guçìîçç nçílççlç kçÀç? 1 2 3 4 

37.  cçççÆmçkçÀHççUçÇ mçcç³ççÇ pçáuççyç nçílççlç kçÀç? 1 2 3 4 

38. cçççÆmçkçÀHççUçÇ mçcç³ççÇ yçOokçÀçí<þlçí®çç $ççmç nçílççí kçÀç? 1 2 3 4 

39. cçççÆmçkçÀHççUçÇ mçcç³ççÇ ³ççíçÆvçÒçoíMççÇ pçUpçU nçílçí kçÀç? 1 2 3 4 

40. cçççÆmçkçÀHççUçÇ mçcç³ççÇ jkçwlçç®³çç iççþçÇ pççlççlç kçÀç? 1 2 3 4 

41. cçççÆmçkçÀHççUçÇ mçcç³ççÇ Kçjçyç Jççmçç®çç jkçwlçm$ççJç nçílççí kçÀç? 1 2 3 4 

42. cçççÆmçkçÀHççUçÇ mçcç³ççÇ kçÀçU³çç jbiçç®çç jkçwlçm$ççJç nçílççí kçÀç? 1 2 3 4 

43. cçççÆmçkçÀHççUçÇ mçcç³ççÇ uççuç jbiçç®çç jkçwlçm$ççJç nçílççí kçÀç? 1 2 3 4 

44. cçççÆmçkçÀHççUçÇ mçcç³ççÇ jkçwlçm$ççJç çÆ®çkçÀì nçílççí kçÀç? 1 2 3 4 

45. cçççÆmçkçÀHççUçÇ mçcç³ççÇ jkçwlçm$ççJç çÆkçÀlççÇ nçílççí kçÀç? 1 2 3 4 

46. 
DççHçCççmç içYç&çÆvçjçíOçkçÀ mççOçvççb®³çç JççHçjçvçí $ççmç Pççuçç kçÀç? 

1 2 3 4 

47. 
DççHçCççmç éçílçm$ççJçç®çç $ççmç nçílççí kçÀç? 

1 2 3 4 

48. 
éçílçm$ççJççmç oáiç¥Oç Dçmçlççí kçÀç? 

1 2 3 4 

49. 
éçílçm$ççJç HççC³ççmççjKçç Dçmçlççí kçÀç? 

1 2 3 4 

50.  
éçílçm$ççJç çÆ®çkçÀì Dçmçlççí kçÀç? 

1 2 3 4 

51. 
éçílçm$ççJç çÆHçJçUmçj mçHçíÀo Dçmçlççí kçÀç? 

1 2 3 4 

52. 
éçílçm$ççJç  oÔ³ççmççjKçç mçHçíÀo Dçmçlççí kçÀç? 

1 2 3 4 

53. 
æéçílçm$ççJç çÆnjJ³ççJçCç&ç®çç Dçmçlççí kçÀç? 

1 2 3 4 



CASE RECORD FORM  
 

P
ag

e6
 

 

 

 

54. 
éçílçm$ççJççJçíUçÇ kçbÀyçj oáKçlçí kçÀç? 

1 2 3 4 

55. 
éçílçm$ççJççJçíUçÇ Hççíì oáKçlçí kçÀç? 

1 2 3 4 



Sr.N
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Name Age Occupation socio 

economical 

status

Mutra Mal Jivha Agni Shabd Sparsh Nidra Satva Koshta Q1 Q2 Q3 Q4 Q5 Q6 Q7 Q8 Q9 Q10 Q11 Q12 Q13 Q14 Q15 Q16 Q17 Q18 Q19 Q20 Q21

1 Asha Gangaraj 38 Housewife Middle Prakrut Prakrut Sam Mand Prakrut Prakrut Prakrut Avar Madhya 2 0 2 2 0 2 3 3 0 0 23 2 1 1 1 0 1 2 1 1 1

2 Shamim Kashmiri 47 Housewife Middle Prakrut Prakrut Niram Mand Prakrut Prakrut Prakrut Pravar Madhya 2 0 2 2 0 2 0 1 2 12 25 2 1 1 1 1 1 2 1 1 3

3 Shraddha Mhatre 32 Housewife Middle Pitabha Vibhand Sam Mand Prakrut Prakrut Khandit Madhyam Krur 2 0 2 3 2 2 3 0 0 0 23 1 4 1 1 0 1 2 1 1 3

4 Sugandha Indulkar 38 Service Upper Pitabha Vibhand Sam Mand Prakrut Prakrut Khandit Avar Madhya 1 4 2 2 1 2 3 3 0 0 26 2 4 1 1 0 1 2 1 1 2

5 Swapna Kulkarni 46 Service Upper Prakrut Prakrut Sam Mand Prakrut Prakrut Khandit Madhya Madhya 1 2 2 2 0 2 3 3 0 0 24 1 4 1 1 0 1 2 1 2 3

6 Usha Ahire 69 Service Middle Prakrut Grathit Sam Mand Prakrut Prakrut Prakrut Madhya Madhyam1 4 2 1 1 2 3 3 0 0 0 0 0 1 1 0 1 2 1 1 3

7 Deepali Thakur 37 Service Middle Prakrut Prakrut Niram Mand Prakrut Prakrut Prakrut Pravar Madhya 2 0 2 2 0 3 2 1 1 2 25 2 1 1 1 0 2 2 1 1 3

8 Sanjana Yerunkar 37 Service Middle Prakrut Prakrut Sam Mand Prakrut Prakrut Khandit Madhya Madhya 2 0 2 2 0 2 1 2 1 6 28 2 4 1 1 0 1 2 1 1 1

9 Kasturi Malapekar 18 Student Upper Pithabh Prakrut Niram Sam Prakrut Prakrut Prakrut Pravar Madhyam2 0 2 3 0 2 3 3 0 0 0 0 0 1 1 0 1 2 1 1 3

10 Vinita Inje 30 Service Upper Pithabh Prakrut Niram Sam Prakrut Prakrut Prakrut Pravar Krur 1 1 2 2 0 2 3 3 0 0 28 0 0 1 1 0 1 2 1 1 3

11 Divya Prabhu 31 Housewife Upper Pithabh Prakrut Niram Sam Prakrut Prakrut Prakrut Pravar Madhya 2 0 2 3 0 2 2 2 2 5 26 0 0 1 1 0 2 2 1 1 1

12 Harshada Bhave 21 Housewife Middle Prakrut Vibhand Niram Sam Prakrut Prakrut Prakrut Pravar Madhya 2 0 2 2 0 1 3 3 0 0 0 0 0 1 1 0 1 2 1 1 3

13 Manisha Bhoir 35 Service Middle Prakrut Vibhand Sam Sam Prakrut Prakrut Prakrut Pravar Krur 1 4 2 2 0 2 1 1 0 0 25 2 1 1 1 0 1 2 1 1 3

14 Shibani Joshi 26 Housewife Upper Prakrut Prakrut Niram Mand Prakrut Prakrut Prakrut Pravar Madhya 2 0 2 2 0 3 1 1 0 0 25 0 0 1 1 0 1 2 1 1 3

15 Kanchan Jagyasi 32 Service Middle Prakrut Prakrut Niram Mand Prakrut Prakrut Prakrut Pravar Madhya 1 1 2 2 0 2 3 1 1 0 0 0 0 1 1 0 1 1 1 1 3

16 Poonam Jadhav 29 Housewife Middle Prakrut Prakrut Sam Mand Prakrut Prakrut Prakrut Pravar Madhya 2 0 2 2 0 2 1 1 0 0 24 1 1 1 1 0 1 2 1 1 3

17 Rajani Kelkar 59 Service Middle Prakrut Vibhand Sam Mand Prakrut Prakrut Prakrut Pravar Krur 2 0 2 2 1 2 3 3 0 0 25 2 1 1 1 0 1 2 1 1 3

18 Sangeeta Kadm 39 Housewife Middle Prakrut Prakrut Sam Mand Prakrut Prakrut Prakrut Pravar Madhya 2 0 2 2 0 2 3 3 0 0 24 2 1 1 2 0 1 2 1 1 3

19 Pratibha Kane 53 Service Upper Prakrut Vibhand Sam Mand Prakrut Prakrut Prakrut Pravar Madhys 2 0 2 2 1 2 3 3 0 0 22 2 1 2 1 0 1 2 2 1 3

20 Manisha Pawar 43 Service Middle Prakrut Prakrut Niram Sam Prakrut Prakrut Prakrut Pravar Madhya 2 0 2 1 0 3 1 3 0 0 26 1 1 1 1 0 1 2 1 1 1

21 Meenal Ponkse 48 Housewife Middle Prakrut Prakrut Sam Sam Prakrut Prakrut Prakrut Pravar Madhya 2 0 2 2 0 3 3 3 0 0 22 2 1 1 1 0 1 2 3 2 3

22 Ritu Manjarekar 38 Service Upper Prakrut Prakrut Sam Sam Prakrut Prakrut Prakrut Madhyam Madhya 2 0 2 2 0 2 3 3 0 0 28 1 1 1 1 0 1 2 1 1 1

23 purva Sawant 22 Student Middle Prakrut Prakrut Niram Sam Prakrut Prakrut Prakrut Pravar Madhya 2 0 3 3 0 1 2 3 0 0 0 0 0 1 1 0 1 1 1 1 2

24 Shilpa Sukur 39 Service Middle Prakrut Prakrut Sam Sam Prakrut Prakrut Prakrut Madhyam Krur 2 0 2 2 0 2 3 1 1 0 24 1 1 1 1 0 1 2 1 1 3

25 parnika Raskar 22 Student Upper Prakrut Prakrut Sam Mand Prakrut Prakrut Prakrut Avar Krur 2 0 2 3 0 2 0 0 0 0 0 0 0 1 1 0 1 2 1 1 3

26 Ami Sachade 38 Housewife Upper Prakrut Prakrut Sam Mand Prakrut Prakrut Prakrut Madhyam Madhya 2 0 2 2 0 2 3 3 0 0 23 2 1 1 1 0 1 2 1 1 1

27 Hemlata Deshmukh. 52 Service Upper Prakrut Prakrut Sam Mand Prakrut Prakrut Prakrut Madhyam Madhya 2 0 2 2 1 2 3 3 0 0 23 2 1 1 1 1 2 1 1 1 1

28 Revati Bhat 45 Housewife Upper Prakrut Prakrut Sam Sam Prakrut Prakrut Prakrut Avar Madhya 1 3 2 2 0 3 1 1 1 0 24 2 1 1 1 0 1 2 1 1 1

29 Madhuri Jagtap 35 Housewife Middle Prakrut Prakrut Sam Sam Prakrut Prakrut Prakrut Avar Krur 2 0 2 2 0 2 3 2 1 0 29 1 4 1 1 0 1 2 1 1 2

30 Bhavana Narrayani 30 Housewife Middle Prakrut Prakrut Niram Sam Prakrut Prakrut Prakrut Avar Madhya 2 0 2 2 0 2 3 3 0 0 24 0 0 1 1 0 2 2 1 1 3

Master chart of Control group women



Q22 Q23 Q24 Q25 Q26 Q27 Q28 Q29 Q30 Q32 Q33 Q34 Q35 Q36 Q37 Q38 Q39 Q40 Q41 Q42 Q43 Q44 Q45 Q46 Q47 Q48 Q49 Q50 Q51 Q52 Q53 Q54 Q55

1 4 2 4 3 3 3 2 2 1 1 1 1 1 1 1 1 1 1 1 1 1 2 1 1 1 1 1 1 1 1 1 1

1 4 2 4 3 2 1 1 1 3 3 3 3 1 1 1 2 3 2 2 3 1 4 1 3 3 1 3 1 3 1 1 1

1 4 1 4 3 2 2 2 1 1 1 1 1 1 1 1 1 3 1 3 3 1 2 1 4 3 3 3 1 3 1 3 3

1 4 2 1 3 2 3 2 2 2 2 3 3 1 1 1 1 3 1 1 3 1 3 1 1 1 1 1 1 1 1 1 1

2 1 2 4 3 2 1 1 1 2 1 2 1 1 1 2 1 3 2 2 1 3 2 1 2 1 1 1 1 1 1 1 2

1 4 2 4 3 3 3 2 2 1 1 1 1 1 1 1 1 2 1 1 2 1 2 1 1 1 1 1 1 1 1 1 1

3 2 1 4 3 3 1 2 1 4 4 4 4 1 1 1 1 2 1 1 3 1 4 1 1 1 1 1 1 1 1 1 1

4 4 2 4 2 2 3 2 1 4 4 4 3 2 1 1 1 3 1 3 2 1 1 1 3 2 1 1 1 3 1 1 2

3 4 2 4 3 2 1 2 2 1 1 1 2 1 1 1 1 2 2 1 2 2 2 1 1 1 1 1 1 1 1 1 1

3 2 2 4 2 2 3 2 2 3 1 3 2 1 1 1 1 2 1 2 2 1 3 1 2 1 2 2 2 1 1 1 1

4 4 1 3 1 3 3 2 1 1 1 1 1 1 1 1 1 1 1 1 1 1 2 1 1 1 1 1 1 1 1 1 1

1 4 1 4 2 2 3 1 2 2 2 2 1 1 1 1 1 2 1 2 2 2 2 1 1 1 1 1 1 1 1 1 1

1 4 2 4 3 3 1 2 1 1 1 1 1 1 1 1 1 1 1 1 1 1 3 1 1 1 1 1 1 1 1 1 1

1 4 2 4 3 2 1 2 2 2 2 2 2 1 1 1 1 2 1 1 2 2 3 1 1 1 1 1 1 1 1 1 1

1 4 2 4 3 2 1 2 1 2 2 2 2 1 1 1 1 1 1 2 1 1 3 1 1 1 1 1 1 1 1 1 1

1 4 1 4 1 2 1 1 2 2 2 2 1 1 1 1 1 2 2 1 2 1 2 1 2 2 2 1 1 1 1 1 1

3 4 2 4 2 2 3 2 2 1 1 1 1 1 1 1 1 1 1 1 2 2 1 1 1 1 1 1 1 1 1 1 1

1 4 2 4 1 2 1 1 2 2 2 2 2 1 1 1 1 2 1 1 2 1 2 1 1 1 1 1 1 1 1 1 1

2 1 2 4 2 3 1 2 1 2 2 2 2 1 1 1 1 2 1 2 1 2 2 1 2 1 2 1 1 1 1 1 1

1 4 2 4 2 3 1 1 1 3 3 3 3 2 1 1 1 3 1 1 2 1 3 1 1 1 1 1 1 1 1 1 1

1 1 2 4 3 2 1 2 1 2 2 2 2 1 1 1 1 1 1 1 2 1 3 2 1 1 1 1 1 1 1 1 1

1 4 2 4 2 2 1 2 2 1 1 1 1 1 1 1 1 1 1 1 1 1 2 1 1 1 1 1 1 1 1 1 1

1 4 1 4 2 2 2 1 2 3 3 3 3 2 1 1 1 1 1 1 3 1 2 1 2 1 2 2 1 1 1 1 1

4 3 2 4 2 2 3 2 1 1 1 1 1 1 1 1 1 1 1 1 3 2 2 1 3 3 2 2 3 1 1 2 2

3 2 2 4 3 2 1 1 1 3 2 2 2 1 1 1 1 1 1 1 2 1 3 1 1 1 1 1 1 1 1 1 1

1 4 2 4 3 3 3 2 2 1 1 1 1 1 1 1 1 1 1 1 1 1 2 1 1 1 1 1 1 1 1 1 1

4 2 4 1 1 1 2 2 2 1 1 1 1 1 1 1 1 1 1 1 1 1 2 1 1 1 1 1 1 1 1 1 1

1 4 2 4 3 3 1 2 1 3 3 3 3 1 1 1 1 2 1 2 1 1 1 1 1 1 1 1 1 1 1 1 1

4 4 1 4 1 3 1 2 1 3 3 3 3 3 1 1 1 3 1 1 2 2 3 1 2 2 1 1 1 2 1 1 1

3 4 1 4 1 1 1 2 2 2 2 2 2 1 1 1 1 2 1 1 2 1 3 1 1 1 1 1 1 1 1 1 1



Master chart of Ovarian cancer patients
Sr.
No.

Name Age HPR Occupation socio 
economical 
status

Mal Mutra Jivha Agni Shabd Sparsh Nidra Satva Koshta Q1 Q2 Q3 Q4 Q5 Q6 Q7 Q8 Q9 Q10 Q11 Q12 Q13 Q14 Q15 Q16 Q17 Q18 Q19 Q20 Q21 Q22 Q23 Q24 Q25 Q26 Q27 Q28 Q29 Q30 Q32 Q33 Q34 Q35 Q36 Q37 Q38 Q39 Q40 Q41 Q42 Q43 Q44 Q45 Q46 Q47 Q48 Q49 Q50 Q51 Q52 Q53 Q54 Q55

1  Shobha Sakharam Agre 63 High greade serous carcinoma Service Middle  Grathit Prakrut  Niram Mand Prakrut Prakrut Khandit Madhyam Mrudu 2 0 2 2 1 2 3 3 0 0 20 3 1 1 2 0 1 2 3 1 2 1 2 4 1 2 1 1 1 3 1 1 1 1 1 1 1 2 1 1 2 1 3 1 2 2 1 2 1 3 1 1 1
2  Kalpana Vijayakumar Jain 65 High Grade serous carcinoma Housewife Upper Prakrut Prakrut Niram Mand Prakrut Prakrut Prakrut Madhyam Mrudu 2 0 2 2 1 2 3 2 1 0 31 1 4 1 2 0 2 1 1 1 3 2 1 2 4 1 1 3 2 1 4 2 4 3 1 1 1 1 2 4 1 4 2 3 1 2 1 3 1 1 1 1 1 1
3  Snehal Pramod kubal 55 Serous Papillary Adenocarcinoma Housewife Upper Grathit Prakrut Niram Sam Prakrut Prakrut Prakrut Pravar Mrudu 2 0 2 2 1 2 3 3 0 0 25 1 3 1 1 0 1 1 1 1 3 1 2 4 3 1 3 2 1 1 1 1 1 1 1 1 1 1 1 1 2 1 3 1 1 1 1 1 1 1 1 1 1
4  Deepa Pradeep Jogdand 37 High Grade adenocarcinoma in bilateral ovaries. Teacher Middle Grathit Prakrut Niram Sam Prakrut Prakrut Prakrut Madhyam Mrudu 1 2 2 2 2 2 3 3 0 0 20 3 1 1 3 0 1 1 2 2 3 3 4 2 4 3 2 2 2 2 1 1 1 1 1 1 1 1 2 1 1 2 1 3 3 1 1 1 1 1 1 1 1 1
5  Sharmila Vyas 47 Bilateral ovaries – Serous papillary carcinoma Teacher Middle Prakrut Prakrut Niram Sam Prakrut Prakrut Khandit Pravar Madhya 2 0 2 2 2 1 3 3 0 0 27 1 1 2 1 0 1 2 1 1 2 2 4 2 4 1 2 3 2 2 1 1 1 1 1 1 1 1 1 1 2 1 1 3 1 1 1 1 1 1 1 1 1 1
6  Vijaya Dattatray Abnave 52 Bilateral ovarian High grade serous Carcinoma Housewife Upper Grathit Nakt mutrataSam Mand Prakrut Prakrut Khandit Madhyam Krur 2 0 2 3 1 1 2 3 2 0 17 2 1 1 1 0 1 2 1 1 1 3 4 2 4 3 2 3 1 1 1 1 1 1 1 1 1 1 1 1 1 3 1 2 1 3 3 3 2 1 3 1 1 1
7  Indubai Hanumant Katave 66 High grade poorly differentiated malignant Housewife Middle Grathit Prakrut Sam Mand Prakrut Prakrut Prakrut Madhyam Mrudu 2 0 2 2 1 2 1 3 3 0 21 4 1 1 1 0 1 2 5 1 3 1 4 2 4 3 2 3 2 1 1 1 1 1 1 1 1 1 1 1 1 2 1 2 1 1 1 1 1 1 1 1 1 1
8  Rekha Patil 54 serous cystadenocarcinoma Housewife Middle Grathit Sadah Sam Sam Prakrut Prakrut Alpa Madhyam Mrudu 1 4 2 2 3 2 3 3 0 0 23 2 1 2 2 0 1 2 2 1 3 1 4 2 4 3 2 3 1 1 3 3 3 4 1 1 1 4 2 2 2 2 4 1 1 3 2 1 2 4 4 1 3 3
9  Kavita Sham Lakhani 61 Metastatic Papillary adenocarcinoma Housewife Upper Bhasarat Prakrut Sam Mand Prakrut Prakrut Prakrut Madhyam Madhya 1 3 2 2 2 1 3 3 0 0 21 2 1 2 2 0 1 1 1 1 3 2 4 2 4 3 1 1 1 1 1 3 1 1 1 1 1 1 2 1 1 3 1 3 1 3 3 1 1 1 2 1 1 1
10  Veena Singh 64 High grade poorly differentiated malignant Service Upper Bhasarat Prakrut Sam Mand Prakrut Prakrut Prakrut Madhyam Madhya 2 0 3 2 1 2 3 3 0 0 25 0 0 1 1 0 1 2 1 1 3 3 4 2 4 3 1 1 1 1 3 1 1 2 1 1 1 1 1 1 1 2 1 2 1 1 1 1 1 1 1 1 1 1
11  Deeplaxmi Gopichand Chodankar 44 High Grade papillary serous adenocarcinoma Service Upper Prakrut Prakrut Niram Mand Prakrut Prakrut Khandit Madhyam Madhya 1 1 2 2 2 3 3 3 0 0 0 0 0 1 1 0 1 1 1 1 3 1 4 1 4 2 2 1 2 1 1 1 1 1 1 1 1 1 1 1 1 1 1 3 1 2 1 2 1 1 1 1 1 1
12  Sushma Rane 56 Adenocarcinoma Grade III Housewife Middle Prakrut Prakrut Sam Mand Prakrut Prakrut Prakrut Pravar Madhya 2 0 2 2 1 2 3 3 0 0 20 3 1 1 1 0 1 2 3 2 3 1 4 2 4 1 3 3 1 2 1 1 1 1 1 1 1 1 1 1 2 1 1 1 4 1 1 1 1 1 1 1 1 1
13  Usha Kanhere 47 High grade Mucinous adenocarcinoma of the ovary Housewife Middle Grathit Prakrut Niram Sam Prakrut Prakrut Prakrut Madhyam Krur 2 0 2 2 2 2 3 3 0 0 21 1 4 2 1 0 2 2 1 1 1 1 4 2 4 1 2 3 2 2 1 1 2 1 1 1 1 1 1 1 1 1 1 3 1 1 1 1 1 1 1 1 1 1
14  Pooja Pravin Rane 49 serous cystadenocarcinoma Service Upper Prakrut Prakrut Sam TikshnaPrakrut Prakrut Prakrut Pravar Mrudu 1 4 2 2 2 2 3 3 0 0 24 1 1 1 2 0 1 2 3 1 3 2 1 2 4 3 2 1 2 2 1 1 2 2 1 1 1 1 1 1 3 2 1 1 1 1 1 1 1 1 1 1 1 1
15  Anagha Anil Bapat 56 Residual adenocarcinoma Retired Upper Prakrut Kwachit baddha, kwachit dravSam Sam Prakrut Prakrut Khandit Pravar Krur 1 2 2 2 1 1 3 3 0 0 23 1 4 1 2 0 1 2 3 1 3 2 2 2 4 1 2 3 2 1 1 1 1 1 1 1 1 1 2 3 1 3 2 2 1 3 1 3 1 1 1 1 1 1
16  Neela Vilas Datar 66 Ovarian moderately differentiated serous papillary Retired Upper Prakrut Prakrut Sam Sam Prakrut Prakrut Prakrut Pravar Madhya 1 3 2 2 1 2 3 3 0 0 29 2 3 2 2 0 1 2 1 1 3 4 2 4 1 1 1 3 2 2 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1
17  Deepali J Sawant 64 Serous cystadenocarcinoma Retired Upper Grathit Prakrut Sam Mand Prakrut Prakrut Khandit Pravar Krur 2 0 2 2 1 2 3 3 0 0 25 2 1 1 2 0 1 2 2 1 3 2 2 2 4 3 2 1 2 2 3 3 3 2 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1
18  Sunanda Chandrakant Dahivalkar 54 Serous Papillary Cyst Adenocarcinoma Housewife Middle Prakrut Prakrut Sam Mand Prakrut Prakrut Khandit Madhyam Madhya 2 0 2 2 2 2 3 3 0 0 17 1 1 3 1 0 1 1 1 1 3 1 4 2 1 1 2 2 2 2 1 1 1 1 1 1 1 1 1 1 1 3 1 2 1 1 1 1 1 1 1 1 1 1
19  Rekha Ramesh Chaudhary 62 High grade Mucinous adenocarcinoma of the ovary Retired Middle Prakrut Prakrut Sam Sam Prakrut Prakrut Prakrut Pravar Madhya 1 4 2 2 1 2 3 3 0 0 21 2 1 1 1 0 1 2 5 1 1 1 4 2 4 3 2 3 2 2 1 1 1 1 1 1 1 1 1 1 1 3 1 3 1 3 2 1 2 1 1 2 2 2
20  Shobha Annasaheb Pawar 50 serous cystadenocarcinoma Housewife Middle Prakrut Prakrut Sam Sam Prakrut Prakrut Prakrut Pravar Madhya 1 2 2 2 1 2 3 3 0 0 19 3 1 2 1 0 1 2 2 1 1 1 4 2 4 3 2 3 2 2 1 1 1 1 1 1 1 1 1 1 2 1 1 2 1 1 1 1 1 1 1 1 1 1
21  Anjali Ravindra Tembhurnikar 51 High grade Mucinous adenocarcinoma of the ovary Retired Middle Prakrut Prakrut Sam Sam Prakrut Prakrut Prakrut Madhyam Madhya 2 0 2 4 2 2 3 3 0 0 21 1 3 1 1 0 1 2 2 1 1 2 2 2 4 3 2 2 2 2 1 1 1 1 1 1 1 1 1 1 1 3 1 3 1 1 1 1 1 1 1 1 1 1
22  Usha Sharad Patil 45 serous cystadenocarcinoma Housewife Upper Prakrut Prakrut Sam Sam Prakrut Prakrut Prakrut Pravar Madhya 1 4 2 2 3 2 1 1 1 0 14 1 1 1 1 0 1 2 1 2 2 3 2 4 1 2 2 2 2 2 2 2 2 1 1 1 1 1 2 3 1 3 1 4 1 1 1 1 1 1 1 1 1 1
23  Devashree Rajesh Wadkar 19 Boardeline Mucinous tumor Student Upper Prakrut Prakrut Niram Mand Prakrut Prakrut Prakrut Pravar Madhya 2 0 2 2 2 3 3 0 0 0 0 0 1 1 0 1 2 1 1 3 3 1 2 4 3 2 2 2 1 1 3 1 2 1 1 1 1 2 1 3 1 1 2 1 3 1 3 2 1 2 1 1 1
24  Sugandha Yadav 55 Mucinous cystadenoma Housewife Upper Prakrut Prakrut Niram Sam Prakrut Prakrut Khandit Madhyam Madhya 2 0 2 2 1 2 3 3 0 0 17 3 1 1 1 0 1 2 1 1 3 1 4 2 1 1 2 1 2 2 1 1 1 1 1 1 1 1 1 1 1 2 1 2 1 1 1 1 1 1 1 1 1 1
25  Sunita Samant 59 High grade poorly differentiated adenocarcinoma Housewife Upper Prakrut Prakrut Sam Mand Prakrut Prakrut Prakrut Madhyam Madhya 2 0 3 2 1 2 3 3 0 0 26 2 3 1 1 0 1 2 5 1 3 2 1 2 4 1 2 3 2 2 1 1 1 1 1 1 1 1 1 1 1 3 1 3 1 1 1 1 1 1 1 1 1 1
26  Shailaja Vasant Gurav 63 Poorly differentiated adenocarcinoma Housewife Middle Prakrut Prakrut Sam Mand Prakrut Prakrut Khandit Madhyam Madhya 2 0 2 2 2 2 3 3 0 0 18 3 1 2 2 0 1 1 3 2 3 1 4 2 1 2 3 1 2 2 1 1 1 1 1 1 1 1 1 1 1 2 1 3 3 1 1 1 1 1 1 1 1 1
27  Charuta Abhay Paranjape 49 Metastatic adenocarcinoma likely primary site Service Upper Grathit Prakrut Sam Sam Prakrut Prakrut Khandit Madhyam Krur 1 3 2 2 2 2 3 3 0 0 28 0 0 1 1 0 1 2 1 1 1 2 1 2 2 2 2 1 1 1 1 1 1 1 1 1 1 1 3 1 1 3 1 2 1 1 1 1 1 1 1 1 1 1
28  Nisha Suryakant Kand 40 Papillary solid serous cystadenocarcinoma Housewife Middle Prakrut Prakrut Sam Sam Prakrut Prakrut Khandit Pravar Madhya 1 3 2 2 2 2 3 3 0 0 28 1 1 1 1 0 1 1 1 1 3 1 4 2 4 1 3 2 2 1 3 3 3 2 1 1 1 1 4 3 3 3 1 2 1 2 1 2 1 1 1 1 1 1
29  Nanda Vilas Mane 44 High Grade solid with papillary serous Housewife Upper Prakrut Prakrut Sam Sam Prakrut Prakrut Prakrut Madhyam Madhya 1 2 2 2 2 1 1 2 2 0 15 2 1 1 2 0 1 2 3 2 3 2 3 2 4 2 3 3 1 1 3 1 3 3 1 1 1 1 2 1 1 2 1 2 4 1 1 1 1 1 1 1 1 1
30  Anuradha Chandrakant Kulkarni 74 Residual viable high papillary serous carcinoma Retired Upper Prakrut Prakrut Sam Sam Prakrut Prakrut Prakrut Madhyam Madhya 1 0 2 2 1 2 3 3 0 0 23 3 1 1 2 0 1 2 1 1 1 1 4 2 4 3 2 2 2 2 1 1 1 1 1 1 1 1 1 1 1 2 1 2 1 1 1 1 1 1 1 1 1 1


	01_.Title page
	02_.Declaratio of Authorship - Form A
	03_. Cerificate by Research Guide
	04_. Acknowledgement
	05_. table of contents
	06_. Introduction
	07_ Aims & Objectives
	08_.Review of Literature
	09. Material & methods
	10. Observations final
	12. Discussion & conclusion
	13. BIBILOGRAPHY
	14. Reference review
	15 Consent
	16 CRF
	17 Master Chart
	18 Master Chart1

