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1. Introduction :

Chronic kidney disease (CKD) encompasses a spectofindifferent
pathophysiological processes associated with abamlokidney function, and a
progressive decline in glomerular filtration ra@HR). Provides a widely accepted
classification, based on recent guidelines of thédwal kidney foundation {Kidney
Dialysis Outcome Quality Initiative (KDOQI)}, in wbh stages of CKD are defined
according to the estimated GFR.

The term Chronic Renal Failure applies to the mecef continuing
significant irreversible reduction in Nephron numband typically corresponds to
CKD stages 3-5. The pathophysiological processeésaaaptations associated with
chronic renal failure will be the focus. The digjng term end-stage renal disease
represents a stage of CKD where the accumulatidoxifs, fluid, and electrolytes
normally excreted by the kidneys results in themicesyndrome. This syndrome
leads to death unless the toxins are removed bgl replacement therapy, using
dialysis or kidney transplantation.

It is important to identify factors that precipigatisk for CKD, even in
individuals with normal GFR. Risk factors includgplertension, diabetes mellitus,
autoimmune diseases, and older age, a family isibrenal disease, a previous
episode of acute renal failure, and the presencprateinuria, abnormal urinary

sediment, or structural abnormalities of the unrtaact.

CKD not only increases the mortality and morbididye to its vascular
complications resulting in cardiovascular- cerelsmular events and CKD
progression to end-stage kidney failure; but akscabise of its adverse impact on the

economy of the country.

This is now almost a global phenomenon and noticést to India alone.
Considering that prevalence of CKD in India is mbte be 13.8% which itself is
very high; early detection, evaluation and prewentnanagement will be the key to
delay progression and to prevent adverse outcomédadia ~ 90% patients cannot
afford the cost. Over 1 million people worldwidevdi on dialysis or with a

functioning graph shows incidence of CKD has dodlitethe last 15 yeafs.
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Epidemioloqgy:-

Chronic kidney disease is a worldwide public healtbblem. There is a
rising incidence and prevalence of kidney failwéh poor outcomes and high cost.

There is an even higher prevalence of earlier stagehronic kidney disease.

Increasing evidence, accrued in the past decaddiates that the adverse
outcomes of chronic kidney disease, such as kidabyre, cardiovascular disease,
and premature death, can be prevent or delaysieEatages of chronic kidney
disease can be detected through laboratory testirgatment of earlier stages of
chronic kidney disease is effective in slowing fnegression toward kidney failure.
Initiation of treatment for cardiovascular risk facs at earlier stages of chronic
kidney disease should be effective in reducing ioaesdcular disease events both

before and after the onset of kidney failéire.

Selection of Topic:

In Ayurveda practice, while treating CKD casesvefigood result. In stage 1
to 3 disease may be reversed with regular Ayurvesment. The stage 4 and 5
which labeled as End Stage Kidney Disease, disgemosis can be delayed with
treatment all these better approach lead to CKBystu

While study CKD with Ayurveda it is must to undinsd CKD thoroughly
means to understand the causes, lakashanas andapimp\yurveda gives
significant as appropriate knowledge of this diseabhe fundamental principals
related to Dinachrya, Rutucharya and the basicsdarg mentioned clearly in texts.

Using all this principal the above disease carrdated properly.

The basic causes understanding in major aid fa&ingaawareness in society
about the preventive tool those diseased with DNH& The awareness of kidney
care can be possible with Ayurveda regime Dinacharyd Rutucharya modification

in life style of the society.
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Deceleration:-

While presenting the synopsis the titl€éht Aetiopathological Study of
Chronic Renal Failure with Ayurveda Perspectivé in 2009 but as per guidelines
of National Kidney Foundation (USA), CRF term isaole to CKD (Chronic

Kidney Disease). The reason for changing namevingbelow?

Nomenclature (Kidney Disease Outcome and Quality Ihative):-

The word “kidney” is of Middle English origin ands immediately
understood by patients, their families, providdrsalth care professionals, and the
lay public of native English speakers. On the otHaand, “renal” and
“nephrology,” derived from Latin and Greek root®spectively, commonly require
interpretation and explanation. The Work Group &mel NKF are committed to
communicating in language that can be widely urtdeds hence the preferential use

of “kidney” throughout these guidelines.

National Kidney Foundation (USA) has formulated KQOkidney disease
outcome and quality initiative) guideline for alspects of CKD. They have
classified CKD in to stage 1- 5 depending on GFRRellat detection. By applying
these guidelines the term ‘chronic renal failul€R§F) has been removed and they
get included in CKD. This has helped immensely @move the fear and
psychological impact on our CKD patients at ladgewever, it has not been able to
sort out certain important major problems, particlyl while trying to apply and
adopt them to various ethnic populations includmg own Indian population.
KDOQI guidelines have staged the CKD based on GERutations done on

estimations of creatinine cleararce.
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2. Aim, Objective & Methodology

Aim:-

1.

To study hetu, lakshana & samprapti of CRF with Asaala aspect.

Objective:-

1.

To study 110 patients of CKD to understand SrotshtiuCauses, Lakashana
and Samprapti.

Materials:

Well diagnosed patient of CKD

On the basis of hematological & biochemical as aslradiological tool

CBC

Blood Urea

Sr. Creatinine

Urine study
Sonographical evidence

Qualitative parameters as mentioned in case paper

Study Interest:-

1. The case study of 110 patients with different agsug (Above 16 to 80),
Gender, Occupation from Saras Dialysis Centre aithdy Care Clinic,
Pune were included in study.

2. Observation of different causes (hetu), symptonts signs(lakashanas) and
pathogenesis (samprapti)

3. To understand srotas involvement by distinguishimg observed hetus as
well lakshana.

4. The statistical analysis of hetu, lakashanas fartimeing samprapti.

Sample Size:

Number of patients — minimum 110 as per the rulprefalence.

Patients without dialysis & ongoing dialysis inchat
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Inclusion:
= Diabetes
* Hypertension
= Chronic Glomerular Nephritis
= Chronic Interstitial Nephritis
= Renal Vascular Sclerosis
= Vasculitis

= Nephrotic syndrome

Exclusion:
= Obstructive causes; urinary calculi, enlarged aitest
= Multiple myeloma
= Vesico urethral reflux

= Clinically non responding patients

Methodology:-

Hetu methodology - The hetus are grouped intoAharia 2) Viharia 3) Manas
4) Viruddha

Analysis will be

1. Santarpan
2. Apatarpan
3. Vyadhi

4. Viruddha
Ahara:-

Rasa:Taste
Madhur, (Sweet)
Amala(Sour)
Lavan(Salty)

Katu (Pungent)
Tikta (Belter)
Kashaya(Astrigent)
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Vishamashana Irregular meal timing: - Present/Absent
Adhyashana- Present / Absent

Paryusheet- Stale food — Present/ Absent
Abhishyandi- Present/ Absent

Vistambhi - Present/ Absent

Mansa Ahara- Present/ Absent

Pravar. -Brekfast /Lunch / Dinner- Excess

Avar: - Brekfast /Lunch/ Dinner - Less

Madhyam:- Brekfast /Lunch / Dinner - Moderate.

Viharia hetu methodoloqy:-

Exercise :- Present/ Absent
Nidra: - Present/ Absent
Diwaswap: Present / Absent
Jagaran- Present/ Absent
Atap:- Present/ Absent
Upwas:- Present/ Absent
Rajasevana Present/ Absent

Bhashana Present/ Absent

© © N o g kM w NP

Vegavrodha- Present/ Absent

Manas hetu methodoloqgy:-
1. Krodha- Present/ Absent
2. Shoka- Present/ Absent

Viruddha hetu methodology:-

1. Desh:- Present/ Absent

Kala :- Present/ Absent

Agni:- Present/ Absent

Matra :- Present/ Absent

Satmya viruddha Present/ Absent
Dosha Viruddha- Present/ Absent

Sanskara Present/ Absent

© N o g bk~ D

Sanyog: Present/ Absent
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9. Virya viruddha- Present/ Absent
10.Kostha viruddha Present/ Absent
11. Avastha viruddha Present/ Absent
12.Karma viruddha- Present/ Absent
13.Parihara viruddha- Present/ Absent
14.Pachana viruddha Present/ Absent
15. Paka viruddha- Present/ Absent
16. Sanyog viruddha Present/ Absent
17.Hrud viruddha- Present/ Absent
18. Sampat viruddha Present/ Absent
19.Vidhi: - Present/ Absent.

Lakshana Methodology:-

1) Srotodushti lakshana
2) Dosha lakshana

3) Dhatu dushti lakshana
4) Adhisthana lakshana
5) Avastha lakshana

6) Updrava lakshana

7) Bhahu dosha lakshana

Samprapti methodology:-

Hetu and Lakshaneorrelation withAdhisthana

Thus, for above mentioned hetu lakshana referencese as follows:-

I STIaRYT - WIS - qg. 7.3 /3
. o - |gad 3: fea a7 Jiemferesiy | @ oty o/t = d
guiRaafaer |1 g. 3/3

. =% - F9mmE: g | 9. A o)/
SR wedq | g, . 3k9/%

iv. faweg =g

Page | 7



I SUBTATTTHETARIA: | dwpRadl dRiaed
HISSTIRRITHHRIY | 1¢& | |

IRERITARINT O] SIS = feg d=a 9 f&d
ERIFEIEEC R S AN

free  cudwageieonts gl oqu  fErgRiaife wws
gfevegd [lee |

FIaIS fIog  Teoiawenfada s | o dral, dAe 4
B hITeHTTH | 1¢R 1

f[Awga-el dgaau aqfdd | AgAfd: FHgd AT dfgwoedd
lIRo |1

B HIUNCHATTRIY gefiarfadaq | < Arcfdeg J faog

@ enfafT: 11Rall

AT FAMOTHN  [IegHmyfhar | WeRal e e
fawaveadq 11811

woeHaaEh Rigd 399 & | fowg 9 e deia:
NISEIRGEZ SRR

I GASAOIERIO GA0 e WA | RO A
AadrdAveT IR 1

AGHIBR [H o WeAl qAT 95 | Taq drolaes J, [Toe
TSI RIAT | IRY | |

’HHO?«ICJIqd«llﬂlHHTb‘iﬂlﬁ(ﬂd?lqu\| BEISRERIGRES CINE

TAHBITTH | IRE | |

RCC1 b (SIS I T M S S o] S S = s | R ST
WTereEfeg ey | 1ju |

gRERfIwg J aREEIENg I Aadwi gdagiva dicl oid

g 11R¢ ||

Page | 8



Vi.

Vil.

viii.

XI.

Xil.
Xiil.

XIV.

IHE UTHATAY gRgareAadd | udaargaraduadatd 9

FeHdd | AT faog TerSel gadr 98 |I_R | |

GG Tod glgwg dgedd | Hilgeg digeladsiiRy q
g | 1900 ||
afferspr=Rd aISy fuerawg a1 |1 o fAffees g yogd g

9 Iq | dedfegds Wfgeequaiforad 119091 |

g IgHTRI GRIAT A1 S | arderieardd Iy

frenfgarsa™ |1 su. Su.20/18

SRled QW BN s Iacadd: | fOwe dfg e
gaRaar R || gferi Mol fawsdar |HqargHan
| 3f. 9. 9. R/

ST — SIYYT Fela¥] Fela: UTEiSTHhH | 3. . 86/49
T - Feed Wahrel IR ERRIT | . 8. 4g/3
JITAYRG - JAuHa: gaida: | . . :w/¢g

TIAYRR: ATTIHTTH | I. G. 92/9¢
TR - TRIRIY: TeISFRIISIIVI SH | 4. |, 9. 4/3%
feaream: - fearest « | . 9w, 8/ 89

IS - 3fige 39 da1 | g T 4u/9g

gal: - ARG AN SO IfemH=9 | 3. 1. 20/

gl - BGI SchaleH | . . 4§/39- N
SIEEECEU IS I S 9. 3. 4/ 9

SR - g smma: | 9. 9. /33

TATH: - IRR IRATASTTD BH | a1, . /%0

Page | 9



XV. IR - fvssenT sy agwild Ahlel a1 Sl e |
ERERETRAY
XVi. U & efdre d. 9. R /94
XVil.  Tivg: - gof: a1 g, . 93 /33
XViil.  331eaT: - ey PRy Ud: | 7. . 26

XiX. ge8l: - JIa=r =g |1 . 71, ]/23

XX. 99 - IhiRYaT ug Haaaq | =, . 3/3%

XXl SUAR - WISORAAN: MY | . 3. 3%/ 93%

XXil. P - g9 B | 9. 3. g/¢
TS UL | . 9. 9/9¢

XXiil. 3w - gAYhSURUK Wi | =, . 94/33g

Page | 10



3. Review of Literature:

3.1 Vedic literature:

The references from\ranyka, Brahamana, Upanishadtend samhita.as
well asApadshautra Sutra, Bodhayan Shautra, Aukshaya Sh&uitraare enlisted
below
Vedanga:In Vedangahemutraword is observed with relation to excretion fuoati

and the diseases lildutramehain mentioned
Mutra:

The wordsMutra, Mutra Kruchha, Mutra Purisha, Mutra purishasarga as
well asMutra purishalohita reta are seen. Kausheya Shautrasutra Mutra meha,

Mutra visarga, Mutra shakruta and Mutra kruchbhee seen.

Vrukka : In the Vedanga fronKaushaye Shautra Sutra Vrukka, Vrukka Upchara,

Vrukka medare seen
Yakruta: The word Yakruta along witmeda, lomas seen.

Upanishadha The word Mutra, Mutra Drava, Mutra purishaand Mutra

Shleshama, Rakta, ShukaadSwedaare observed.
Brahamana: The words are seen ¥sukka, MutraandMutra purisha
Samhita:

The Mutra word is highlighted frequently. Apada Shautrasuvthile
performing the rituals, rule suggests prior urioatito avoid furtherVega

sandharanaof adharniya Vegdo disciples before théagnaya Karma.

As well heart, tongue, sternum, liver, the two lags, left arm, both the
thoracic walls, the right buttock one third of tleetum these are the limbs which are
to be offered to the deities (the chief offerings).
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3.2 Ayurveda Literature Review:-

Ayurveda aspect to study CKD is to observe hefalsashanas (signs and
symptoms) and correlate to understand sampraptigganesis) .The basic need is
to study formation olrukka Mutra and its relation wittdoshato understand the
kidney disease. The srotas and dushti lakshanae@eved .Thus, text reviewed for

basic concepts which are involved in CKD aetiopkttpoesis.
Content of Ayurveda review:-

1. Vrukka - Relation withMahabhuta, Dosha, Dhatu, Mulsthana of Mutravaha
Srotas, Mutra and Sweda.

2. Kleda: - Mutra Formation, Mutra Roga, E.g. Prameduad Vrukka Vikara

3. Mutra: - Mutra and dosha relation, Mutra and Dhatelation, Mutra and
Kledarelation.

4. Srotas and dushtakashanani

5. Hetus causes mainlegavrodha, Viruddheeviewed.
Sharir — Vasti, Vrukka, Gavini, Mutravaha Srotas

As stated iKhudika Garbhavkranti Adhyayf@rmation ofGarbhais due to
Shukra & Artava Garbha is Matruja. Matruja Ahara rasa nourishesGarbha

eventually ends in the formation of individual.

Twak, Nabhi, Hridya, Kloma, Yakruta, Pliha, Vrukk&asti, Purishadhana,
Amakshaya, Pakawakshaya, Uttar and adharguda, $imiicr, & Vapais maturja
organs®

Vrukka — Matruja Avayav-

The twak lohit, mamsa, meda, nabhi Hrudya, klom, yakpliha, vrukka,

vasti and purishadhanare maturjaavayuva.

Vrukka and Mahabhuta Relation:-

Pruthavi Vrukka akara
Jala Kleda and Mutra
Tej Tej mahabhuta for blood filtration with formatiohmutra
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Vayu All functions of vrukka
Akasha Maintains sachidrata —porosity.
Vrukka and Dhatu: -Vrukkais formed fromRakta and Meda dhatu

Vrukka Mulsthana: - Vrukkais mulsthana foMedavaha Strotas!

Vrukka — Dosha - Tridoshawith Kaphadominances.

Strotas hetu and dushti lakshana:

Medovaha StrotasDay sleep, Fatty food and Alcoholic drin¥s.
Dushti Lakshana Prameha Poorupa.

Mutravaha Strotas The basic site for mutravaha Strotas nmtrakshaya and

vankashan&®

Dushti lakshana: Bahumutrata, Alpamutrata, Mutra Avarodha, Buringittion,

Mutra Gandha, Varnzhanges.

Purishavaha StrotasPakawakshaya and guda

PurishaStrotas LakshanaShashoola, Sakashta, Sarakta, Pravartana
Swedavaha Strotasvleda and lomakup

Dushti lakshana: Daha, lomaharshaexcess sweating, less sweating dryness of

skin®®

Formation of Urine:-

Saman Vaydacilitate pachana with the help Kfedaka Kaphao reduce the
Kledan karma facilitate Pachaka strava fréimashaya, Pachamanasahya, Yakrut
and AgnyashayaThis helps in formation ofeja, Dravaand sukshma Aharand
separation ofmala into Saara & kitta The ahara rasa absorbed ®yahani and

forwarded towards heart (lsgsa dhamanyéor further body nourishmenty.

This antrapachan gives rise to dosha formation. dbsha similar guna
ghataka absorbed in rasa and nourishes for dodha. i3 the vital function of
Samaan Vayu

Samaan Vayu Prakupit Vikaras &elma, Atisaara and Agnimandsc.
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Mutra Pravartara Excretion urine

The apana vayu site ¥&ushna, Vrukka, Vasti, Gavini, Nabhi, Uru & Gutla

When the bladder is completely filled with urine,is excreted with the

stimulus ofApana Vayu

Apana Vayu Prakupita VyadhiThe apana vayuvitiation leads toMutragrha,

Garbhastrava and Bhagandré

Dosha & Mutra:-

Thetridosha nirmitiin the body is output of digestive process thaaishana.
Here pachana means it is of the Ahara taken byviohaal for his daily energy
requirement. The daily diet consumption is procéskeoughpachanasanstharhis
is directly related to the basic three avasthapakapectively formingprakrut
Kapha, Pitta & Vata Further the remaining (Pachit Ahara rasa) pderdbrmation
of the tridoshasis directed / circulated throughout the body. Bgrthis process the

particulardhatustake necessary part for their poshana individually

This is the basic pachana process in digestiveesydfbeled as three

avasthapakavhich is not possible witholtayagni

The rest remaing part is already having malavipaktarupawheremutrais

alsoavyaktin jalia form as it is with thelhatuposhanka ghatak

The same rasa circulating throughout the body sbeas the individuadhatu
with their respectiveghatak. Hence this is thesukshma pachanaourishing the

dhatus.Thejalia part againn avyaktaform is given back to the circulating rasa.

Here duringsukshma pachanaedadhatu is the chief among theevan

dhatuswhich contributes on higher side kiedaformation.

Thus samanya pachan& pachana sansth&evel & sukshma pachanes at
dhatu level, simultaneously form tla@yakta mutravhich at terminal stage is given

vykta mutraform atmutrakshaydevel. (/rukka — vas)i
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Pitta dosha:

Pitta vruddhi Lakshana- This leads to yellow coloration of muffa.
Pittakshaya The functions opachakpitta is hampered due to whiglgnimandya
& Anannabhilashand the whole body get pale du&kkshayaof pitta.

Yakrut in Mutra Nirmiti:

Amashaya Grahani, Pakawashayand their respectiveavasthapaka -
Madhur, Amla & Katu This ahara rasa formed avasthapakéebasically circulated
from Yakrutto heart. The state of ahara rasa depending up@hwype of ahara is
taken is processed byakrut The function ofYakrut is to maintain ahara rasa
Atisukshma & Saarabhun nature. Remaining portion which is not compiete
pachit is cleared by akrutastha AgniThe kitta paramanuformed in Yakrut mix

with kledaand excreted as mutf.

Rakta Dhatu Functions ofRakta dhatuare Varna Prasadana, Indriya Prasadana

Indriya vishaya grahan& timely excretion of mal&*
Meda dhatu:

The Meda dhatu nirmiti is followed bynamsadhatuwith the help of
medadhatuagniMeda dhatuconsists ofal mahabhutadominant aliment andneha

dominant aliment. Theira and snayw@reupdhatuof meda??

Vrukka mutra and swedaThe kapha& meda properties are approximately same in
nature. The kleda portion of kapha partly storengda dhatus when needed used by
sharir. As well if this kleda becomes excess stamédrukka and regulated as mutra
& sweda. The sneha of majjadhatu keeps Twaka Viarrmakrutika condition. It
helps in raktotpatti with Yakrut, Pliha & Sira.

Pachana and Mutra roga:

The Abhojana Ajeerna, Atibhojana, Vishmashna, AgatmGuru, Sheet,
Rooksha bhojana leads to disturbances of Agni. dushitagni is unable to digest
laghuahara too; Disturbed pachana gives shuktateara forming Aharvisha. The

portion leads to Mutrsanga and Mutravikata.

Page | 15



The above mentioned hetus for Agni dushti are nesipe for pachan
vikruti. Also the dushti ahara rasa with vyana vayculated throughout —Sharir.
The vikruti observed in sthana vaigunaa.

This leads to rasa dhatu dushti. This dushit rasatudwith vyana vayu
circulated throughout body. It is lodged where basigunaya i.e. Khavaigunya is
present.

Krimi :—

The kshira, guda, tila, matsaya (anoop), pistanreerna, puti, Kklinna,
viruddha ahara, leads to shlemajakirmi. These kgimes rise lakshanas such as
Murchha, Jrumbha, Aanaha, Agmarda, Chhardi, KarsihgaParushy#.
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Mutra and Kleda:-

The pachana of ahara is passed through Avasthapaka

Ahara
v

Three Avasthapaka

v
Saara kitta vibhajana

Ambu™ ' > Jalia

Kle%la Iéleda

D

Udakavatastrotas ambuvahastrotas kittarportionrabdoby all jalia dhosh

poshana + Pakvasaya

|

Circulated throughout sharir with
Vyana Vayu
\}ru kka
Mu%ranirmiti

Flow Chart No. 1 Mutra and Kleda

Kleda and Ahara Parinamkarbhava:-

For properahara pachana ushma, vayu, kleda, sneha, kala, egaiy these
factors are needéd.

Kleda and Prameha:-

The sharistha kledas mixed withshleshmand meda. This is driven toward
mutrakshaya The properties such ahewta, sheet, murt, pichil, snigdha, madhur,
Sandraleads to type okaphajmehd’

Kleda and Vata rakta: - Thedushit kledaand vata results in vata rakfa.
Kleda & Pitta: Thekledawith shonitleads tadanutvaof rakta dhati. 2°

Themamsa kledéeads topittaroga®
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Kleda Rasa: -

Thelavanarasa withdushit kledagives rise tanutra daha as Lavana rasa is

basicallyushna, tikshna and upa-kletli
Kleda Madya:-

The excesgnadya sevandeads toVidahi, Vidagdha and Kledavruddhi

causingksharatva

Harita samhita:-

Harita samhitamentionedArishtas lakshanas of Ashamari, Prameha, and
Pandu vyadhiThe Pandu vyadhi Arishtas are Shopha, Shwas, Pipasapl&hThe
Prameharistasare excessivstravasand Pramehpitika.?

Rajnighantu:-

Rajnighantu mentionedmutra dosha —Prameha, Mutra Kruchha, Mutra

Rodhais labeled asnutra ashmarf®

Pakvasaya sharir:-

Pakvasaya isnatruja avayvasite of vata. Thelhamnayaof Pakvasayacarry
Vata, Pitta & Kapha Dosha, Udaka, Mutra, Shuddhat@a Shukra, Artava and
Purisha. The dushit dosha in Pakvasaya leadsatistha Shothd*

The Pakvasaya isdabhava sthana of hikkd@heapana prana vayleads to
hikka.

Vega: The Vega vidharana of adharaniya vega one of the dushti cause of

mutravaha Strotad’

Dharaniya: The significance oDharana—to settle, restore for some time is dharana.
It may be thekayic, vachic and manasic

Adharaniya: There are thirteeadharaniya Vegaare mentionedviutra, Mala,

Shukra, Apana, Chhardi, Shvyathu, Udagara, TrishaBudha, Jrumbha Ashru,

and
Nidra, Shramashwasa.

Mutra Vega vidharana lakshana: Vasti, vinama, mutra krushratva, shirashoola

and vanshana anaha.
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Mala  Vega  vidharana lakshana:  Shirashoola, Malavabaddhata,

Pindikodweshatan, Adhamana.

Apana vayu vidharana lakshana: The Vata, Mutra Mala Sanga, Adhamana,

Klama, Udarshoola and Vata Vikara.
Chhardi Vega vidharana: Kandu, Kotha, Aruchi, Vyanga, Shotha, Pandu, Jwara,
Kushta, Hrullasa and Visaarpa

Shvayuthu Vega vidharana lakshana: Manyastambha, Shirashoola, Ardit,

Ardhavabhedaka and Indriyadrubalya.
Udagara Vega vidharana:The Hikka, Kasa, Aruchi, Urogauraween.
Jrumbha Vega vidharana: Vinama, Akshepa, Sankocha, Supti, Kasgen

Shudha Vega vidharana:Karhsya, Daruballya, Vaivaranya, Agagmarda, Aruchi,

Bhramaseen.

Trishana Vega vidharana Lakshana:Kantha and Mukha Shosha, Badhiraya,
Shrama, Angasada, Hrudavedana.

Ashru Vega vidharana: Pratishya, netravikara, hrudvikara as well aruchhrama

Nidra Vega vidharana: Jrumbha, Aganmarda, Tandra, Shirogaurava and Netra

Gaurava.
ShramashavasaGulma, Hrudroga, Samhoha
Dharaniya Vega:
* Manasa Vega:Lobha, Shoka, Krodha, Ahankara, Irsha

* Vachic Vega:Bhashana, lieand all.

» Sharirik Vega: Stealing,

Thus, in above chapter Ayurveda aspect is revieWesignificantly denotes
the vrukka, dosha, dhatusrotas and their relation witmahabhut. Kledas also

important component reviewed these all due to hgitting rise tovrukka vikara
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Modern literature Review

3.3. Physiology Anatomy of the Kidneys:

Kidneys and Urinary tract:-

The two kidneys lie on the posterior wall of thedamen, outside the
peritoneal cavity (Figure). Each kidney of the adulman weighs about 150 grams
and is about the size of a clenched fist. The mesilie of each kidney contains an
indented region called the helium through whichsptse renal artery and vein,
lymphatic, nerve supply, and urethra, which cantesfinal urine from the kidney to
the bladder, where it is stored until emptied. kiuney is surrounded by a tough,

fibrous capsule that protects its delicate innercstires.

If the kidney is bisected from top to bottom, thetmajor regions that can be
visualized are the outer cortex and the inner regeferred to as the medulla. The
medulla is divided into multiple cone-shaped masddssue called renal pyramids.
The base of each pyramid originates at the bordewden the cortex and medulla
and terminates in the papilla, which projects itlte space of the renal pelvis, a
funnel-shaped continuation of the upper end ofutethra. The outer border of the
pelvis is divided into open-ended pouches calledomaalyces that extend
downward and divide into minor calyces, which cdilerine from the tubules of
each papilla. The walls of the calyces, pelvis, amdthra contain contractile
elements that propel the urine toward the bladdéere urine is stored until it is

emptied by micturitiorf®

Cut Section of Kidney
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Functions of Kidney:

Renal Blood Supply:-

Blood flow to the two kidneys is normally about @ér cent of the cardiac
output, or 1100 ml/min. The renal artery enters kiiney through the hilum and
then branches progressively to form the interlobwdateries, arcuate arteries,
interlobular arteries (also called radial arteri@sgl afferent arterioles, which lead to
the glomerular capillaries, where large amountslafl and solutes (except the
plasma proteins) are filtered to begin urine foiora{Figure 26 — 3). The distal ends
of the capillaries of each glomerular coalesceatnfthe efferent arteriole, which
leads to a second capillary network, tubular capésk, that surrounds the renal

tubules.

Excretion of Metabolic Waste Products, Foreign Cheincals, Drugs, and

Hormone Metabolites:-

The kidneys are the primary means for eliminatingst® products of
metabolism that are no longer needed by the botigsd products include urea
(from the metabolism of amino acids), creatinimer(f muscle creatnine), uric acid
(from nucleic acids), end products of hemoglobi@aidown (such as bilirubin), and
metabolites of various hormones. These waste ptednast be eliminated from the
body as rapidly as they are produced. The kidnéys eliminate most toxins and
other foreign substances that are either produgethd body or ingested, such as

pesticides, drugs, and food additives.
The Nephron is The Functional Unit of the Kidney:-

Each kidney in the human contains about 800,0d0rtdllion nephrons, each
capable of forming urine. The kidney cannot regateenew nephrons. Therefore,
with renal injury, disease, or normal aging, thisr&a gradual decrease in nephrons
number. After age 40, the number of functioninghreps usually decreases about
10 per cent every 10 years; thus, at age 80, maople have 40 per cent fewer
functioning nephrons than they did at age 40. Tdss is not life threatening because
adaptive changes in the remaining Nephrons alloemtio excrete the proper

amounts of water, electrolytes, and waste products.
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Micturition:-

Micturition is the process by which the urinary ddar empties when it
becomes filled. This involves two main steps; fitste bladder fills progressively
until the tension in its walls rises above a thadghevel; this elicits the second step,
which is a nervous reflex called the micturitiofiee that empties the bladder or, if
this fails, at least causes a conscious desirenate. Although the micturition reflex
is an autonomic spinal cord reflex, it can alsartebited or facilitated by centers in

the cerebral cortex or brain stem.
Facilitation or Inhibition of Micturition by the Br ain:-

The micturition reflex is a completely autonomidérgp cord reflex, but it can
be inhibited or facilitated by centers in the bralese centers include (1) strong
facilitative and inhibitory centers in the brairemst, located mainly in the pons, and
(2) several centers located in the cerebral cdtiek are mainly inhibitory but can

become excitatory.

The micturition reflex is the basic cause of miition, but the higher centers

normally exert final control of micturition as folls:

* The higher centers keep the micturition reflex ipdyt inhibited, except
when micturition is desired.

* The higher centers can prevent micturition, evemhd micturition reflex
occurs, by continual tonic contraction of the eméibladder sphincter until a
convenient time presents itself.

* When it is time to urinate, the cortical centers dacilitate the sacral
micturation centers to help initiate a micturiticeflex and at the same time

inhibit the external urinary sphincter so that atian can occur.

Voluntary urination is usually initiated in the kmlving way: First, a person
voluntarily contracts his or her abdominal musciekich increases the pressure in
the bladder and allows extra urine to enter theld#a neck and posterior urethra
under pressure, thus stretching their walls. Thisdates the stretch receptors,
which excites the micturition reflex and simultansly inhibits the external urethral
sphincter. Ordinarily, all the urine will be emputjewith rarely more than 5 to 10

milliliters left in the bladder’

Page | 22



Etiology and Epidemiology:-

TABLE 2 : Population at Risk for CKD

Age >65

Diabetes type 1 and 2

Family history of renal disease

Autoimmune disease

Systemic infections

Urinary tract infections/ stones

Urinary tract obstructions

Recovery of acute kidney injury

Hypertensive’s

Drug abusers: Non-steroidal anti inflammatory drugs (NSAIDs), analgesics/
heroin

Neoplasia

Low birth weight

Reduced kidney mass

Low income

Low education

*Perhaps, an appropriate name for this group of paents would be CKD stage
‘0.

The most frequent cause of CKD is diabetic nepltfgpamost often
secondary to type 2 diabetes mellitus. Hypertensehropathy is a common cause
of CKD in the elderly, in whom chronic renal ischams a result of small and large
vascular disease may be under recognized. Progeassphrosclerosis from vascular
disease is the renal correlate of the same progéisselead to coronary heart disease
and cerebro vascular disease. The increasing mogdef CKD in the elderly has
been ascribed, in part, to decreased mortality fritv@ cardiac and cerebral
complications of atherosclerotic vascular diseasdhese individuals, enabling a
greater segment of the population to manifest grmalrcomponent of generalized
vascular disease. Nevertheless, it should be ajppeddhat overwhelmingly the vast

majority of those with early stages of renal dise&specially of vascular origin, will
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succumb to the cardiovascular and cerebro vascalasequences of the vascular
disease before they can progress to the most aeldastages of CKD. The early

stage of CKD, manifesting as albuminuria and evenirmor decrement in GFR, is

now recognized as a major risk factor for cardiouter disease.

The striking inter individual variability in theate of progression to CKD has
an important heritable component, and a numbeenétic loci that contribute to the
progression of CKD have been identified. Similaifypas been noted that women of
reproductive age are relatively protected againsgnession of many renal diseases,

and sex-specific responses to angiotensin |l anoldckade have been identifigd.

Pathophysiology of CKD:-

Chronic Kidney disease is any illness that hastesi for > 3 months with
either kidney damage or low GFR. Kidney damage feats as abnormal gross or
histopathological abnormality or investigation reveaurinary abnormality,

biochemical abnormality & imaging abnormality indimg kidney dysfunction.

Pathophysiology of Chronic Kidney Disease:-

The Pathophysiology of CKD involves two broad setsmechanisms of

damage:

(1) Initiating mechanisms specific to the underlyindolegy (e.g., immune
complexes and mediators of inflammation in certhipes of glomerular
nephritis, or toxin exposure in certain diseasesthef renal tubules and
interstitium)?

* Immune mechanism

* Inflammation

e Toxins

(2) A set of progressive mechanisms, involving hypkration and hypertrophy
of the remaining viable nephrons, that are a comomrsequence following
long-term reduction of renal mass, irrespectivaundlerlying etiology. The
responses to reduction in nephrons number are teddiay vasoactive
hormones, cytokines, and growth factors. Eventuathese short- term
adaptations of hypertrophy and hyper filtration dmae maladaptive as the
increased pressure and flow predisposes to sciemsid dropout of the
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remaining nephrons. Increased interregnal actitthe rennin- angiotensin
axis appears to contribute both to the initial a@phyper filtration and to
the subsequent maladaptive hypertrophy and sctertisé latter, in part,
owing to the stimulation of transforming growth acp (TGF- ). This

process explains why a reduction in renal mass faonisolated insult may

lead to a progressive decline in renal functiorr awany years®

The Stages of CKD and Identification of At- Risk Ppulations:-

It is important to identify factors that increadee trisk for CKD, even in

individuals with normal GFR.
Risk factors:-

Hypertension, Diabetes mellitus, autoimmune disealder age, African
ancestry, a family history of renal disease, h/atAcRenal Failure, presence of
proteinuria, abnormal urinary sediment, or strualtiabnormalities of the urinary

tract.
Etiopathogenesis:-

All chronic nephropathies can lead to CRF. Thealkes leading to CRF can
generally be classified into two major groups: thasusing glomerular pathology,
and that causing tubulointerstitial pathology. Télouhis classification is useful to
facilitate study, the disease rarely remains caudfirto either glomerular or
tubulointerstitial tissue alone. In the final stagfeCRF, all parts of the nephrons are

involved.
Diseases causing glomerular pathology

A number of glomerular diseases associated with Clive their
pathogenesis in immune mechanisms (page 685). Glbanedestruction results in
changes in filtration process and leads to devetopnof the nephritic syndrome
characterized by proteinuria, hypoalbuminaemiaethema. The important examples
of chronic glomerular diseases causing CRF are redveinder two headings:

primary and systemic.
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I.  Primary glomerular pathology

II.  Systemic glomerular pathology

Diseases causing tubulointerstitial pathology

Damage to tubulointerstitial tissues results ieralions in reabsorption and
secretion of important constituent’s leads to etkoreof large volumes of dilute
urine. Tubulointerstitial diseases can be categdriaccording to initiating etiology

into 4 groups: vascular, infections, toxic and alosive.

I.  Vascular causes: Long-standing primary or essehtipertension produces
characteristic changes in renal arteries and ahsri referred to as
nephrosclerosis. Nephrosclerosis causes progressina vascular occlusion
terminating in ischemia and necrosis of renal #ssu

II.  Infections causes: A good example of chronic ré@melction causing CRF is
chronic pyelonephritis. The chronicity of processsuits in progressive
damage to increasing number of nephrons leadiGiRe.

[ll.  Toxic causes: Some toxic substances induce sloulaulnjury, eventually
culminating in CRF. The most common example iskataf high doses of
analgesics such as phenacetin, aspirin and acetph@n (chronic analgesic
nephritis). Other substances that can cause CRF@ftlonged exposure are
lead, cadmium and uranium.

IV.  Obstructive causes: Chronic obstruction in the amgintract leads to
progressive damage to the nephrons due to fluil-pegssure. The examples
of this type of chronic injury are stones, bloodts] tumors, strictures and
enlarged prostate.

Pathophysiology and Biochemistry of Uremia:-

Although serum urea and creatinine concentratioasuaed to measure the
excretory capacity of the kidneys, accumulatiorihefse two molecules themselves
do not account for the many symptoms and signs t¢hatacterize the uremic
syndrome in advanced renal failure. Hundreds ofngthat accumulate in renal
failure have been implicated in the uremic syndroifteese include water-soluble,
hydrophobic, protein-bound, charged, and unchargedthpounds. Additional

categories of nitrogenous excretory products irelgdanido compounds, urates and
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Hippocrates, products of nucleic acid metabolisalygmines, myoinositol, phenols,
benzoates, and in doles. Compounds with a molecuéess between 500 and 1500
Da, the so-called middle molecules, are also rethand contribute to morbidity and
mortality. It is thus evident that the plasma camaions of urea and creatinine
should be viewed as being readily measured butmiptete, surrogate markers for
these compounds and monitoring the levels of unelcaeatinine in the patient with

impaired kidney function represents a vast ovepéiioation of the uremic state.

Uremic syndrome
v
Water-soluble, hydrophobic, protein-bound, chargedi uncharged compound

Nitrogenou:excretory
Compounds, urates and Hippocrates, products oeiwuatid metabolism, polyamines
Myoinositol, phenols, bvenzoates, and in doles
Urea and creatinine

Flow Chart No 2: Pathophysiology and Biochemistry bUremia

The uremic syndrome and the disease state asstaiath advanced renal
impairment involve more than renal excretory faluA host of metabolic and
endocrine functions normally undertaken by the &dnare also impaired, and this
results in Anemia, malnutrition, and abnormal metesin of carbohydrates, fats, and
proteins. Furthermore, plasma levels of many hoespnncluding PTH, insulin,
glucagon, sex hormones, and prolactin, change wvdttal failure as a result of
urinary retention, decreased degradation, or abalomregulation. Finally, progressive
renal impairment is associated with worsening sygteinflammation. Elevated
levels of C-reactive protein are detected alonghvather acute-phase reactants,
while levels of so-called negative acute-phasetass, such as albumin and feting,
decline with progressive renal impairment. Thusilatedmpairment is important in
the malnutrition-inflammation-atherosclerosis/ @aation syndrome, which
contributes in turn to the acceleration of vascdiaease and co morbidity associated

with advanced renal disease.
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Disturbance in metabolic and endocrinal functions
Anemia & Malnourishment
Abnormal metabolism
Carbohydrate, fats, proteins

Abnormal levels hormone

v

PTH, Insulin, Glucagon, Sex hormone, prolactin

v
Renal failure result

Urinary retention, decreased degradation,

v
Inflammation

v
Atherosclerosis/ calcification
Acceleration of vascular disease

Flow Chart No 3: Pathophysiology and Biochemistry bUremia

In summary, the path physiology of the uremic dsgme can be

divided into manifestations in three spheres ofutystion:

1) Those consequent to the accumulation of toxins attynundergoing renal
excretion, including products of protein metabolism

2) Those consequent to the loss of other renal funstisuch as fluid and
electrolyte homeostasis and hormone regulation.

3) Progressive systemic inflammation and its vascuéard nutritional
consequences.

Chronic Kidney Disease:

Chronic kidney disease (CKD) encompasses a spectiudifferent path
physiologic processes associated with abnormaleidanction, progressive decline
in glomerular filtration rate (GFR). Tablel-1 prdes a widely accepted
classification, based on recent guidelines of thédwal Kidney foundation (Kidney
Dialysis Outcomes Quality Initiative (KDOQI), in wih stages of CKD are defined
according to the estimated GFR.
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The term chronic renal failure applies to the psscof continuing significant
irreversible reduction in nephrons number, andcaiby corresponds to CKD stages
3-5. The path physiologic processes and adaptatisssciated with chronic renal
failure will be with the accumulation of toxins,uitl, and electrolytes normally
excreted by the kidneys results in the uremic symd. This syndrome leads to
death unless the toxins are removed by renal repiant therapy, using dialysis or
kidney transplantation.

TABLE 1-1 CLASSIFICATION OF CHRONIC KIDNEY DISEASE (CKD)

Stage GFR, ml/ min per 1.73 m
0 >90"
1 > 90
2 60-89
3 30-59
4 15-29
5 <15

*with risk factors for CKD (see text)

® with demonstrated kidney damage (e.g. persisteatejmuria, abnormal urine
sediment, abnormal blood and urine chemistry, abhabmaging studies).

Note: GFR, Glomerular filtration rate.

Source: Modified from National Kidney Foundation. K/DOQIlifical Practice
Guidelines for Chronic Kidney Disease: Evaluatiolassification and stratification.
Am J Kidney Dis 39: suppl 1, 2062.

GFR Estimation:

Two equations commonly used to estimate GIF&R shown in Table1l-2 and
incorporate the measured plasma creatinine corat&nty age, sex, and ethnic origin

reporting of estimated GFR, or “e-GFR,” using ohéhese equations.
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Tablel1-2
Recommended equations for Estimation of Glomerulafiltration Rate (GFR)

Using Serum Creatinine Concentration (Pg, Age, Sex, Race and Body Weight

1. Equation from the Modification of Diet in Renal Base study
Estimated GFR (mL/min per 1.73+ 1.86 X (Pg-11>*X (age)®?®
Multiply by 0.742 for women
Multiply by 1.21 for African Americans
2. Cockcroft-Gault equation
Estimated Creatinine Clearance (mL/min)
(140 — Age X body weight, kg)

72 X PC r (mg/dL)
Multiply by 0.85 for women

* Equation is available in hand-held calculators imn@bular form.
Adapted from AS levey et al: Am J Kidney Dis 39(fud): S1, 2002, with

permission.

GFR with Age and Creatinine level:

The normal annual mean decline in GFR with agmfthe peak GFR
(~120mL/min perl.73/ attained during the third decade of life is ~ 1/miin per
year perl.73mreaching a mean value of 70mL/min perl.7amage 70. The mean
GFR is lower in women than in men. For example, aman in her 80s with a
normal serum creatinine may have a GFR of just 50mib perl.73rfi Thus, even a
mild elevation in serum creatinine concentrationg{e1l30 pumol/L (1.5mg/dL)},

often signifies a substantial reduction in GFR iostrindividuals.

Mechanisms:-

Raised intra- glomerular pressure

* As nephrons scar and ‘drop out,” remaining nephrordergo compensatory
adaptation, with  blood flow per nephrons attemgptio ‘normalize’ GFR
(the Brenner Hypothesis).

* A Glomerular capillary wall permeability is a featueglomerular diseases.
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* Renal vasodilatation may be an initiating eventhwie glomerular exposed

to a higher capillary pressure.

Glomerular damage:-

* Intra glomerular pressure -> wall stress and erediathinjury.
e Strain on mesangial cells -> matrix deposition ratell (in part) by
angiotensin Il and cytokine release (TGE,-PDGF).

Proteinuria: - May be due to an underlying glomerular lesionremult from raised
intra glomerular pressure. Protein or factors bounfiltered albumin (such as fatty

acids, growth factors or metabolic end- productay head to:

» Direct proximal tubular cell injury.
» Local cytokine synthesisX recruitment of intgia inflammatory cells).
» Pro-fibrotic factors» interstitial scarring.

* Trans- differentiation of tubular cells into fibralsts.

Tubulointerstitial scarring: - The degree of tubulointerstitial damage correlates
better with long-term prognosis than glomerular dgen Proteinuria may itself be
harmful to the tubulointerstitial, but chronic igchic damage is also important:
tissue oxygen tension is relatively low in the dlemadulla, making tubules sensitive

to hypoxic injury. Chronic ischemia occurs with:

» Damage to glomerular capillaries (glomerular sdere» altered per tubular
perfusion).

* RAS activation» interregnal vasoconstriction.

* Intra tubular capillary loss and increased diffusidlistance between

capillaries and tubular cells, leads to viciousleyaf hypoxic.
Significance of Albuminuria, Proteinuria, Microalbu muria:

Measurement of albuminuria is also helpful for maing nephrons injury
and the response to therapy in many forms of Ckdpeeially chronic glomerular
diseases. While an accurate 24-h urine collectionthe “gold standard” for
measurement of albuminuria, the measurement ofiatibto- creatinine ratio in a
spot first- morning urine sample is often more ficat to obtain and correlates well,

but not perfectly, with 24-h urine collections. §istence in the urine of >17 mg of
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albumin per gram of creatinine in adult males afing albumin per gram of
creatinine in adult females usually signifies chcorrenal damage. Micro
albuminuria refers to the excretion of amounts lbumin too small to detect by
urinary dipstick or conventional measures of upnatein. It is a good screening test
for early detection of renal disease, in partiuand may be a marker for the
presence of micro vascular disease in general. gateent has a large amount of

excreted albumin, there is no reason to perforrassay for micro albuminuria.

Progression of Diseases:

Stages 1 & 2 CKD:

» Decreased GFR

* Renal parenchyma disease

* Poly cystic disease

* Glomerular nephritis

» Parenchyma and vascular diseases.

* Well preserved GFR.

The usually are not associated with any symptoissggrfrom the decrement
in GFR. However, there may be symptoms from theetdyiohg renal disease itself,
such as edema in patients with nephritic syndromesigns of hypertension
secondary to the renal parenchyma disease in patethn polycystic kidney disease,
some forms of glomerular nephritis, and many otf@enchyma and vascular renal

diseases, even with well-preserved GFR.
GFR progresses to stages 3 & 4:

» Organs affected

* Anemia

» Associated

» eagsy fatigability; decreasing appetite with prognes malnutrition

* Abnormality

» calcium, phosphorus, mineral regulating hormoneatRgroid hormone

« sodium, potassium, water, and acid-base homeostasis
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If the decline in GFR progresses to stages 3 & Mhical and laboratory
complications of CKD become more prominent. Virtyahll organ systems are
affected, but the most evident complications inelushemia and associated easy
fatigability; decreasing appetite with progressinalnutrition, abnormalities in
calcium, phosphorus, and mineral — regulating howso such as 1,25 (OHPDs
(calcitriol) and parathyroid bromine (PTH); and abmalities in sodium, potassium,

water, and acid-base homeostasis.
Progresses to stage 5 CKD:

+ Disturbance
* Nutritional status

* Water and electrolyte homeostasis

If the patient progresses to stage 5 CKD, toximsiamilate such that patients usually
experience a marked disturbance in their activitiésdaily living, well-being,

nutritional status, and water and electrolyte hosteesis, eventuating in the uremic
syndrome. This state will culminate in death unleseal replacement therapy

(dialysis or transplantation) is instituted.
CKD & Other disease (Anemia, Hypertension & diabets)
Anemia of CKD

Erythropoietin (EPO) and the kidney:-

Red blood cell production is tightly regulateddypumber of different
growth factors. EPO is essential for the terminaturation of erythrocytes, and
differs from other growth factors in that it is duewced by per tubular interstitial
fibroblasts in the outer renal medulla and deepezoof the kidney rather than the
bone marrow. The kidney is ideally placed to regulRBC production, as it is
uniquely able to sense and control both tension and circulating volume (and
differentiate between the two):

» Red cell mass is regulated by EPO.
» Circulating volume is regulated by salt and wateretion.
 The kidney maintains the haematocrit at 45% in rrroonditions.

(maximizing tissue @delivery)
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Chronic kidney disease, renal scarring ¥ Eyathesiyy RBC production and
anemia this occurs in most form of advanced CKIGFR < 35 mL/min), with a few
exceptions:

* Adult polycystic kidney disease.

* Benign renal cysts.

* Renal cell carcinoma.

In these instances, EPO may be overproduced.

Differential diagnosis of anemia in CKD patients:-
EPO deficiency is not the only cause ¢f HEKD
Patients with CKD are susceptible to all othersesuof anemia, so these

should be actively sought in patients who appesprdportionately anemic or EPO
resistant:

« lron deficiency.

* Blood loss (Gl tract, haemodialysis)

» Foliate deficiency

» B12 deficiency

* Haemolysis

* Myelodysplasia

* Myeloma

Hypertension:-

Hypertension is the second leading cause of tagksrenal disease
(ESRD). As an example, according to the UnitedeSt&enal Data System (U. S.
Renal Data System, 2009), about 51 -63% of alep&iwith CKD are hypertensive.
This number grows to 90% in patients over 65yebrghe corresponding general

population the incidence of hypertension is 11 %XEhd 50%, respectively.

Hypertension causes a nephrosclerotic glomerulopayhcharacterized by:-
i.  Renal vasculopathy affecting pre glomerular artedrd arterioles, resulting
mainly from atherosclerosis, endothelial dysfunctievall thickening and

fibrosis.
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Microvascular disease of the glomerular tuft capids.

Diffuse glomerular sclerosis and, less often, fauad segmental glomerular
sclerosis (FSGS), involving damage to the filtratibarrier constituents
(Podocytes, mesangial cells and basement membranes.

Interstitial fibrosis (Rosario & Wesson, 2006). @ale renal blood flow
decreases as a consequence of arteriolar vasdwopatscular obstruction
and decrease vascular density. However, GFR iyitiatays relatively
constant. This is due to (i) increased glomerubgriliary pressure resulting
from deficient or upwardly reset renal auto regalatand (i) damage to the
filtration barrier resulting in greater permealilit Subsequently, GFR
decreases as a consequence of a progressive Igssfafe area, mesangial
hypertrophy and increasing glomerular and per tbulfibrosis.
Concomitantly, basement membrane alterations pedabuminuria and

protein hyper filtration.

Renal vasculopathy Wall thickening and fibrosis

Micro vascular Disease Glomerular tuft capillaries

Filtration barrier damage

Interstitial fibrosis

GFR decreased loss of surface area, mesangial hypertrophy, reasing

Alteration basement

Pre glorgerular arteries and arterioles affected

Endothelial dysfunction

}
!

Podocytes mesangial cells and basement membrane

Arteriolar vasculopathy, vascular obstruction, dsged
vascular density

v

glomerular and per tubular fibrosis

proteinuria and alumunria

Flow Chart No. 4: Hypertension Nephropathy
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Hypertension — associated CKD progression is highlgependent on

(1) Renal blood flow auto regulation and renal hemodyica

(i) Artificial maneuvers or genetically-determined farst that modify renal
function or renal tissue homeostasis, independewitlyheir action on
blood pressure or renal hemodynamic.

(i)  Genetic susceptibility factors. Renal auto regatattndows the kidneys
with the capacity to maintain constant glomerulawfand pressure upon
changes in systemic and renal perfusion pressumto Aegulation is
attained through vasoconstriction and vasodilatatid pre glomerular
(afferent) arteries and arterioles. In additionttie insulation of renal
function from the influence of fluctuations in sgstic blood pressure,
one of the most important physiological functiorfsaato regulation is
believed to be the protection of renal tissues froechanical overload

derived from high blood pressute.

Diabetic nephropathy:-
The diabetiephropathy is leading cause of ESRD in the

USA and Europe (Molitch et al., 2004). In fact, ab60%  of ESRD patients (in
the USA) are diabetic (U.S.Renal Data System, 2009 important to consider that
hyperglycemia is primary initiator of diabetic neppathy. In the absence of
elevated glycemic, nephropathy does not developveder, diabetic nephropathy
holds a genetic component at two levels: first,alevation of glycemic; and second,
at establishing a genetic back- ground where ngalthy can occur (in the presence
of hyperglycemia). Only 30% of patients with typeahd 35 — 40% of patients with
type 2 diabetes develop diabetic nephropathy igetsge of glycemic control
(Diabetes Control & Complications, 1995). The dalihistory of a typical patient
starts with symptoms of hyper filtration (elevatealues of GFR) and occasional
microalbuminuria, which may last approximately 5asse During the next — 20
years, microalbuminuria turns into progressivelghr proteinuria, whereas GFR
declines. Finally, the patient undergoes renalffisency with severe proteinuria,
which eventually evolves towards ESRD (Schena &u@k®, 2005).
Diabetes patients

Typel-30%
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Type2-35-40%

Hyper filtration (elevated values of GFR) Syears

Diagnosing CKD:-

Always assumeva e GFR represents acute renatdaiintil proven

otherwise. If uncertain, repeat within 5 day anféras necessary.

TABLE 10: Manifestations Attributable to Uraemic Dans

Cardiovascular system
» Atheromatosis
* Arteriosclerosis
e Cardiomyopathy
» Decreased
compliance
Nervous system
« Concentration disturbances
e Cramps
* Dementia
* Depression

diastolic

» Fatigue
« Headache
e Seizures

» Asterixis (flaps)

* Motor weakness

* Polyneuritis

* Reduced sociability

* Restless legs

» Sleep disorders

e Stupor, coma
Haematological system

* Bleeding

* Hypercoagulability
Immunological system

* Inadequate

formation

» Stimulation of inflammation

» Susceptibility of cancer

» Susceptibility of infection

antibody

Endocrinology

* Dyslipidaemia

* Glucose tolerance

» Growth retardation

* Hyperparathyroidism

* Mpotence, diminished libido
Bone disease

» Adynamic bone disease

* Amyloidosis

» Osteitis fibrosa

» Osteomalacia

» Osteoporosis

Skin
 Melanosis
e Pruritus

» Uraemia frost
Gastrointestinal system

* Anorexia
* Dyspepsia
* Hiccups

* Nausea, vomiting
* Pancreatitis
Pulmonary system
* Pleuritis
» Sleep apnoea syndrome

Miscellaneous
* Hypothermia
* Thirst
e Uraemic foetor
*  Weight loss

Importance to identify with CKD:

* CKD predisposes to 4 CV risk. Modifying other @igk factors ¢4 BP) is
likely to morbidity and mortality.
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* Some patients will benefit from further investigatti(e.g. renal biopsy).

* It may be possible to slow progression to ESRD.

» Complications of CKD (e.g. anemia and bone diseaar)be identified and

treated early.

* Those (relatively few) patients who will reach ESRBJ require dialysis or

transplantation need to be properly prepared.

Detection and quantification of proteinuria

« There is no need to perform 24irine collections for quantification of

proteinuria.

» If dipstick>1 +, send an MSU to exclude UTI, and send a sa(ppéferable

early morning) to clinical biochemistry (ideally samples, 2 weeks apart):

positive result:

o

(0]

(0]

Protein / creatinine ratio (PCR)45mg/mmol.

Albumin / creatinine ratio (ACR} 30mg/mmol.

PCR is adequate in most instances. ACR is moreatsenfor early
disease screening in high risk groups (e.g. diabete

ACR > 25mg/mmol (0) or 3.5mg/mmol (0) represents

microalbuminuria.

Progression of CKD:-

Once CKD is established it tends to progress, tdgss of underlying cause.

Decline in GFR tends to be linear over time, uniggscal circumstances change.

Progression of CKD is more often due td Bemodynamic and metabolic factors,

than underlying disease activity.

Factors influencing progression of CRF

Non —modifiable

Underlying cause of kidney disease (tubulointéadtdisease tends to progress more

slowly than glomerular disease).

* Race (progression faster in blacks).
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Modifiable

« BP.

* Level of proteinuria

* Plus:

Nephrotoxic agents

Underlying disease activity (e.g. SLE, vacuities)
Further renal insults (superimposed obstructionl) UT
Hypovolaemia or inter current iliness

Dyslipidaemia

Hyper phosphataemia

Uncontrolled metabolic acidosis

Anemia

O O O O O o o o o

Smoking
o0 Blood glucose control (if diabetic).

Conventional Management of CKD
General advice (all stages)

* Smoking cessation.

* Weight reduction if obese.

* Encourage aerobic exercise.

» Aspirin 75mg od if 10 year cardiovascular risk >%®Qpage. 298), as long as

BP < 150/90.

* Check lipids and treat according to national gurc.

* Avoid NSAIDs and other nephrotoxic drugs.

« Limit alcohol to <3 units per day (0) or 2 unity gy (0).

» Vaccination against influenza and pneumocbcca
CKD stages 1-3

* Most of these patients will not progress to ESRi{he emphasis should be
on CV risk reduction.

» Can usually be effectively managed in primary caing.

» Suggested criteria for referral to a specialisateervice are shown opposite.

e Stages 1-2 ; at least annual follow up:
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0 e GFR, urinalysis and PCR.
0 Meticulous Bp control.
» Stages 3: at least 6 monthly follow up:

0 e GFR, urinalysis and PCR.

0 Meticulous BP control

o If Hb <11 g/dL check ferritin (start on PO iron<f100mg/dL), B12
and folate. Refer for IV iron + EPO according tacddly agreed
protocols>

0 Annual check of serum calcium and phosphate.

o0 Annual PTH and seek advice if > 70 pg/ml.

CKD stages 4-5

* Refer to a renal unit (» urgently if stage 5)td.a@eferral of patients with
advanced CKD is associated with poor outcomes.

* Full dietary assessment

* Optimize calcium, phosphate and PTH.

» Correct acidosis.

* Hepatitis B immunization.

e Information and discussion regarding future treattme (dialysis
transplantation, or conservative/palliative treaithe

Complications of advanced CKD
Fluid overload:-

Salt and water overload is usual in advanced CKbwever, as tubule
interstitial scarring progresses, loss of concéingaability may fix (and often large)
urine volumes and a relative salt-losing state hSaatients may be chronically hypo-
rather than hypervolaemic, and require salt ané@msipplementation (e.g. NaHgO

0.5 -1.5¢g tds and increased fluid intake).

Treating salt and water retention in CKD:-

The careful clinical assessment of volume status
» Dietary salt restriction.
* Fluid intake restriction.

» Start fursemide 40mg od and titrate as necessaay @80mg daily).
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» If poor response, consider thiazide diuretic (metohe 2.5 -10mg od) for

synergistic effech dieresis may be brisk. Bewafe Na¥%, K+ and nau

depletion (consider admission).

* Monitor:

o Daily weight — the best day to day guide of sall arater status. Ask

the patient to keep a diary of their weight at hoWveight loss should
generally be < 0.5 — 1kg/day.

BP

A rise in Ur £ Cr may restrict dose escalationUlf > 25 mmol/L
consider dose reduction (or cessation), dependirginical need.
Refractory volume overload may signal the need fenal

replacement therapy.

Diet and Nutrition of CKD

Dietary advice is extremely important in the maragnt of CKD and the

maintenance of broader health in CKD patients.

Measurement of Nutritional status:

=> No single parameter should be considered in iswiati

Assessment should include:

History and examination to identify ongoing medipabblems which
may limit nutritional intake — psychosocial issuneay be important.
Dietary interview or diary: quantitative intake miftrients.

Subjective global assessment (SGA): is a simpleirsgdsubjective
and objective) made on history and examinatiors Well — validated
in CKD, and powerful enough to predict outcome.
Anthropometric measurements body mass index, shdhthickness,
estimated percent weight loss, and mid-arm musaieroference
Serum albumin: reflects not only protein intaket Busceptible to
changes with inflammation or infection. A strongegictor of future
mortality in new starters on dialysis.

Adequacy of dialysis: inadequate dialysis is a cammontributing
factor to malnutrition (uremic toxins are anorectand pro-
inflammatory). Dialysis adequacy should be assegsembnjunction

with the normalized protein catabolic rate (n PCRhich is a
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measure of the rate of urea formation. When aniepiats in steady
state, urea formation correlates with protein ista&nd protein
breakdown.

Fluid restriction:

* CKD stages 4-5: fluid and salt restriction is oftenportant to prevent
volume overload.

« On dialysis: when the urine output drops, fluictrietion is vital to minimize
weight gains. Aim for weight gains of 1-1.5 kg es$/day. In an uric patient,
this means a fluid restriction of 750 — 1000ml. SThiust be combined with
salt restriction.

Protein intake

» Intake averages ~80g/day in the developed wortdpagh requirements may
be only 50g.

* A low protein diet has been shown to slow the pgegion of renal failure in
patients with CKD. Set against this is the dandeyatients reaching dialysis
with significant malnutrition. Most units advocat® more than moderate
protein restriction. Daily protein targets:

o0 0.8g/kg per day for CKD stages 3-5
0 1.2g/kg per day when on dialysis.

» Protein sources include meat, fish, eggs, milks npilses, and beans.

Carbohydrate intake

* Adequate energy intake is essential for patienh VKD, especially those
undergoing protein restrictions.

» Target 30-35kcal/kg per day.

e Source: mainly complex carbohydrates, some from anoor poly-
unsaturated fats. Dovetailing a diabetic diet waittenal diet can be difficult.

» Examples: sugar, jams, specialist high energy remaks.
Phosphate restriction

* The kidney is the main route of phosphate excret@arrent guidelines
suggest a restriction of dietary phosphate of @/@ldy if:
0 Serum phosphate >1.5mmol/L in CKD stages 3-4 or
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0 Serum phosphate >1.8mmol/L in CKD stage 5 or
o *PTH

Prescribe phosphate binders if dietary restrictilmme fails

Phosphate-rich foods include all protein-contairfimgds, making phosphate

restriction difficult to achieve. Examples: milkheese, custard, yogurt, ice

cream, coal, chocolate drinks, beer, liver, bakeans, dried peas, and beans
(e.g. chick peas), nuts, whole grain products, loereals, many convenience

foods.

Potassium restriction

Typical UK intake ~50-120mmol/day. With failing r@nfunction, potassium
excretion falls making potassium restriction neagg$esp. in patients taking
ACEls).

K*- rich foods include dairy products, potatoes (logkehips, and crisps),
some fruits ( bannas, dried fruit, fresh pineapfilesh fruit, juice, tomatoes,

sweet corn, mushrooms, chocolate, and coffee.

Salt restriction

This is a vast excess over physiological needs.

Salt restriction is helpful iff BP +volume ovealth Aim for an intake of <5-
6g/day.

Na+ - rich foods include cheese, salted butter/aramg, salted meat (bacon,

ham), tinned meat, vegetables and soups, packagaid.m
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Journal Review

3.4. Medical Nutrition Therapy in Chronic Kidney Rhure: Inter grating Clinical practice
Guidelines:-

This review updates earlier published recommendatiand integrates current
clinical practice guidelines for disease as recomueed by the National Kidney
Foundation Kidney Dialysis Outcome Quality Initiagi (K/DOQ) disease in adults prior
to kidney failure (Stages 1-4), chronic kidney dedl with hemodialysis or peritoneal
dialysis, and management after kidney transplamatMultiple diet parameters are
necessary to provide optimal of calories, protsogium, fluid, potassium, calcium, and
phosphorus, as well as other individualized nutr@me within changing kidney function
and treatment modality statts.

Managing Anemia of Chronic Kidney Disease:-

Anemia begins early in the course of declining kigrfiunction and is a frequent
complication of chronic kidney disease are undagdosed and undertreated. Anemia is
associated with significantly increase includingcreesed risks of left ventricular
hypertrophy and heart failure. Although the detritaé effects of Anemia with advanced
chronic kidney disease, it has been suggesteadnacting Anemia in early stage kidney
quality of life and also delay the progression tod e- stage kidney disease. The
identification of Anemia in early its aggressive magement may also improve
cardiovascular complications. Anemia of chronic ndg disease is abnormal
erythropoietin production and iron deficiency. Ariamay be the result of kidney failure
itself, metabolic and endocrine disorders. Guidaiand protocols for treating Anemia
can assist practitioners in identifying patientsalaating response to treatment, and
modifying treatment based on response. Erythropasnulating agents in treat Anemia
in pre dialysis and dialysis patients. Iron sup@atation is usually required in patients or
with iron deficiency. Successfully managing Anenafa chronic kidney disease with

treatment patient lifestyle and improve compliaiscparamount.

Growth and Body Composition in Children with Chronikidney Disease:
Growth failure is a common yet complex problem bfldhood chronic kidney
disease caused by multiple factor disease or seacprtd the renal impairment. This

review seeks to describe the various pathophysidbdailures in the various stages of
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childhood with particular emphasis on nutritionablems and endocrine dysfunction
these children. In addition, we shall examine tbke of body composition in chronic
kidney disease, their relation the potential effecbnormalities in fat mass and lean

mass on long-term morbidity and mortality.

A Challenge to Chronic Kidney Disease in Asia: Theeport of the Second Asian
Forum of Chronic Kidney

Background: The Asian Forum of Chronic Diseaseidtite started in 2007 in
Hamamatsu, Japan when together to facilitate collton in studying chronic kidney
disease (CKD) in the Asia — Pacific region. Badezidecond meeting was organized as a
consensus conference to frame the most relevanesssand developer action plan.
Proceedings: the meeting was held on 4 May 20@8me-conference meeting to thé"11
Asia Kuala Lumpur. This meeting consisted of theessions: Session | was dedicated to
the estimation of standardization of serum crea¢immeasurements. Session |l discussed
specific considerations in the etiology renal déseim Asia. We concluded that there were
regional specific problems that might lead to ayvdisease. Session Il discussed the
issue of facilitation of coordination and integoatiof the CKD initiative developing
countries in the Asia-Pacific region. ConclusionheTfollowing action plans were
formulated: (i) validating the hyper filtration eakquation or creating a new one using
serum creatinine standardized by a central laborategistry to facilitate risk analysis of
CKD and its morbidities; (iii) adapting existingirgtal practice and management to
address specific problems in this region; andJigyking closely with other international
manpower development and education in differenteetsp of CKD in developing

countries.

Therapeutic Potential of Endothelial Receptor Antagists for Chronic
Proteinuric Renal Disease in Humans

Diabetes and arterial hypertension continue tchkeenain causes of chronic renal
failure in 2010, with a rising prevalence in padedo the worldwide obesity epidemic.
Proteinuria is a main feature of chronic renal aéseand mediated by defects in the
glomerular filtration barrier and is as a good jctat of cardiovascular events. Indeed,
chronic renal disease due to glomerulosclerosisésof the important risk factors for the
development of coronary artery disease and str@demerulosclerosis develops in

response to inflammatory activation and increasedvt factor production. Preclinical
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and first preliminary clinical studies provide sigp evidence that endogenous
endotheliall (ET-1), a 2l-amino-acid peptide wittrosg growth-promoting and
vasoconstriction properties, plays a central rolehie pathogenesis of proteinuria and
glomerulosclerosis via activation of its ETA sulsyrceptor involving podocyte injury.
These studies have not only shown that endothedidicipates in the disease processes of
hypertension and glomerulosclerosis but also #iies of chronic renal disease such as
proteinuria and glomerulosclerosis are reversibblecg@sses. Remarkably, the protective
effects of endothelial receptors antagonists (ERAs} present even on top of
concomitant treatments with inhibitors of the remangiotensin system. This review
discusses current evidence for a role of endoth&a proteinuria renal disease and
podocyte injury in diabetes and arterial hypertemsand reviews the current status of

endothelial receptor antagonists as a potentialtnreatment option in renal medicine.

Nutrition in Advanced Chronic Kidney Disease: Biomkers and Body Composition
Tools
Patients with stage 5 chronic kidney disease, &lsmwvn as end- stage renal
disease, must undergo a Hemodialysis is the mastomly used therapy. There have
been many advances in this therapy over remaincepably high. Many of the known
risk factors associated with hemodialysis are tiabally related to have clinically
meaningful ways to assess the protein and energyioal status of patients undergoing
renal disease. Although there is no one “gold stedidmethod to assess nutritional
status, there are concurrently for this purposas &hticle provides descriptions of the
most commonly used and readily available tools menended by the Kidney Disease
Outcomes Quality Initiative Clinical Practice Guides for Nutrition National Kidney

Foundation.
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Previous Work

4. Previous Work Done Review:

1. Research in Ayurveda: - Dr. M. S. Baghel.

2. To study the effect of Ayurveda treatment in cagemootraghat and CRF — Vd.
Mante Ganesh — 1994 — (Pune University).

3. The study of etiology of Shotha and nidana sampraptd. Maheshavari K. —
1992 (Jaipur University).

4. A study of pathophysiology of urinary tract disorslew.s.r. to Mootravaha
Strotas — Vd. Pattare A. G. — 1983 (Jamnagar).

5. Structures and functions of Urinary system with tefMootravaha Strotas dushti
and its principle of management by Ashmarihar Kwdth Waghani C. M. —
1993 (Jamnagar).

6. Evaluation of Renal function test with concomitarse of Ayurvedic Mootral
drugs in patients of C. R. F.

7. Study of Panchakarma w.s.r. to swedan therapy (Wviyanephrotic syndrome —
Vd. Acharya Sripatilggo — (B.H.U.).
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Frequency Table

5. Observation:-

5.1 Frequency Table

Trushna
Frequenc | Percer Valid Percer Cumulative Perce
Valid Prakru 56 50.¢ 50.¢ 50.¢
Aprakrut 54 49.1 49.1 100.0
Total 110 100.0 100.0
Uvlua
Frequency| Percent Valid Percent Cumulative Percent
Valid Normal 48 43.6 43.6 43.6
Elongate! 53 48.2 48.2 91.¢
Othel 9 8.2 8.2 100.C
Total 11C 100.( 100.(¢
Jivaha
Frequenc | Percer Valid Percer Cumulative Perce
Valid Niram 16 14.5 14.5 14.5
Sama 94 85.5 85.5 100.0
Total 110 100.0 100.0
Agni
Frequency| Percent Valid Percent Cumulative Percent
Valid Sama 48 43.6 43.6 43.6
Vishama 17 15.5 15.5 59.1
Tikshna 11 10.0 10.0 69.1
Mande 34 30.¢€ 30.¢€ 100.C
Total 11C 100.(¢ 100.(¢
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Frequency Table

Abhyvaran
Frequenc | Percer Valid Percer Cumulative Perce
Valid Prakru 82 74.5 74.5 74.5

Aprakrut 28 255 255 100.0

Total 110 100.0 100.0

Twak normal
Frequency| Percent Valid Percent Cumulative Percent
Valid Absent 82 54.7 74.5 74.5
Present 28 18.7 255 100.0
Total 11C 73.2 100.¢
Twakdry
Frequenc | Percer Valid Percer Cumulative Perce
Valid Absen 39 26.C 35. 35.

Present 71 47.3 64.5 100.0

Total 11C 73.8 100.(

Twakscaly
Frequency| Percent Valid Percent Cumulative Percent
Valid Absent 87 58.0 79.1 79.1
Present 23 15.3 20.9 100.d

Total 11C 73.2 100.C
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Frequency Table

Twakscracthmark
Frequenc | Percer Valid Percer Cumulative Perce
Valid Absen 92 61.3 83.6 83.6
Preser 18 12.0 16.4 100.0
Total 110 73.3 100.0
Twakpale
Frequenc | Percer Valid Percer Cumulative Perce
Valid Absent 78 520 70.9 709
Present 32 21.3 29.1 100.0
Total 110 73.3 100.0
Eyespallor
Frequency| Percent Valid Percent Cumulative Pércen
Valid Normal 29 26.4 26.4 26.4
Pallor 81 73.6 73.6 100.0
Total 110 100.0 100.0
Musclefatigue
Frequency| Percent Valid Percent Cumulative Pércen
Valid Absent 37 33.6 33.6 33.6
Present 73 66.4 66.4 100.0
Total 110 100.0 100.0
Nailspale
Frequency Percent Valid Percent Cumulative Pércen
Valid Absent 19 17.3 17.3 17.3
Present 91 82.7 82.7 100.0
Total 110 100.0 100.0
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Frequency Table

Maladaily
Frequenc | Percer Valid Percer Cumulative Perce
Valid Daily 104 94.% 95.4 95.4
With 6 4.5 4.6 100.(
Medication
Total 110 99.1 100.0
Malakurchha
Frequenc Percer Valid Percer Cumulative Perce
Valid Daily 79 71.€ 71.€ 71.€
Kurchhe 31 28.2 28.2 100.(
Total 110 100.0 100.0
Swaeda specific season
Frequenc Percer Valid Percer Cumulative Perce
Valid No 35 31.€ 31.€ 31.€
Yes 75 68.2 68.2 100.0
Total 110 100.0 100.0
Sweda all season
Frequency Percent Valid Percent Cumulative Pércen
Valid No 101 91.8 91.8 91.8
Yes 9 8.2 8.2 100.0
Total 110 100.0 100.0
Hypertension
Frequency Percent Valid Percent Cumulative Percent
Valid Absent 36 32.1% 32.7 32.7
Preser 74 67.5 67.2 100.¢
Total 110 100.0 100.0
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Frequency Table

DM
Cumulative
Frequency Percent Valid Percent Percent
Valid Absent 70 63.6 63.6 63.6
Present 40 36.4 36.4 100.0
Total 11C 100.C 100.(
HT + DM
Cumulative
Frequency Percent Valid Percent Percent
Valid Absen 83 75.5 75.5 75.5
Preser 27 24.5 24.5 100.(
Total 11C 100.C 100.(
Auscultation
Cumulative
Frequency Percent Valid Percent Percent
Valid Absent 75 68.2 68.2 68.2
Present 35 31.8 31.8 100.0
Total 110 100.0 100.0
Nasal
Cumulative
Frequency Percent Valid Percent Percent
Valid DNS 14 12.7 12.7 12.7
Dryness 76 69.1 69.1 81.¢
Polyp 20 18.2 18.2 100.(
Total 11C 100.C 100.(




Frequency Table

Lips
Cumulative
Frequency Percent Valid Percent  Percent
Valid 0  Normal 26 23.6 23.6 23.6
1 Dryness 51 46.4 46.4 70.0
2 scaly 33 30.0 30.0 100.0
Total 110 100.0 100.0
Soft palate
Cumulative
Frequency Percent Valid Percen Percent
Valid Normal 69 62.7 62.7 62.7
Dry 41 37.3 37.3 100.0
Total 11C 100.( 100.(
Oral cavity
Cumulative
Frequency Percent Valid Percent Percent
Valid Normal 45 40.9 40.9 40.9
Less 62 56.4 56.4 97.3
excess 3 2.7 2.7 100.0
Total 11C 100.( 100.(
Pigmentation
Cumulative
Frequency Percent Valid Percent Percent
Valid Absent 73 66.4 66.4 66.4
Present 37 33.6 33.6 100.0
Total 110 100.0 100.0
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Frequency Table

Dialysis
Cumulative
Frequency Percent Valid Percent Percent
Valid Absent 73 66.4 66.4 66.4
Present 37 33.6 33.6 100.0
Total 110 100.0 100.0
Sandhi kriyakashata
Cumulative
Frequency Percent Valid Percent Percent
Valid Absent 83 75.5 75.5 75.5
Present 27 24.F 24.5 100.C
Total 11C 100.C 100.(
Mala formed
Cumulative
Frequency Percent Valid Percent Percent
Valid Daily 27 24.F 24t 24t
Formec 83 75.5 75.5 100.(
Total 110 100.0 100.0
Mutra Day Frequency
Cumulative
Frequency Percent Valid Percent Percent
Valid 1to 4 times 50 455 45.5 455
4 to 8 times 57 51.8 51.8 97.3
8 to 12 times 3 2.7 2.7 100.0
Total 11C 100.C 100.(

Page | 54




Mutra Night Frequency

Frequency Table

Cumulative
Frequency Percent Valid Percent Percent
Valid 1to 4 times 23 20.9 20.9 20.9
4 to 8 times 76 69.1 69.1 90.0
81to 12 time 11 10.C 10.C 100.¢
Total 11C 100.( 100.(
Mutra Pain Burning
Cumulative
Frequency Percent Valid Percent Percent
Valid No 90 81.¢ 81.¢ 81.¢
Yes 20 18.2 18.2 100.C
Total 110 100.0 100.0
Stage
Cumulative
Frequency Percent Valid Percent Percent
Valid 1 15 13.6 13.6 13.6
2 10 9.1 9.1 22.7
3 18 16.4 16.4 39.1
4 31 28.2 28.2 67.5
5 36 32.7 32.7 100.(
Total 11C 100.¢ 100.C
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Graphs Observation

5.2 Graphs Observation:
1. Age Profile Analysis

Table 1

., . M Less than 30 yr m 30-40 yr
Age Distribution of study group

H40-50 yr B 50-60 yr

Age Group Total No of Paitents m60-70 yr m above 70 yr
20
13
23
26
12
16

Figure 1
Age Distribution of Study Group

2. Occupation of Study Group:-

Table 2 H Students
Occupation of Study Group
B HW & RETD
Total No of Paitents
HW &RETD 34
Senvice 37
‘Business 14
workers

Table 2
Occupation of Study Group
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3. Distribution of Gender:

Table

Gender Distribution

Total No.
41

69

4. Description of Stages in total-

Table 4

StagesDistribution

Frequency
15

5. Frequencies of DM:-

Table £
Frequencies of D

Frequency
70

40

Graphs Observation

EF
EM
Table 3
Gender Distribution
40 —
_ [ - |
1 C 13
30 . —
HEE Ew
| = | C 13
—— . e B
| | . | = | | = | | = |
0| g B 28 B2 B2
= E N B
e e e e
0
1 2 3 4 5
M Frequency
Table 4

Stages Distribution

mo

ml

Table 5

Frequencies of DM
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6. Frequencies of HT:-

Table 6

Frequencies of HT

Frequency
36

74

7. Frequencies of DM + HT:-

Table 7
Frequencies of DM + HT

Frequency
83

27

Graphs Observation

mo

m1

Table 6
Frequencies of HT

mo

m1

Table 7
Frequencies of HT
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Graphs Observation

8. Frequencies of Anemia:-

Table 8
Frequencies of Anemia

m0
PAnemia  Frequency -
T
I
Table 8
Frequencies of Anemia
9. Frequencies of Dialysis.-
Table 9
Frequencies of Dialysis
HAb
IDiEySISE  Frequency =p
o
[ -V

Table 9
Frequencies of Dialysis
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Graphs Observation

10.Frequencies of Maternal:-

Table 10

Frequencies of Maternal

Maternal Frequency

83

1%

1%1%

| Valid
M Arthritis
m Asthma

H Cancer
2%

2%

u DM

W Heart Disease

BHT

= HT DM kidney disease
Kidney Disease

m Liver Cirrhosis, Asicitis

polycystic kidney

Table 10
Frequencies of Maternal
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Graphs Observation

11.Frequencies of Paternal:-

= Valid ®m Asthma
m Cancer EDM

= DM-Polycytic Kidney Disease ® Epilepsy

BHT = HT,DM,Polycystic kideny disese
IHD u Kidney Disease
Paralysis
0,
1962%29°

1%
1%

1%
2%

Table 11
Frequencies of Paternal

Table 11

Frequencies of Paternal

Paternal Frequency
Valid 78

3
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Graphs Observation

12.Frequencies of Swakula :-

1%

24006
= Valid
=DM
HHT
m Kidney Disease
B RHD, Valvular Defect

Table 12
Frequencies of Swakula

Table 12
Frequencies of Swakula

Frequency
100

2

1
6
1

13 Addiction Distributions

Table 13 Addiction Distribution

Table 13
Addiction Distribution

u Ab
Frequency 4%
75 H Alcohol
4  Alcohol,Tobacco
8 B Smoking
4 4%
m Tobacco
19
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Graphs Observation

14 Stages & Ahar Rasa:-

Avara

Pravara

Madhyam

Avara

Pravara

Madhyam

Avara

Pravara

Stage 1 & Ahar Rasa

Madhur Amla Lavan Katu Tikta Kashaya

B Avara B Madhyam ® Pravara
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% patients

100.0 ~
90.0 -

80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

Stage 2 & Ahar Rasa

Madhur Amla Lavan Katu Tikta Kashaya

B Avara B Madhyam ® Pravara

% patients

100.0 ~

90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

Stage 3 & Ahar Rasa

Madhur Amla Lavan Katu Tikta Kashaya

B Avara B Madhyam ® Pravara

% patients

100.0 ~

90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

Stage 4 & Ahar Rasa

Madhur Amla Lavan Katu Tikta Kashaya

M Avara ®Madhyam ® Pravara

Graphs Observation
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Graphs Observation

100.0 1 Stage 5 & Ahar Rasa
80.0 -

60.0 -

40.0

% patients

20.0

Madhur Amla Lavan Katu Tikta Kashaya

B Avara B Madhyam ® Pravara

15 Stages & Ahar Rasa:-

Ahar Rasa

Mamsahara Abhishyandi Paryusheet

Ab 53.3 53.3 66.7
=) 46.7 46.7 333
Ab 50.0 60.0 60.0
=} 50.0 40.0 40.0
Ab 722 55.6 722
P 27.8 44.4 27.8
Ab 48.4 48.4 71.0
=} 51.6 51.6 29.0
Ab 417 58.3 55.6
P 58.3 417 44.4
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Stage 1 & Ahar Rasa
80
70
. 60
S 50
-
E 40 - HAb
g 301 mP
20 -
10 -
0 .
Mamsahara Abhishyandi Paryusheet
Stage 2 & Ahar Rasa
70
60
X 50 -
(%]
g 40 ~
s 30 1 mAb
o 20 -
10 - mP
0 |
Mamsahara Abhishyandi Paryusheet
Ahar Rasa
Stage 3 & Ahar Rasa
X
2
g
2 H Ab
©
o
mP
Mamsahara Abhishyandi Paryusheet
Ahar Rasa
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patients %

80

60

40

20

Stage 4 & Ahar Rasa

Mamsahara Abhishyandi Paryusheet

Ahar rasa

mAb

mPp

Patients %

70
60
50
40
30
20
10

stage 5 & ahar rasa

Mamsahara Abhishyandi Paryusheet

Ahar Rasa

mAb

mPp

Graphs Observation
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16 Stage& Viharia:-

Viharia

Graphs Observation

Nidra Diwaswap Jagran Aatap Asyasukh Vegavarodha Vishamasana

Viharia hetu

Ab 26.7 66.7 66.7 53.3 46.7 53.3 46.7
P 733 333 333  46.7 53.3 46.7 53.3
Ab 40.0 60.0 60.0 70.0 50.0 60.0 50.0
P 60.0 40.0 400 300 50.0 40.0 50.0
Ab 16.7 50.C 83.2  66.7 38.¢ 66.7 77.€
P 83.3 50.0 16.7 333 61.1 333 222
Ab 38.7 29.C 546  51.€ 51.€ 61. 48.4
P 61.3 71.0 452 484 48.4 38.7 51.6
Ab 50.C 50.C 50.C  38.¢ 77.€ 50.C 41.7
P 50.0 50.0 500  61.1 222 50.0 58.3
Stage 1 & Viharia hetu

80
70
60

®

w 50

g 40

& 30 1
20 -
10 -
0 _

> R
& s
2
0\
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Graphs Observation

patients %

Stage 2 & Viharia

Viharia hetu

patients %

Stage 3 & Viharia hetu

Viharia hetu
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Graphs Observation

patients %

80
70
60
50
40
30
20
10

Stage 4 & Viharia hetu

Viharia hetu

patients %

90
80
70
60
50
40
30
20
10

Stage 5 & Viharia hetu

> N
\“"% Y’é é&‘*‘
Nad
Viharia hetu
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Graphs Observation

17 Stages & Manasa Hetu:-

Manasa Hetu Krodha Shoka
Ab 46.7 73.3

P 53.3 26.7
Ab 50.0 90.0
=} 50.0 10.0
Ab 61.1 61.1
P 38.9 38.9
Ab 25.8 51.6
P 742 48.4
Ab 36.1 472
=} 63.9 52.8

Stages & Manasa Hetu

100
90
80
70
60
50
40
30
20
10

Hm Krodha

MW Shoka

Ab P Ab P Ab P Ab P Ab P

Stage 1 Stage 2 Stage 3 Stage 4 Stage 5

18 Stages & Viruddha Hetu

V.Hetu Desha Kala Agni Matra Satmya Doshadi Sanskara Virya

Ab 73.3 33.3 40.0 40.0 33.3 53.3 80.0 33.3
P 26.7 66.7 60.0 60.0 66.7 46.7 20.0 66.7
Ab 90.0 20.0 .0 40.0 40.0 30.0 100.0 30.0
P 10.0 80.0 100.0 60.0 60.0 70.0 .0 70.0
Ab 66.7 38.9 50.0 72.2 55.6 33.3 100.0 22.2
P 33.3 61.1 50.0 27.8 44.4 66.7 .0 77.8
Ab 74.2 32.3 12.9 25.8 22.6 45.2 77.4 355
P 25.8 67.7 87.1 74.2 77.4 54.8 22.6 64.5
Ab 69.4 33.3 27.8 30.6 33.3 44.4 80.6 36.1
P 30.6 66.7 72.2 69.4 66.7 55.6 19.4 63.9
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Graphs Observation

100.0
90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

% patients

Stage 1 & Viruddha Hetu

Desha Kala Agni Matra Satmya Doshadi Sanskara
HAb mP

Virya

100.0
90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

% patients

Stage 2 & Viruddha Hetu

Desha Kala Agni Matra Satmya Doshadi Sanskara
mAb mP

Virya
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Graphs Observation

100.0
90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

% patients

Stage 3 & Viruddha Hetu

Desha Kala Agni Matra Satmya Doshadi Sanskara
mAb mP

Virya

100.0
90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

% patients

Stage 4 & Viruddha Hetu

Desha Kala Agni Matra Satmya Doshadi Sanskara
mAb mP

Virya
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Graphs Observation

1000 1 Stage 5 & Viruddha Hetu
90.0 -

80.0 -
70.0 -
60.0 -
50.0 -

40.0 -

% patients

30.0
20.0 ~
10.0 -

Desha Kala Agni Matra Satmya Doshadi Sanskara Virya
HAb mP

19 Stage & Viruddha Hetu

Hetu Koshtha Avastha Krama Parihara Upchara Paka Sanyoga Hruda Vidhi

Ab 80.0 53.3 33.3 66.7 66.7 86.7 66.7 33.3 46.7
P 20.0 46.7 66.7 33.3 33.3 13.3 33.3 66.7 53.3
Ab 40.0 40.0 20.0 50.0 40.0 90.0 80.0 30.0 50.0
P 60.0 60.0 80.0 50.0 60.0 10.0 20.0 70.0 50.0
Ab 38.9 50.0 38.9 66.7 55.6 100.0 77.8 55.6 83.3
P 61.1 50.0 61.1 33.3 44.4 .0 22.2 44.4 16.7
Ab 38.7 38.7 38.7 38.7 355 87.1 51.6 38.7 45.2
P 61.3 61.3 61.3 61.3 64.5 12.9 48.4 61.3 54.8
Ab 36.1 38.9 44.4 44.4 47.2 72.2 52.8 27.8 30.6
P 63.9 61.1 55.6 55.6 52.8 27.8 47.2 72.2 69.4
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Graphs Observation

% patients

100.0
90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

Stage 1 & Viruddha Hetu

Koshtha Avastha

Krama Parihara Upchara Paka
mAb mP

Sanyoga

Hruda Vidhi

% patients

100.0
90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

Koshtha Avastha

Stage 2 & Viruddha Hetu

Krama Parihara Upchara Paka
EAb HP

Sanyoga

Hruda Vidhi

% patients

100.0
90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

Koshtha Avastha

Stage 3 & Viruddha Hetu

Krama Parihara Upchara Paka
HAb mP

Sanyoga

Hruda Vidhi
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Graphs Observation

% patients

100.0
90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

| Stage 4 & Viruddha Hetu

Koshtha Avastha Krama Parihara Upchara Paka Sanyoga Hruda Vidhi
mAb mP

% patients

100.0
90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

| Stage 5 & Viruddha Hetu

Koshtha Avastha Krama Parihara Upchara Paka Sanyoga Hruda Vidhi
mAb mP

Page | 76



Graphs Observation

20 Stages & Vyadhi Hetu:-

Anemia
Ab 33.3 86.7 86.7 93.3

=3 66.7 13 13. 6.7
Ab 60.0 60.0 90.0 70.0
P 40.0 40.0 10.0 30.0
Ab 44.4 50.0 77.8 72.2
P 55.6 50.0 222 27.8
Ab 19.4 48.4 54.8 54.8
P 80.6 51.6 452 452
Ab 30.6 75.0 83.3 222
P 69.4 25.0 16.7 77.8

Stages & Vyadhi Hetu

100.0
90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0
10.0

BHT mDM ®mHT& DM mHAnemia
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21 Stages & Lakshane

Anannabhilashe Chhardi Duarbalya Shopha Prandushti

Ab 66.7 93.3 46.7 73.3 66.7
P 33.3 6.7 53.3 26.7 33.3
Ab 50.0 60.0 80.0 60.0 60.0
P 50.0 40.0 20.0 40.0 40.0
Ab 55.6 66.7 77.8 66.7 72.2
P 44.4 33.3 22.2 33.3 27.8
Ab 74.2 80.6 71.0 58.1 710
P 25.8 19.4 29.0 41.9 29.0
Ab 66.7 77.8 63.9 75.0 66.7
P 33.3 22.2 36.1 25.0 33.3

Stages & Lakshana

100
90
80
70
60 B Anannabhilasha
50 .
40 B Chhardi
30 M Duarbalya
20
10 H Shopha

0 M Prandushti
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22 Stages & Lakshane

Anidra Klama Pindikodwestena Angamardana Udarshula Mutradushti

Ab 80.0 80.0 86.7 86.7 73.3 86.7
P 20.0 20.0 13.3 13.3 26.7 13.3
Ab 100.0 90.0 100.0 70.0 100.0 90.0
P .0 10.0 .0 30.0 10.0
Ab 94.4 77.8 83.3 83.3 77.8 88.9
P 5.6 22.2 16.7 16.7 22.2 111
Ab 87.1 90.3 90.3 87.1 77.4 87.1
P 12.9 9.7 9.7 12.9 22.6 12.9
Ab 94.4 91.7 80.6 75.0 88.9 80.6
P 5.€ 8.8 19.¢ 25.C 11.1 19.4

Stages & Lakshane
100.0 -

90.0 -
80.0 -
70.0 -

£60.0 -
=

Q

£50.0 -

Q

3400 -
30.0 -
20.0 -
10.0 -

Ab P Ab P Ab P Ab P Ab P

Stage 1 Stage 2 Stage 3 Stage 4 Stage 5

B Anidra ®EKlama ®Pindikodwestena B Angamardana M Udarshula = Mutradushti
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23 Hb distributions

Frequency

Below 7 11

7-9 20
9-11 31
11 -13 27
Above 13 11
Total 100
System 10
Total 110

Graphs Observation

24 Blood Urea distributions

Frequenc

Below 50 13
50=10( 28
100-150 14
Above 15( 6
Total 61
Systen 49
Total 110

% Patients

Table 23 Hb distribution

\

35 ~
30 -
25 A
20 A
15 7
10 +

=

B Frequency

E

2
>
N
N
7
%>
O,
L
Q {9

&
46\

Hb (mg/dl)

% Patients

Table 24 Blood Urea distribution

B Frequency

Blood urea ( mg/dl )
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Graphs Observation

25 Serum Creatininedistributions

Table 25 Serum Creatnine
distribution
Serum Creatinine distribution
40 - =
Frequency 35 - E
@ 307 —
Below 1.6 21 5 25 E—E
e,
1.6-5 40 B 2078 &5 =
pi— EEE — EEE S
5-10 29 °; 15 v = B B
Ji— BN N N .
Above 10 13 DTS = Frequency
AL
Total 103 5 E =B = &
System 7 o —
Total 110 oo DD
D O 9 @
NN .S
* v
Serum Creatnine( mg/dl )

26 Puscell distributions

Table 26 Pus cell distribution
Pus cell distribution )
20 - -
= =
Frequenc .
15 + W .
]
18 5
2 19 5 10°
3 6 X B Frequency
Total 43 > ]
Systen 67 0
Total 110
1 2 3
Pus cell
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27 Urine Proteins Distribution

35.0 +
Table 27
Urine Protein distribution 30.0 -
25.0 -
Frequenc -
t 200 -
0+ =
1+ 7 ;\-; 15.0 -
2+ 21 10.0 -
3+ 17
5.0 +
4+
5+ 1 .0 -
6+ 2 0O+ 1+ 2+ 3+ 4+ 5+ 6+
Total 5 Urine Protein( +)
0 47
Total 110

Table 27
Urine Protein Distribution
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5.3 Statistical Results observation:

Statistical Results observation

Software used for statistical analysis SPSS so&w&M Version 17.0

S. Association Chi- squared test The P Values

N.

1 | Association of Madhur Lavana an€hi- squared: 10.370 P <0.03
Amla with staging

2 | Association of Agni with Staging Chi- squared: 112% P <0.01

3 | Association of Matra with Staging| Chi- squared:770. P <0.01

4 | Association of Koshatha withChi- squared: 9.418 P <0.05
Staging

5 | Association of Vidhi with Staging Chi- squared: 934 P <0.00

6 | Association of Agni, Virya with Chi- squared: 12.162 P<0.01
Staging

7 | Association of Agni, Paka withChi- squared: 12.301 P<0.01
Staging

8 | Association of Asyshukha withChi- squared: 9.983 P <0.04
Staging

9 | Association of DM with Staging Chi- squared: 10.066 P <0.03

10 | Association of HT with Staging Chi- squared: 10.533 P <0.03

11 | Association of Anemia  with Chi- squared: 27.387 P <0.00
Staging

12 | Association of Anemia, Chi- squared: 12.407 P <0.01
Anannabhilasha & Daurbalya with
Staging

13 | Association of Anemia, Chi- squared: 19.946 P <0.00
Anannabhilasha & Shotha with
Staging

14 | Association of DM,| Chi- squared: 9.143 P <0.05
Anannabhilasha & Shotha with
Staging
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15 | Association of Anemia, daurabaly&hi- squared: 19.140 P <0.00
& Shotha with Staging

16 | Association of DM, daurabalya &Chi- squared: 7.996 P <0.04
Shotha With staging

17 | Association of HT, daurabalya &Chi- squared: 11.980 P<0.01
Prandusti With staging

18 | Association of Anemia, Chi- squared: 17.664 P <0.00
Anannabhilasha & Chhardi With
staging

19 | Association of Anemia, Lavan &Chi- squared: 5.758 P <0.05
Amla With staging

20 | Association of Amla, Lavan & Chi- squared: 10.695 P <0.03
Twakdry With staging

21 | Association of Mamsa ahara Chi- squared: 8.371 P <0.00
Agni With staging

22 | Association of Mamsa ahara €Chi- squared: 7.873 P<0.04
Urine Protein With staging

23 | Association of Mamsa ahara |*Chi- squared: 12.505 P <0.05
Urine Protein With staging

24 | Association of Amla, Lavan & Chi- squared: 15.718 P <0.00
Muscle tone With staging

25 | Association of Abhishyandi & Chi- squared: 6.079 P <0.04
mutra With staging

26 | Association of Diwaswap & Chi- squared: 9.034 P <0.00
CMDcode with Staging

27 | Association of mutra & USG WithChi- squared: 7.357 P <0.02
staging

28 | Association of Chhardi & Chi- squared: 6.667 P<0.01
Anannabhilasha With staging

29 | Association of Chhardi, Chi- squared: 9.450 P <0.00

Anannabhilasha & Anemia Wit
staging

h
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30 | Association of Chhardi, Shotha &Chi- squared: 4.635 P <0.03
Abhishyandi With staging

31 | Association of Chhardi, Chi- squared: 7.085 P <0.00
Anannabhilasha & Agni with
Staging

32 | Association of Chhardi, Chi- squared: 12.666 P <0.00
Anannabhilasha & Abhyvaran with
Staging

33 | Association of Addiction & Chi- squared: 35.420 P <0.00
Trushna with Staging

34 | Association of Diwaswagp, Chi- squared: 4.427 P <0.03

Asyshukha & DM With staging
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6. Discussion:-

6.1 Modern Literature Discussion

In this chapter, Diabetes and Hypertension areudised as per modern
science. The urea and creatinine are the basitémical components of kidney
disease. The creatinine and urea pathway aresgiedu The CKD attributes as
per modern science compared to Ayurveda srotas.cOhwmlication of CKD is
mainly anemia. Thus anemia is explained.

This chapter is followed by Ayurveda literature alission hetus,
lakashanas to mention probable samprapti of CKD.

1) Diabetes in CKD:-

Diabetes is the cause for CKD in long term or ongdreatment patients the

pathogenesis mentioned in literature is as belodvaanwell observed in patients of
CKD.*

Elevated Hyperglycemia
Hyper Fizration
EIevate; GFR
Micro Albuminuria
Progressive Endothelial Dysfunction

Loss of Glomerular Basement Membrane

Interstitial Fibrosis
|

v v
Pathway | Pathway Il
Glomerular Collapse Tubular Atrophy

v
Leads to reduction in GFR of Patients R&dodn GFR

Flow Chart No.5: Diabetes in CKD
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2) Hypertension:-
The hypertension is observed as vyadhi hetu Kib @ll stages.

Hypertension

v v

Renal V+asculopathy Eeennin

Pre Glomerular Artery Arterioles f\ngiotensinine

Wall Tr;ickening V*asoconstriction
Dysfunftion Lsads To HT.
Mesangial Hypertrophy Oxidative Stress
Surfacs Arep \zasoconstriction
GFR Less Excretion

Flow Chart No. 6: Hypertesion

3) Creatinine Pathway:-

Creatinine excretion is function of muscle massthBoreatinine and its
energy reserve from phosphor creatinine are preisentuscle, brain and blood.
Creatinine (creatinine anhydrase) is formed in deufarm creatinine phosphate by
irreversible non enzymatic dehydration and loss pbbsphate. The 24 hours
excretion of creatinine in the urine of the givermject is reasonably constant from
day to day and proportionate to muscle mass. Trateseatinine also normally

occur in urine*t
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Glycine — Arginine, Methionine
v
Creatinine Bi*osynthesis

Guanidine Group
v

Arginine Glycine
Guanidino*Acetate

Kidney
v

Muscle Liver
v

Methylation of Gunanidino Acetate
Liver Sudenosylmethionine
v
Musile

Creatinine Synthesis

Flow Chart No. 7: Creatinine Pathway

4) Urea Pathway:-

Urea is the major end product of nitrogen cataboli;mi human, urea
synthesis in the liver released into blood andreleédrom kidneys, constituted 80 to

90 % of the nitrogen excretédl.
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MS — Liver — Post Absorptive Phase

v

Alanine and Glutanine

Muscle Released From

v

Circulation
v

Alainine
v

Transport oi Nitrogen

Liver

v

Glutamine
v

Gut + Kidney

Conversion of Alanine

v

Glutamine source for excretion Ammonia from Kidney

v

Kidney provides serve Liver + Muscles
Valine Muscles
v

Brain

Flow Chart No.8 : Urea Pathway

Page | 89




5) Manifestation of attributes of CKD are:

Modern Ayurveda

1) Cardiovascular system 1. Pranvaha Strotas

Cardiomyopathy Ayasena-shawas
Shawaskashta

2) Nervous system 2. Mamsavaha Strotas
Cramps Pindikodweshatana
Fatigue Klama
Headache Shirshoola
Sleep disorders Anidra

3) Hematological system 3. Raktavaha Strotas
Bleeding Shotha, pale skin
4) Immunological 4. Shotha

Stimulation of inflammation

5) Bone disease 5.

Osteomalacia

Bone disease

Sandishoola, kriyakashtata

6) Skin 6. Rasavaha Strotas
Purities Kandu
Melanosis Vaivarnya

7) Gastrointestinal 7. Anavaha Strotas
Anorexia Anannabhilasha
Nausea Hrullas
Hiccups Hikka
Nausea & Vomiting Chhardi

8) Miscellaneous 8. Udakavaha
Thirst Trishna
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Diabetic Nephropathy Pathway

Ayurveda Prameha Rathw

Hypsr filtration
Eleyated GFR
Microabuminimia
v
Progressive %ndothelial dysfunction
Loss of glomerglar basement membrane

Interstitial fibrosis

|
v v

Glomerular collapse Tubular atrophy

Hetu fevana
Kleda dushti
v
Dusth Mutra nirmiti
Mutrakshaya khavaigunya
v
Kleda dushti uealepana of vrukka

Karya dushti of meda & rakta dhatu

v v
Mutra Sangraha Mutrabahuly
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6.2 Observation:-

Avurveda Literature Discussion

This chapter mainly focuses on concepts of CKD whéttration is
hampered. So, Ayurveda literature review is disedsgelated to its by Hetus
Santarpans, Apatarpan and Ajeernajniyatus for pathogenesis. In CKD, Diabetes
and HT are vyadhi hetu so Prameha is mentionetdeiraiure discussion arghndu
is discussed.

Content of topic:-
1. Hetu — Santarpan/ Apatarpana - Ajeernajnya
2. Parameha & Pandu

Santarpan hetu:

In Charak samhita Santarpaniyadhy@nigdha, Madhur, Guru, Pichhil,
Navanna, Madya, Anup mamah these hetus are causative for the Santarpdhivy
BasicallySantarpanotharyadhi are those caused due to assimilation dialdsishti
in Strotas causing Indriyalepandhe diseases caused by the Santarpan hetus are
followed Prameha, Kandu, Pandu, Aamadosha, Jwara, Tandrdisthbulya,
Aalasya, Mutrakruchhra and Shotfta

Sanpian Hetus
v

Madhur, Snigdha*, Gurichhil, Navana, Madya

Agni dushti
v

Vyakta vyadhi

Diseases: Prameha, Kandu, Pandu, Jwara, Mutrakaydktistholya,  Aalasysg
Shotha

Flow Chart No. 9: Santarpan hetu
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Apatarpan hetu:-

The hetuKatu, Kakshaya, Tikta and Paryusheet ahara sevarserved. The
aatap, jagaran, vyayama, krodha, shoka are apatarpetu**

Apatarpan hetus

Ahara - Katu, Kakshayta
v

Vihara - Aatap, Jagaran
v

Manasa - Krfdha, Shoka

Guna - Rooksha, Ushna
v

Rasa Mahabhuta — Agni + Vayu

|

Sthana Grahani -
Agni Pushti
Mutrasangrha

Karnadushti (lakashana of endestag

Flow Chart No. 10: Apatarpan hetu

Ajeernashan Hetu:-
The state of ajeernashan is that when previous ahara is not digested well,
then it leads to Ajeerna. The ajeernashan causes vidagdha avastha, leading to

tridosha prakopa. The prakopita doshas are causing avarodha of Strotas leading to

diseases.”

The apakva ahararasa leads tdridosha prakopacausingagnimandya and
Stroto avarodha especially mutravaha Strotas The dushit kleda leads to

mutrakruchhra The diet according to state of Agni is importiegture of CKD.
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Ajeernashan

Vidgadha Avastha

v

Agnimandya
Vrukka
v

Mutrakruchhra

Flow Chart No. 11 : Ajeernashan Hetu

Pandu:-

ThePanducan be apparently a hetu for CKD and dominantmglication of
kidney disease. Th8antarpan, Apatarpan and Viruddtee basic hetu for CKD

also these hetus attributes for Paftiu.

In this process because of hetus dosha dushtit& leading torasa dushti
along with Agni. Thus in turn disturbsakta and medadhatu. Consequentlsakta
mala — Pitta & snehaof the meda dhatuare disturbed/ hampered. These again
contribute to vata dushti as well as present threthedushitform asPandu.

Apatarpan /Ajeerna samprapti

Viruddha / Diwaswap / Krodha / Shoka/ Vishamashana

Dosha dushti
v

Sthanasamshraya

v
Vrukka

Lakshar|1a observed

v v v
Karnashweda  Pindikodweshatana Akshitubpha

Flow Chart No. 12 : Pandu
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Prameha:-

In CKD Prameha is observed as a vyadhi hetu forymeases. In the
Prameha vyadhi botApatarpan and Santarpar@etus are observed in samprapti of
Prameha.

Prameha in CKD:

1. Santarpana

2. Apatarpan

Prameha in CKD by Santarpana Hetu:

The santarpana hetu sevana Diwaswap, Abhishyandi, Gurara etc leads
to kapha dushti Mainly shleshamika guna aggravated disturbing further meda
dhatu both contribute fodushit kledavruddhi. Thiskledavruddhi in turns results in

mutrabahuly&'’
Prameha in CKD by Apatarpan Hetu:

The Apatarpanahetu such aooksha, Katu ahara, Jagarana, Aataptr.
leads toKapha meda, & kleda dushti & Vata, Meda & Kledashti respectively

leading tovrukka dushtandmutra dushti*®

Hetu sevna
I
Santarpzina Hetu Apartarpa*na Hetu
Guru Ahara, Asyasukha, Diwaswap Rookshaliagaran, aatap
v v
Kapha meda & kleda dushti Vata, Meda & Kleda
Mutra%ahulya Mutra P&avartana dushti

Vrukka Bushti
v

Mutradhikya / Alpatava / Mutra dushti

Flow Chart No. 13: Prameha

Prameha asyadhi hetu, Prameha samprajkieda dushti) leads to changes
in karya (function) andsharir (structure) ofvrukka. This leads to deranged function

of excretior*®
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6.3 Clinical observation discussion:

In this chapter, lakashana methodology assessnsendiscussed. The
lakashana methodology i.elosha lakashana, srotodushti lakashana adhistana
doshaka lakashanand clinical findings are discussed in CKD.

1. Srotos lakashana/ Clinical finding: -

Annavaha srotas-
Jivha parishana (Tounge):-

The Sama and Nirama Jivaledserved in patients . Tidiram jivaha
observed in 14.5% patients, indicating normal paahd heSama jivahais
observed in 85.5% patients. Thus tBama jivahaindicates pachana is
disturbed.

Agni Parishana:-

The Agni pariksahna in patients of CKD is as follows the Sama Agni
43.6%, vishama Agni 15.5%, tikshana Agni 10.0% & manda Agni 30.9% are
observed. The manda Agni actually is the main cause for disease.

Abhyvaran Shakti Parishana:-.
The Abhyavaran Shakwof patients of CKD is observed .Tipeakrut

abhyavaran74.5% and theaprakrut abhyavarar25.5% is observed. Thus

pachana is disturbed in such patiénts.

2. Uadakavaha srotas:-
Trishna (Thirst):-
The trishna lakashana observedPaakrut lakashana in 50.9% and

the Aprakrut trishnaobserved in 49% patienits.

Soft palate (Talu)
The soft palate normal 62.7% patient and dry padat&% patients

observed. Thealu klomaarethe mula sthanaf Udakavaha StrotasHence,
dushti ofudakavaha strotasere observed.
Salivation, Lips (Lalastrava, Ostha)

The lips normal, dry and scaly are observed inep#di .The
percentage of normal lips patient is 23.6% .The4d#iy1% and scaly 30.0 %.
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The normal salivation 40.9%, less salivation pateB6.4% and

excess salivation 2.7 % were observed.

. Mamsa:-
Muscle fatigue (Mamsa daurbalya)
The muscle fatigue absent in 33.6% & present id%6is observed.

The uvula normal in 48.3%, the elongated uvula 82% & others 8.2%

patient’s are observed. Thus the elongated uvuwasMamsavaha Strotas
dushti andMedovaha Strotadushti®

. Prana vaha:-
Auscultation
The normal auscultation observed is 68.2 % and d&baormal

auscultation 36.81%. HeRranavaha Strotadushti is observed.

Nasa (Nasal examination)
The distribution of percentage observed in pati@it®NS- 12.7%,

dryness 69.1%and polyp 18.2%. The nasal drynespaiygd is the cause for
dushti ofkapha & vatadosha.

. Meda/ Avastha lakashana:-

Vrukka (Kidney)

The renal angle tenderness is observed in 10% patients and the non
tenderness observed in 90% patients.

. Rakta:-
Netra (Eyes)
The percentage of eyes pallor is 73.4%.The nonopales in

26.4%.The pale eyes are suggestiveagfa dhatudushti in CKD.

Pigmentation

The pigmentation absent in 66.4% and the pigmentation present in
33.6% are observed. However, Raktavaha Strotas dushti lakshana were
observed here.*!

. Asthivaha srotas:-

Nakha (Nails)
The percentage of pale, clubbing, koilonychias amanal conditions

of nails observed. The pale nails observed in 82@%ents. Clubbing 10.9%
& the koilonychias 2.7% are observed.
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Hair fall (Kesha shatana)
The hair fall observed in 48.2% patients .The bedying observed in

57.2% patients. Hair fall observed as swedvahatcstdusti lakshana in

patients 48.2%. The hair greying is observed da RitRasa dushti lakshana.

Sandhi Kriya kastha (Jointpain)

The sandhi kriyakashtata observed in 24.5%. The sandhi is the basic
site for majja dhatu. The majja is having medaposhakansha in it. The
correlation of majja dhatu in CKD is observed as the (sarakta sneha) majja
dhatu dushti is observed with disease progression from stage 1 to stage 5.

8. Swedavaha:-
Skin (Twak)
The normal skin 18.7%, dry skin 47.3%, scaly 15.3%, scratch mark
12.0% & pale skin 21.3% are observed. The twak is vata sthana
(sparshnendriya) and its dushti lakshanas are observed in patients. The twak
is updhatu of mamsa dhatu; which signifies twak dushti suggestive of
mamsa dushti in CKD patients

Sweda pravartana (Perspiration)
The swedgravartanaobserved in summer 68.2% ,sweda absent in

31.8% while sweda absent in all season 91.8% aedapresent in all 8.2%
patients. The sweda nourishes twak; roma. The riistices in sweda
pravartana are suggestive of kleda dushti. $Wwedapravartanaabsent in

31.5% this shows that twakgat sneha is dusht. dikates dushit kleda
directly disturbed twak sneha representing laksbainga skin & itching’?

9. Mutravaha:-
Daily frequency of urine (Mutra frequency)
The daytime frequency of urine 1 to 4 times 45.3040 8 times

51.8%, 8 to 12 times 2.7%. The urine frequencyigiitnl to 4 times 20.9%,
4 to 8 times 69.1% & 8 to 12 times 10.0% are olke@nThe urine burning
and pain in lower abdomen patients observed we2%4.8
10.Purisha:-
Mala pravartana(Bowel habit)
The daily mala pavarthana 94.5%, mala a pavarthana 4.5 %, formed

mala 75.5%, kruchhratava 28.2% is observed. The bowel habit in present
data is non significant due to sweda & mutradushti mainly. Hence it
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indicates mutra & sweda dominantly hampered but invariably purisha is
mostly normal in CKD.

Other observation:-
11.Vyadhi lakashana:-
Hypertension & DM

The hypertension absent in 32.7% and hypertensiesept in 67.3%
patients. 63.6% were Diabetic where as 36.4% were[®M. The numbers
of patients observed HT+DM were 24.5% .The vydhules DM+HT were
observed.

12.Dialysis & staging
The numbers of patients undergoing dialysis were observed 66.45%

and the 33.6%non dialysis observed .The dialysis is conventional treatment
for end stage.

The staging observed were stage 1st -13.6%, 2nd -9.1%, 3rd -16.4%,
4th -28.2% and 5th 32.7%.

13. Hereditary feature
The diseases observed were Asthma, HT, DM, Kidney disease and polycystic

disease of kidney. The DM — 12, HT- 8, Kidney Disease -4, IHD -2, Asthma -3,
and Cancer-1 observed. The percentages of DM & HT disease were mainly
seen. The kidney disease 6, DM -2, HT- 1, IHD -1 patient observed. The
hereditary cause is dominant in swakul history. It shows that bijadushti is

main reason for disease occurrence.
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6.4 Observational discussion:-

The observational discussion is based upon thdinin of hetus and
lakashanas mainly. The classifications of hetusunderstand its effect in CKD

staging are given below:-

Hetu observational discussion:-

1) Santarpana
2) Apatarpan
3) Viruddha

4) Vyadhi hetu

Lakashana observation:-

1) Strodushti lakashana
2) Dosha lakashana

3) Dhatu dushti lakashana
4) Avastha lakashana

5) Updrava lakashana

Srotas observation:-

Srotas dushti and staging

Hetu discussion:-

To study importance of hetus:-

1. By knowing hetu “Nidanaparivanjana” can be achieved

2. Treatment is against the hetus hence knowledgetakhs important.

3. Hetu involved gives knowledge of dosha characiesstresponsible in
pathogensis.

4. Dosha ability for disease process is understoaaild®incept (swantantra and
partantra).

5. Disease gravity (vyadhi bala) can be judged propeith hetus.

6. Involvement of dosha i.eansha-anshaspect issansarg or sannipatan be

understood with hetu.
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The Case Record From for study prepared on thes lwdsiaily routine of
patient — with different histories family, drugsjdiction etc. thus; hetus aaharia
viharia, viruddha and mana3.hese hetus are classified ir8antarpana, Apatarpan,
Viruddha and Vyadhi hetu.

1) Santarpan hetu:-Madhur, Amala, Lavana, Ahara, Abhishyandi, Asyhayuk
Diwaswap are Santarpan hetu. These hetus are Kppdileopa hetu.

2) Apatarpana hetu Katu, Tikta, Kashaya, Jagaran, Aatap, Vyayama ar
considered. These hetus leads to vata dushti.

3) Viruddha hetu- Vegavarodha, Vishamashana are vidhi viruddhaizaa
viruddha from desh to sampat all types of viruddbansidered for
observationl discussioh.

4) Vyadhi hetu- the cause for disease/ vyadhi is DM & HT aredlyiehetu

Stagel Apatarpan / Santarpan Hetus

Santarpana Hetu —Amala® Lavana>® Mamsa Ahara, Abhishyanti,
PayrusheeY' Asyasukha

Apatarpana Hetu -Aatap.”"

Agnidushtijanya / Viruddha Hetu-Vegavarodhd" Virya, Krama, Hrud,
Agni, Matra & Vidhi

Vyadhi Hetu:-HT

The Santarpan and Apatarpaniaetus are observed in stage 1. These hetus
leads toagnidushti, vata & Kapha dushis observed. These hetu leads to probable

changes in filtration GFR.

Stage 2 Hetus:- (Santarpana & Apatarpan)

Santarpana Hetu -Amala, Lavana, Mamsa Ahara, Abhishyandi, Payrusheet
Apatarpana Hetu -Katu®

Agnidushtijanya / Viruddha HetuKrama, Hrud, Kala, Agni, Dosha, Virya
Vyadhi Hetu:-DM & HT

The combination of altogethesantarpana apatarpan hetuaffects the
functions of doshahatu and agniThe agnidushtidisturbs pachana and absorption

at grahani and pakavashayaespectively leading to changes in filtration rafes
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changes in Sr. Creatinine, Blood urea and urindgeproobserved in laboratory

finding.

Stage 3:-

Santarpana Hetu -Madhur?® Lavana, Abhishyandi, Asyasukha
Apatarpana Hetu Katu

Agnidushtijanya / Viruddha HetuDosha and Virya

Vyadhi Hetu:-HT & DM

In stage 3santarpanahetus are present disturbik@pha dosha and kleda
while apatarpanahetu affectsrata dosha Thus in stage 3 GFR reductions can be

observed.

Stage 4:-

Santarpana Hetu -Amala , Lavana, Madhur, Mamsa Ahara, Abhishyandi,
Diwaswapd

Apatarpana Hetu —

Agnidushtijanya / Viruddha HetuKala, Agni, Matra, Satmya, Virya

Vyadhi Hetu:-HT & DM

The End Stage Kidney Disease with Ayurveda aspbstmved hetus are
santarpana and apatarpaabserved. The dominance of dosha with above hstus
vata & Kaphamainly. Thevata dushtikara Apatrapahetus are dominant in stage 4.

The combination of aharia and viharia hetus obskrve

Thus, these hetus affects the absorption phaselaaswexcretory phase

Stage 5:-

Santarpana Hetu- Amala, Lavana, Mamsa Ahara, Abhishyandi, Paygash

Apatarpana Hetu — Katu, Aatap
Agnidushtijanya / Viruddha Hetu- Kala, Agni, Matra, Satmya
Vyadhi Hetu:- HT, Anemia

The hetus for stage 5 asantarpana & aapatarpanalhese hetus directly
affect onvata & Kaphadushti leading to dosha dushti. These hetus piplafects

filtration rate i.e. reduction in GFR is observed.

Page | 102



From stage 1 to hetus are in different combinat¥th vyadhi/viruddha hetu.
The combination ofahara, viharais observed it suggest that from Ayurveda aspect
the regulation fomhara & viharais important for prevention of further progression

of disease in stage 4 & 5 i.e. End Stage RenaldB&se

Stages and Mansa Hetus:-

The manas hetus observed in studykaoelha and shokarhe krodha hetu is
significantly observed. This leads to pitta dudmétu as alone but as it in the
combination of hetus observed. Thus in combinatigth other hetusagnidushtiis

observed. This will affeqpachana and sara kitta vibhajaria CKD case$.

Lakashana Observation:-

The methodology for lakashana interpretationdasha lakshana, vyadhi
lakshana, samavastha, niramavastha, updrava, srothsshti, dhatudushti,
adhisthanadushti lakashana.

The study of lakashana gives dosha andntha-anshaspect in detail. The
lakshana denoteg/dhi udabhava sthana to prasara sthaha combination of dosha
dushti and dhatu dushti is expressed with the EkahThesrotodustiidentified with
lakshanas. Thus, it will help in identifying doskthanaand srotas.

The lakashana are classified as

1) Srotodushti lakashana
2) Dosha lakashana

3) Dhatu dushti lakashana
4) Adisthana lakashana
5) Avastha lakashana

6) Updrava lakashan

7) Bhahu dosha lakashana

The studies of 110 cases with different lakashaotzserved are grouped.
Lakashan are grouped according to srotas dushti stades. This gives
understanding regarding involvement of srotas imt tiparticular stage. The
lakashanas are probably dosha lakashana as patiesstrved once and other

lakashana are sroto dushti lakashana. Heemdushti lakashana, avasthadustika
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Prandushti Lakashana:- Ayasenashwas, Shawaskastasa, Hikka'
Shoth:- Pada, Mukha Shopha, Sarvangashopha, Ankilditshopha®
Angamarda:- Angamarda, Jadata, Sarvangshool, Arsiah
Udarshoola:- Udaradhamana, Udarshoola, Urodaha, Maihabhadhata.
Mutradushti:- Sarkta Mutra, Spitmutra, Alpamutragigimutra.

Chhardi :- Hrullas

Trushana :- Shoshh.

Anannabhilasha: - Aruchi®

© N o g M wDNhPE

These lakshana are grouped for statistical anafgsibetter assessment of

lakshana using Chi-square test.

Stage 1 & Lakashana:-

The probable Dosha lakashanas ¥i@aj — Ayasen-shwas, Daurbalaya,
Katishoola etc. Pittajlakashanas observed atfodaha and Kaphajlakashana
observed ar&hotha, Hrullas, and Anannabhilash&he probable dhatu lakashanas
arerasa and raktaAvastha lakashana are Angamarda and Agmidya, these are
Sama lakashana. The Sroto Duakashanas observed are

Anannabhilasha — RasavatiaAnnavah’

Hrullas — Rasavaha

Prandushti — Pranavah®, Annavaha, Udakavafa

Stage 2 & Lakashana:-

In the stage 2 Dosha lakashana observed in patian Vataj —
Malavabadhata, Pindikodwestana, Daurbalaya, Pittaparakta Mutra Pravartana,
Kaphaj — Anannabhilasha, Hrullas and Shotha. Thestvadarshanlakashanas
observed areAngamarda, Mandajawara are Samakashana. TheSrotodushti
lakashanas are observed

Prandushti — Pranavaha, Annavaha, Udakavaha

Anannabhilasha — Annavaha

Chhardi, Hrullas — Rasavaha

Mutralakashana- Mutravalfd
The Dhatudustilakshana areDaurabalaya, Pindikodwestana are Mamsa, Rakta

Dhatu dushtiakashana.
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Stage 3 and Lakashana:-

The dosha lakshana for Vataj dosha lakashanasDatgbalya, Anidra,
Malavabhadhata while Pittdpkshana ar@rishna, Amlapitta and Kaphd@kashana
are Shotha, Bahumutratalhe Avastha lakashanare samalakashanalrishnaand
Amalpitta The dhatudushti lakashanas &aurbalaya and Pindokodwestan&he
srotas dushti lakashana

Prandushti — Pranavaha, Annavaha, Udakavaha

Mutralakashana- Mutravaha

Anannabhilasha - Annavaha

Hrullas — Rasavaha

Stage 4 & Lakashana:-

The Dosha lakshanas for stage 4 are as follows:-
The dosha lakashanas afataj — Anidra, Pindikodwestana, Pittaj — TrushBdoram
and Kaphaj — KanduThe Avastha Lakashana observggerna and AruchiThe
Dhatu Dushti lakshana isPindikodwestan and DauarbalyaThe Srotodushti
laskshana

Anannabhilasha — Annavaha, Rasavaha

Prandushti- Pranavaha, Annavaha, Udakavaha

Stage 5 & Lakashana:-

In stage 5 lakashanas observed are as follows:-

The dosha lakashan ahataj — Daurbalaya, Anidra, Katishoola, Pittaj
lakashana are Amalapitta, Sarvangadaha and Kaplegashana are Chhardi,
Udarjadata. The Avasthadarshakakashana observed afkshikutshopha, Aruchi,
and Aarti The Dhatu dushti Lakashana is dauarbalya.

Anannabhilasha — Annavaha, Rasavaha

Prandushti- Pranavaha, Annavaha, Udakavaha
Updrava lakashna In CKD signifiacant Updrava lakshana observedPmsndu

(Anemia)
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Other lakshana Observed:

1. Antardaha and shitkamitavafhe shitkamitva and Antardaha is observed in
patients of CKD.

2. Karnashweda:The karnashweda is observed in CKD patients wiiah be

probable lakshana &fandutava or vatavruddhi

Limitation for Dosha lakashana:-

Dosha & Avastha:-

The study is based upon one time examination ddskashana require
bahukalika parishangfrequent follow up). The dosha lakashana are roksein
relation with hetus, itssansarg and sannipatin this study, probable dosha

lakashanas are mentioned.
Bahudosha lakashana:-
These are lakashanas are not mentioned only lpifitypanentioned in

the given study. As these lakashanas are for eaktmttreatment.

Limitation for gradation of patient’s lakashana and causes:-

1. Only dietary hetus are classified Bsavar/ Avara/ Madhyanon the basis of
daily/ twice- thrice week and once in week the s&gy.

2. For other causes patient’s interrogation is diffias the disease is critical.

3. As the study is based on 110 patients if gradatimme then only few cases for
lakashana e.g. 2 to 3 were expressed so in thg stug 0 — 1 present / absent.
Scale is used as per research protocol.

4. Onetime study pattern followed:-

As the disease CKD is defined only afteB months duration, GFR
raised it suggests that the disease is well estaliti patients so the case
assessed once in each stages.

5. Vyadhi pratgatmika lakshamna to get the precise knowledge of lakashana targe

sample size required.
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6.5 Samprapti discussion-

Samprapti means disease pathogensis from Ayurvepdacta In observed
cases, samprapti methodology is the correlatiowdrt hetus, lakshanas and
adhisthana i.e. causes sign & symptoms and orgaived. The observed data is
based on clinical as well laboratory finding to argtand the appropriate lakashana

related to the stages.

Samprapti is the process to understand doshaidlightto respective hetus
(causes) and its spreddr@ihava, Adho & othérin sharir (body).

To Understand Samprapti In CKD:-

1. Sankhya Sampraptidenotes involvement of dosha ivata, pitta, Kapha,
dwandajaor sanipathik combination.

2. Pradhyna Samprapti- it gives knowledge about dosha dushti with rthei
proportionate guna involvement respectiveNradhatara or Vrudhataia

3. Vidhi SampraptiindicatesNija & Agantuja vyadhi

4. Vikalpa Samprapti - Vikalpa samprapti gives knowledge ahsha-ansha
aspect oflosha, dhatu & their features

5. Bala Samprapti(as per kala):-

This samprapti is related withetu, Poorupa and Roapeans causes,

prodormal symptom and expressed symptom are establishedotal t
completely or partially. This givelsala strength of the disease vice versa if

hetus are not dominant as wetloroopthen vyadhi is also with less gravity.
Stage 1
The Santarpan hetus observed are

e Santarpana hetu:- Madhur, Amala, Lavana, Abhishyandidhyshana,
Mamsarasa, Diwaswap.

« Apatarpan Hetu:- Katu, Tikta, Kashaya, Jagafan/yayam’

« Agnidaestijynya Hetu:- Vishmashaff&Raryusheet, Vegavarodha,
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Stage 1:-

The santarpana hetus observed are exddsslhur, Mamsa,
Abhishyandi Ahara, Asyasukha and Diwaswafhile Aapatarpana hetus are excess
katu ahara, jagaran and aatafhe vyadhi hetus are DM & HT. With santarpana,
aapatarpana along withvishamashana, adhyshana, vegavarodieads to
vataprakopa leading to agnidusti. The dushit agmismg tridosha prakopa. This,
prakopita tridosha disturbs function oPranavaha, Annavaha, Udakavaha,
Rasavaha, Raktavaffaand Mamsavalf4 srotas mainly. The prakupit dosha gets
sthanashavashrya in vrukka disturbing its functue to this Lakashanas observed
in study areDaurbalya, Anannabhilasha, Pranadushti, Shotha &idhrshool in

stage 1.
Stage 2:-

Hetus observed are santarpana hetus excess Madkan, Mamas Ahara &
Asysukha. The Aapatarpana hetus exéedsiahara, vyayama and jagaranayadhi
hetu observed are DM & HT. The vegavarodha & vishstmana hetus are vidhi,
Agni & pariahara viruddha. These hetus leads ta,¥&apha prakopa. The prakupita
dosha and agnidushti leads to rasa, rakta and mdostdi. The dosha & dushya
dushti is circulated throughout sharir, by meansyain vayu disturbing srotas. The
srotas dushti observed Anna, Prana, udaka, Rasa and Mutra vas@tas. The
dushti lakashani for stage 2 in CKD arannabhilasha, Chhardi, Hrullas, Shotha,

Pranadushti, anngamarda and mutra dushti
Stage 3

In stage 3 santarpana hetus are exbshur, Abhishyandi Ahara and Asyasukha
While apatarpan hetus are katu Ahara and vyayanaahiyhetu are DM & HT.
viruddha hetusridhi, Krama, Parihara, Dosha and Viryare observed leading to
agni dushti howeveragnidushti leads to tridosha prakapa@he prakupita dosha
leads to dhatu dushti i.easa, mamsa dhatu both prakupittosha and dhatu by
means of vyana vayu are circulated throughout edyinally sthanasamshraya in
vrukka. Lakashanas observed apannabhilasha, Chhardi, Shotha, Pranadushti

and mutradushti.
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Stage 4:-

Santarpana hetus are exceswla, Lavana, Abhishyandi, Mamsa Ahara,
Diwaswap and Asyasukha apartahatus are excedsatu, Vyayma And Jagaran
The vyadhi hetu is DM & HT. The viruddha hetu ohser arevishmanhana and
vegavarodhaThe agnidushti leads tsidosha prakopa The prakopita dosha and
dushya by means of vyana circulated throughoutirsizard sthansmashrayan
vrukka The prakupit dosha leads to srotas dushti lakesti&hotha, dauarbalya,
pranadushti and Anannabhilash&rotas involved ar@nna, prana, udaka, rasa,

rakta and mamsavaha srotas.
Stage 5:-

The hetus observed are apartana, Santarpan, kauddd mainly vyadhi
hetu. The santarpana hetu excassa, Abhishyandi, Mamsarasa and Diwaswapa
leads to Kapha dushti and kledhlshti while apartana hetd&tu, Vyayama and
Jagaranare responsible for vata dushti. Thus, combinatiball hetu leads to vata
Kapha dushti mainly with viruddha hetasadi dhatudushti occurred. The dhatu
dushti with agni dushti observed. The dushit dositaulated byvyana vayu
throughout sharir disturbind\nna, Prana, Udaka, Rasa, Rakta and Mamsavaha
srots The srotodushti lakashanas ddaurbalya, Anannabhilasha, Pranadushti,

Shotha and Anngamarda.

Samanya Samprapti:-

TR SFeRT ISR | TAET: TO=e] <157 52 fospe 11 31, . M. 2 /3¢
The dosha dushti caused by different hetus, itigtéimese dushti dosha are

spread in the body througRasayanisand reaches up tAdhisthanaresulting in

vyadhi nirmiti.

A TTTTE fITTadeRaon | Jaq Hedisste <8 fafeTd ¥&T111 Ch. Chi. 15/36, page 516.

Prakrut karma ofryana vayu is vishepana of rasadi dh#twughout body.
In vyadhi nirmiti the khavaigunya one of the important component of vyadhi is
already present respective organs. Here, duéhawaigunyagets obstructed giving

rise to vyadhi.
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The hetus observed argantarpana, aapatarpana, agnidushtijanya and
vyadhihetu. Due to this hetumgnidushtiaccrued. The agni dushti leadstiiclosha
prakopa the prakupit dosha witklyana vayucirculated throughout sharir gets
sthanashavashryan vrukka resulting inrmutravaha and other srotodushiihis is
samanya sampraptor CKD in given study.

Dosha Prakopa he
|
Vyadhi Santarpar Apatarpan Agnidusht
DM, HT AbhArrr:ala;_La\_/ana, Katu, Jagaran, Aata;l) Vegavarodha
ishandi, Diwaswap, Vishmashana
Mamsarasa
Aanidusht
v
Vrukka- Sthanasamshra
v
Mutra Dushti Lakshar
v
Other srotas disturb
v

Prana. Anna. Udaka. R:
v

Anannabhilasha. Chhardi. Daurbe

Flow Chart No.14 Samanya Sanprapti
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6.6 Investigation discussion :-

In this chapter investigation required for CKD swuahHb % blood urea Sr.

Creatinine and urine analysis (pus cells and pnptaie discussed.

1. Hb distribution: - The Hb % grouped under the criteria of mild, motier@nd
severe Anemia. The patients observed in mild Anearga38, moderate Anemia — 51
and severe Anemia - 11. In CKD Anemia is observedakashana in previous

history and complication. The Rasa & Rakta dhathtius mainly observed.

2. Blood urea distribution:-The urea below 50 is 13, between 50 to 100 - 28,t40
150 - 14 and above 150-6 patients observed. Therbed Saara kitta vibhajana is

significantly observed in end stages.

The urea is the outcome saara kitta vibhajana itialinpachana. It is
nitrogenous waste product i.e. mala is to be egdetlut at mutrashaya level. In
CKD mentioned hetus leads to dosha dushti basi¢itlg dominance, Kapha and
Vata. Also Rakta, Meda & Mamsa dhatus both unifgrdisturbs the kidney tissues

i.e. the vrukka dushti.

3. Serum creatinine distribution:-The normal value of serum creatinine is
1.2(units) above the normal value that is considigr@hological in the study below
1.6 — 20, between 1.6 to 5- 40 were observed,1®{®9 and above 10 — 13 patients

were observed.

The creatinine is liberated from muscle mass. Tdwell of creatinine is
important in major GFR in CKD cases. Thus nephmel filtration hampered may
be because of DM, HT & anemia origin which mayalifbut the severity of damage

of Nephron is measured with creatinine only.

4. Pus cellsThe pus cells 1 to 4 - 18 observed, 4 to 8 — 1®mesl & 8 t0 12 — 6

patients are observed.

5. Urine protein distribution:- Trace urine protein present in 7 patients, 1+ urine
protein present in 7, the 2+ in 21, 3+ in 17, 448in5+ in 1 & 6+ in 2 patients

observed.
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6.7 Statistical Discussion

Aharia Hetu:-

The cross table foAmla rasa and Madhur ras@s non significant with
staging. The staging is assessed with GFR, for dhatia hetu are not observed
significantly. TheMadhur and Lavana rasare responsible fokleda vruddhi as

well as up lepana. Themlarasais causative factor fanamsadaha & shaithilyZ

The dosha dominance form stage 1 to Skapha, the lakshanas were
observed mainlyAnannabhilasha, Chhardi, Shopha, Pranadushti Lakshand
Daurbalya. TheAmla & Madhurarekapha prakopa and vata sham@dacifier).

The shaethilya is seen in mamsa dhatu agni duwesdnding to disturbances in

creatinine level.
Shoka (grief):-

The shoka is manasabhava. It is featurmedla, shaya and vata vruddhi and
kleda dushti This leads to disturbing pachana, shoshana kafryatta as well of
Agni parinamana. Thus shoka and staging is sigmtiy observed. The Shoka

observed as swedavaha and twak dushti lakshana.

Koshtha Viruddha stage:-

The koshtha viruddha is significantly P<0.05 obedrv The Koshtha
viruddha ahara sevana leads to disturbed Saara kitihajana. This gives

accumulation kitta and causing disturbances ineghan.

Agni Viruddha and Stage:-

The patients observed Agni viruddha were P< 0.@difscantly. It means the
ahara is not taken as per Agni status. The patieet® observed with Manda,
Tikshna and Vishama Agnis. The diet taken by theyrewof atimatra, singdha,
katurasa sevana. The ahara in accordance with Agres proper digestion
(pachana). In each stage Agni viruddha is obsemvbith denotes that Agni
viruddha ahara sevana leads to dosha dushti leéalingproper digestion (pachana).
The agni viruddha as per the staging is Stage %;-&lage 2 — 100%, Stage 3 -50%,
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Stage 4 — 87%, & Stage 5 — 72.2%. Thus impropegstiign at the end part of organ
means filtration level is deranged. This is labedsdpachana dushti at vrukka level

by viruddha hetus.

Matra Viruddha & stage:-

The Matra viruddha and staging P< 0.01 were sigguifily observed. The
Matra (Rashi) is mentioned for individual as pediudual Agni. Those who were
not following the Matra towards Agni are causesavaitiation along with pitta
dushti, in them. These vitiation leads to reductiorSaara & kitta vibhjana This

may reduce filtration and staging.

Paka Viruddha and Staging:-

If properties and procedure mentioned as per tmesot followed or altered.

It disturbs pachana with Agni dushti.

Vidhi Viruddha & stages:-

It is P < 0.00 significant. The ahara vidhi givedd) Varna and good health.
The vidhi viruddha hetu signifies that absorptivep&st absorptive phase of ahara
sevana and dispersion of ahara rasa improper fmmat (dosha, dhusya and mala)

from pachana, leading to dise&8e.

Asyasukha & stage:-

It is significant P < 0.04. It leads to kapha dughtther leading to kleda

vruddhi or dushit kleda into mutra dushti.

DM & staging:-

The DM is the disease dfapha & kleda dushtieading to progression of
disease (P< 0.039).

HT& staging:-

HT is cause for CKD from the vyadhi hetu in eacgstHT is observed to be
present in each stage of CKD (P < 0.03).
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Anemia & staging:-

The Anemia in the CKD apparently cause and comfadicaln anemia pitta
dushti along with rakta & meda dhatu is observetie Tanemia is observed
significantly. Anemia is present in CKD (P < 0.00)

Daurbalya and Anannabhilasha:-

The Anannabhilashais Strotas dushti lakshana for Annavaha Strotas an
Daurbalya lakshana are observed in stage 1 to 5 signifigzarithe Daurbalya

present andnannabhilashabsent in staging are observed (P < 0.03).

Diwaswap & cortico medullar differentiation:-

The Diwaswap absent is significant P< 0.04 for cortico medullar
differentiation deranged this leads to Varna forarain vrukka leading to structural

changes. Th®iwaswapleads to kapha dosha dushti and kleda dushti.

Abhishyandi & Mutra day frequency:-

The abhishyandiahara sevana is significant P< 0.04rtotra frequency. The

abhishyandi aharaevana leads tdeda dushtleading to disturbed mutra frequency.

Multivariant Correlation:-

Agni Viruddha, Virya Viruddha & stage:-

It is significant in staging P < 0.01. The Agni &ya in combination worked
together, it will affect the pachana and the foioratof dosha. Agni viruddha
observed leading to ajeerna etc. In the above o group vriya viruddha absent

and Agni viruddha were present.

Agni Viruddha, Paka Viruddha & staging:-

The Agni viruddha creates tridosha dushti dhatuhtlugt is significantly
observed in 5th stage. This tridosha dushti lead®duction in GFR significantly
(P <0.01).
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Hetu, lakshana & staging:-

The correlation of hetu to lakashana and stagisgsssnent between Aatapa
sevana and patient suffering frolmannabhilashare non significant. It shows that
viharia hetu i.e. Aatapa is not hetu for Anannabhilashain CKD. The
Anannabhilashgresent and Aatapa hetu absent is observed imgtaff CKD. As
Anannabhilasha ig\gni dushtilakshana due tsamana vayu & disturbed pachak

pitta.

Previous History of DM, Anannabhilasha & Shotha:-

The previous history of Diabetics ténannabhilasha and Shothés
significant (P < 0.05).

Anemia, Daurbalya & Shotha:-

The Shothaabsent andDaurbalya present were (P < 0.03) observed in
staging. WhileShothaand Daurbalya in Anemia were reaches to significance (P <
0.08).

Previous history of HT, Daurbalya & Pranadushti:-

In stagingDaurbalyaabsent andranadushtipresent is (P < 0.01) observed.
The dosha dushtileads to Pranvaha Strotasdushti showing Aysena-shawas,

shawaskashta.

Anemia, Lavan & Amla:-

The Amla and Lavanaasa are responsible fpitta & rakta dhatu dushtilt
can affect the GFR directly with other hetus (P.G5).

Amla, Lavan & Twakdry:-

Twak dryness is observed in patients. Rrla Lavana rasa causes rasa,
rakta dushti and pitta dosha dusHéading to disturb state of twak and dryness
observed (P< 0.03).

Mamsahara, Agni & Staging:-

The mamsahara taken by patientsAigni viruddhastate leads téridosha
prakopa and rasa dhatu dusii < 0.00).
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Mamsahara, Urine Protein & Stage:-

The mamsaharaand protein loss is significantly observed in stdg The
mamsaharas not significant for urine protein in 1 to 4 gés in patients observed
(P< 0.04).

Mamsahara, Agni & Staging:-

While stage 1 to 4 the test is not significant. tAe state ofagni & dhatu

kshayais in progression with agni dushti. This is obgehin stage 5 significantly.

Chhardi, Anannabhilasha & staqging:-

The Chhardi Anannabhilash#s significant for 2 to 4 stages P< 0.01 while

stage 1 to £hhardi Anannabhilash& not significant.

Chhardi, Shotha & Abhishyandi:-

The abhishyandisevana is significantly present @hhardi & Shotha The
abhishyandi is dushti hefor kapha and pitta dosh@ < 0.03).

Chhardi, Anannabhilasha & Agni:-

The Sama AgnpatientAnannabhilashas significant P < 0.00 whilenanda

agni patientsAnannabhilashas P< 0.01 significantly observed.

Chhardi, Anannabhilasha & Abhyvaran:-

WhenAbhyvaran Shakti is prakrut, Chhardi and Anannadutilais P< 0.00.

Madhur, Lavana, Amla and Staging-

In stage 5, Amla and Lavana rasa are observedfisgmi P<0.03. However
it suggests kaphakara ahara leads to the GFR redube Lavana rasa is for pitta
dushti and rakta dushti as well Amla rasa is causdtactor for mamsadaha and

shaethilaya.

Anemia, Shotha, Anannabhilasha & stage:-

The Shotha absent and Anannabhilasha present gg@ignificant P < 0.04.
The rakta dhatu dushti along with rasa dhatu i€oesl. The rasa mala kapha and

rakta mala pitta with Agni dushti is observed fhotha Anannabhilasha lakshna.
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Anemia, Anannabhilasha, Chhardi & stage:-

The Chhardi absent andnannabhilashgresent is significantly observed in
Anemia and CKD staging P < 0.02. Ti@&hhardi and Anannabhilashare not
significant in Anemia CKD staging 0.18.
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7. Conclusion-=

1.

The aetiopathological study of CKD with Ayurvedargective gives hetus
with dosha dushti to understand the diseases. bereficial in preventive
aspect of diseases for ‘Nidana Parivarjana”.
DM, HT, Anemic patient should avoid Amla & Lavarsaain excess.
» Antagonistic food should be avoided i.e. viruddhara.
* Proper regime should be followed by individual as gheir agni.
Hetus observed werdmla, Lavana dominant rasa, Abhishyandi,
Mamsahara, Vishamashana, Diwaswap, Asyasetba

The Viruddha hetu /antagonistic food in the formNétra, Vidhi, Kala,
Agni, Karmaare the causes for diseases progression. Thigamssc food
has proved to be one of the important causes ércteon of GFR.

The Santarpana hetus such as excessive intalkentd and Lavana rasa
individually or in combination by patients of mainDM, HT and Anemia
causes further disturbances in the statd?ittd, Rakta and Mamsl@ading to

dhatu paka avastha.

The individual must avoid Santarpana hetu such Asyasukha and
Diwaswap As the Asyaskuha and Diwaswagisturbs the state of pachana
leading to kapha dushti in turn producing kleda htiusoy further

precipitation.

The Santarpana hetu such abhishyandi ahara and Mamsaaharia
combination should be avoided this giwsda dushti, kapha dosha dushti

Regular evaluation should be followed to prevenmnteal symptoms such as
Anannabhilasha, Chhardi and HrullaBrough investigation of proteinuria &
micro albuminuria. These are probable dosha lakesha

The staging as per Ayurveda aspect is on the ledisisdosha dushtiThe
Vata, Kapha, Agninas proved to be the main cause.

CKD has expressed itself as Bahu (multi) strotaerdier:
* Annavaha, Pranavaha, Udaka, Rasa, Mamsa
* Anavaha, Pranavaha, Udaka, Rasa, Mutra
* Anavaha, Pranavaha, Udaka, Rasa, Mutra
* Anavaha, Pranavaha, Udaka, Rasa, Rakta, Mamsa
* Anavaha, Pranavaha, Udaka, Rasa, Rakta, Mamsa
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The kha-vaigunya occurs in mutravaha strotas.

9. The emphasis should be on tikta and kasaya rasa giey have property of
vishada & vishodana of mutra. Leading to healtlayesof individual.

10.The viharia hetu alone are not significant. It dddue avoided in association
of above mentioned hetus.

11.In CKD probable lakshana sammuchya is lasting featf stages as per

Ayurveda rather than GFR estimation parameter astiored in modern
medicine.

« Anannabhilasha, Daurbalya, Prandushti, Shoth

* Anannabhilasha, Chhardi, Shotha, Prandushti, Mwushti

* Anannabhilasha, Chhardi, Shotha, Prandushti, Mutushti

* Anannabhilasha, Shotha, Daurbalya, Pranadushti

* Anannabhilasha, Daurbalya, Pranadushti, Shotha hakss are

there.

12.The vyadhi hetu observed mainly HT & DM.
13.Vrukka Virkruti / Dushti observed as Premhajyna, Shothajyna,

Panduprabala, Yakrut Dushtijyna, Medopradosha veuklksha this can be
treated as avasttika dushti of vrukka.
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Scope for further Study

8. Scope for further Study

1. To standardize a preventive tool, this will prevdistease progression instead of
landing into ESRD.

2. Further study can be possible to set a preciseepg@based treatment as per the
samprapti & its stages.

3. To prevent dialysis with the Ayurvedic treatmentlsias to develop shodhana
treatment plan like raktamokshana, nasya etc asehement.

4. Specified Ayurvedic Diet treatment for CKD is nedde

5. To reduce the economic burden and to enhance yuwdllife of ESRD patients
with standardized protocol to maintain diseases i, HT and Anemia.

6. Large sample size is needed to define pratyatnaikahlana and standardization
of symptom.

7. Enough sample size is required to explore anshiaaassmprapti of stages.

8. Further study is needed related to viruddha Ahaealihg to end stage renal
disease along with vyadhi hetu since significaatistical values were observed.

9. The involvement of mutravaha srotas in CKD anceftects on other srotas are
studied in large sample size.

10.The patients should be observed longer period $esssfor gradation of dosha
lakashana, Sama lakashana and srotas involvement.

11.The involvement of srotas mutravaha or annavaherlpris to be studied in
larger sample size.
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11.

Annxure:

Srotas Causes and lakashana distribution

Conventiona Ayurvede

Pranvaha:- Skin color (varna Ayasenshawasi
Shape of chest type of | auscultation shawashkastata
respiration position of

sternum auscultation

percussion DNS/ Polyp/

Dryness

Udakavahe:- Oral cavity salivation Trishna

Soft palate, Hard palate

Uvulva, Trushna, Lips

Annavaha

Jivha, Agni, Abhyvaran

Annanabhilasha, Chhar

Rasavaha

Heart rate, Blood pressure

Nadi, Twak parishna

Angamarda, Pandu,
Asharda, Jawara, Hrullas

Raktavaha
Liver, Spleen, Fistulas

Netra, Pitika
Discolouration

Pigmentation
Discoloration

Medovaha
Muscle tenderness,
Wasting, Muscle tone

Tenderness, Fatigu
Vrukka (Renal angle ten
sernons)

Asthi vaha

Visuvalist d/ Noi
Visualised, Nails, Hair
fall, Areqing of hair

Asthishool:

Majjavaha Sandhiparishna Murcha, Bhrama

Purishavaha Malapravartana, Forme | Kruchetave
Kruchha

Mutra Colour/ Pain Alptava, Ati, Bahi
Mutrapravartana

Sweda Seasonal exertion swe | Asweda, Atiswed
pravartana

Agni Abhyvaran

Raja pravartana

Regular / irregular, No of

days.

Acronyms and Abbreviation:-

DM — Diabetes mellitus
HT- Hypertension

Sr. Cr. — Serum Creatinine
GFR — Glomerular filtration rate

Hb — Hemoglobin

KDOQA - Kidney Disease Outcome Quality Initiative

NKF — National Kidney Foundation
ESRD - End Stage Renal Disease.

Page | 134

i



Tilak Maharashtra Vidyapeeth, Pune

ThelLateVd. P. G. Nanal Dept. of Ayurveda

Patient consent form

Title of the study: The Aetiopathological study of Chronic Renal Failurewith
Ayurveda Per spective

Name of the Participant:

Documentation of the informed consent

oo e e e e ., have read the information in this form (or it has been
read to me). Iwasfree toask any questions and they have been answered.

(1) I have read and understood this consent form and the information provided to me.
(2) I have had the consent document explained to me.

(3) I have been explained about the nature of the study.

(4) My rights and responsibilities have been explained to me by the researcher.

(5) I have informed the researcher of all the treatments | am taking or have taken in
the past... .... monthsincluding any desi (alternative) treatments.

(6) | hereby give permission to the investigators to rel ease the information obtained
from me as result of participation in this study ethics committee. | understand that
they may inspect my original records.

(7) My identity will be kept confidential if my data are publicly presented.
(8) | have had my questions answered to my satisfaction.
(9) | have decided to be in the research study.

| am aware, that if | have any questions during this study, | should contact at one of
the addresses listed above. By signing this consent from, | attest that the information
given in this document

Name and signature / thumb impression of the participant (or legal representative if
participant incompetent):

Name
Address
Contact no : Email 1d

Signature : Thumb impression
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Tilak M aharashtra Vidyapeeth, Pune

TheLateVaidya P. G. Nanal Department Of Ayurveda

Case Record Form - For Ph. D. (Ayu)

Title— The Aetiopathological Study of Chronic Renal Failurewith Ayurvedic Per spective

Name of the scholar — Dr. Swaroopa Bhujbal

Name of the Guide — Dr. S.P.Sardeshmukh

Case Record Form

Sr. No.:- Date of admission:-
Case No:- Tel. No. Religion :- H/M/O
Name:- Date:- Occupation:-
Address.- Age:- Gender:- M/F

Chief complaints ¥ TR Duration ( vyadhi udagama) Intensity

History of Present illness

Month/year-

History of Past illness




I nvestigations

Date Place/ Hospital Hb/CBC/ESR Blood urea | Sr. creatinine Urine
History
Dialysis-Cycle started Frequency

Pre—Dialysis During Dialysis Post Dialysis
Symptom
Duration
Intensity
Upashaya- Anupashaya
Treatment History
Years Months Days

Antihypertensive

Analgesic

Renal Antibiotic




Ayurvedic Drugs

Oral Contraceptives

OTC Drugs

Panchakarma vyapad

Addiction History

Per day Per week Per month
Tobacco
Alcohal
Drug
Other
Family History:
M ater nal Paternal

Essential Hypertension

DM

Inherited kidney disease




Polycystic kidney disease

Dietary History

Pravar

Madham

Avar

Madhur

Amla

Lavan

Katu

Tikta

Kashay

Viruudha

Ati / AnalAdhya/Vishamashan

Paryusheet

ADbhishyandi

Vishtambhi

Mansa sevan




Navadhnya/Bakery /freeze water

Vihar evaluation:

Vyayam parikshana

Daily (Time):- Present / Absent

Yoga:- Present/ Absent

Nidra - 6hrs/more than 6hrs

Disturbed-Frequent/occasionally

Occasional:- Present / Absent

Aeraobics/ walking :- Present / Absent

Sound - frequent /occasionally

Wake Up Time -4am/6am/duties schedule

Divaswap- Daily(15min/30min/2hr )

Jagaran-upto 11pm ( )/ more than 12am onwards ()

Aatap : Present / Absent

Upawas. week /month /year

Bhashana: Daily ( )/Occasionally

Vegavarodha

Rajasevan: Present / Absent

Vyavay:Present /absent

Asyasukham: Present/absent

Name of vega and lakhana

Kayaic/Dharniya

Vachic /Adharniya

Manoguna Parikshana

Pre — Diseaese(Pravara)/Avara

With disease




Manasa Hetu:

Name of vega

Mansic (Present / Absent)

Kama

Krodha

Bhaya

Shoka

Others

Quality of life: Joyful/ Enthusiastic/ L ethar gy/ Burdensome

Viruddha Parishana:

Viruddha Name

Present

Absent

Specific

Desha

Kala

Agni

Matra

Satmya




doshadi

Sansakara

Vriya

Kostha

Avatsha

Krama

Parihara

Upchra

Paka

Sanyog

Hrud

Vidhi

Sampat

Clinical Examination: (Darshana ,Sparshana and Prashne)-

Darshan-

Pranavahasrotas-

Shape of chest: Pigeon/ Barrel/ Normal

Type of respiration: Thoracoabdominal/ Abdominothoracic/ Other




Position of stenum/ribs; Normal/ Abnormal-

Skin colour: Normal/ Abnormal

Any other finding:

Ascultation: Normal/ Abnormal-

Percussion: Typanic/ Dull/ Other

Nose examination:DNS Polyp/ Dryness/ Any other

Shira parishana:

Udakavahasr otas —

Talu parishana:

Soft Palate: Normal/ Congestion/ Ulceration/ Dryness

Hard Palate: Normal/ Congestion

Oral Cavity: Salivation-Normal/ Less/ Excess/ Fibrosis

Uulva: Normal/ Abnormal/ Elongated

Trushna: Prakrut/ Aprakrut

Lips: Normal/ Dry/ Scaly/ Bleeds/ Any Other

Annavahasr otas:

Jivha: Sama/ Niram/ Other/ Pattern Of Samata



Agni: Sama/ Vishama/ Manda/ Tikhsna

Abhyavarnashakti: Prakrut( )/ Aprakrut( )

Rasavahastrotas-

Heart rate:

Heart Sound:

Nadi/ pluse- Baa Gati- Dosha- Sankhya-

Blood pressure-

Stana Parishana:

Tawaka Parishana: Normal/ Dry/ Scaly/ Scratch mark/ pale

Scracthining/ itchining details: day/ night/ specific part/ general

Raktavahastrotas-

Eyes: Pallor/ Nonpallor

Liver: Palpable ( )/ Non palpable/ Tenderness/ Non tender

Spleen: Palpable ( )/ Non palpable/ Tenderness/ Non tender

Sirgjala Abdominal: Present/ Absent

Pitika: Present/Absent

Fistulas; Present/ Absent

Discoloration: Grey/ Black/ Tanned/ Pale

Pigmentation: Present ( )/ Absent



Icterus: Present/Absent

Mansvahasrotas-

Tenderness: Present/ Absent

Fatigue: Present/ Absent

Wasting: Present/ Absent

Muscle Examination: Thorax/ Abdomin/ Upeerextrimities/ Lowerextrimites

Muscle Tone: Present/ Absent

Refexes:

Mala: Nose- Present/ Absent Ear: Absent/ Present Eyes. Absent/ Present

M edovahastrotas-

Vrukka parishana:

Gaa: Stula/ Krusha Udra: Stula/ Krusha

Sphika: Stula/ Krusha Sthna: Stulal Krusha

Asthivahasrotas-

Asthisandhi Parishana: Visuvalised/ Nonvisuvalised

Nails: Normal/ Pale/ Clubbing/ Kolinychia

Kesashmashru- Growth: Present/ Absent

Hairfal:P/IA

Greying :PIA



Majjavahastrotas-

Sandhiparisha- Kriyahani/ Kriyaksahatval Sparshasahatva

Refelexes:

Shukravahasrotas-

Testicular Examination: If Necessary:

Menses: Normal/ Regular/ Dysmenorrhoea/ metrorrhagial Menopause

Purishavahasrotas-

Guda parishana If necessary:

Mal apravartana: Normal/abnormal

M utravahastrotas-

Basti: Tenderness/ Non tender

Mutrapravartana: Normal/ Abnormal/ Incontinanace/ Dribbling

Mutraprashina: Gandha:
Varna Matra
Swedovahastrotas-

Swedapravartana: Present/ Absent

Romkup: Normal/ Abnormal/ Dryness

Sweda: Gandha Vistra/ Norma

Manovahastrotas-

Frquency



Panchadynendriya-

Ear

/ Twak / Netra / Jivaha / Nasa

Panchakarmendriy - Hasta Pada/ Payu /Upastha /Vani
Agni Parikshana:
Abhyavaranashakti-:
Jaranshakati-
Mala Pravrutti
Daily | Time Mala Formed Semisolid Liquid Kruchha other
Mutra Pravr utti
During Day During Night Colour [ Pain/Burning Fluid Input
(Frequency) (Frequency) Urine Output
Sweda Pravr utti
All Season | Specific Exertion Odour Odourless Stain Other

Season




Rajpravrutti

Monthly Regular Irregular No of days No Of Pads | Pain
Dosha
Dushya
Mala
Hetu
Ahara Vihara Mansic Other

Sampr apti




Sign of Resear cher Sign of guide

Dr.Mrs. Swarupa Bhujbal Dr. S. P. Sardeshmukh



Annexurel

Diet Detail

Limbu

Per Day

Per Week

Per Month

Chincha

Tomato

Kokama

Sauces Sour

Lavan Rasa

Sendhav

Baking Powder

Soda

Y avakshar

Katurasa

Chilli

Spicy Food

Sheet Sevan

Freeze Water

| cecream

Viruddha Ahar




Fermentaed Product

Vishatambha

Abhishyandi

Virudha Ahar

Mamsa

Navadhnya
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