Department :- Ayurved Samhita &
Siddhant

Topic: Udara Roga And Swedawaha Shrotasa




bR SRR L kD T

i ]
CONTENT-:

1. Introduction

2. Nidana

3.Poorvaroopa

4,Samanya Roopa

5.5amprapti

6.Udara Roga Bheda

7.Upadrava

8.Sadhyasadhyatva (Pathyapathya)
9.Ascites

10.Etiological factor
11.Pathogenesis

12.Sign

13.Investigation
14 Camnlicatinn~ 17.5wedawaha shrotasa




Introduction

» Udara roga is one among the astamahagada.
* Because of Utseda Sadharmya it 1s considered as a type of Shotha.
* The diseases that are manifested in the abdominal cavity causing the distension

of the abdomen ~udara roga.

* In this condition Agni plays a major role in the manifestation of disease where the
aprakrutha ahara paka mala, and all malaswaroopa 15 accumulating in the udara

leads to this ghora vyadhi where mandagni,malinabhojana and mala sanchaya



* Ayurveda emphasizing on being healthy gives the detailed description
about the mitiation of the diseases step by step.

* [f one pays special attention to the changes happening inside and out
side of the body, any one can be healthy and its easy to get healed

early stages.
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Diseases which manifests in udara is termed as Udara.



Udara nidana
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Poorvaroopa
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Samanya roopa
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Udara bheda
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Yakrudodara-
Dakshina parshwavrudhi
Tulya hetu linga oushada of pleehodara

On pareeksha- plecha/yakrut will be sparshagamya -
Larhanaesmethanavath Fatina and achtaalavath
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Badhodara/badhagudodara
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Chidrodara
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* There are various nidanas and samprapti that will lead to specific
udaras. 1e, ashtaudara

* Here the question arises how this different types of udara leading to
jalodara??

* If proper intervention is not done to each udara, kalantharena by

paripaaka, all udara will transform to jalodara where the manifestation
of jalodara as a paratantra vyadhi.
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Udakodara




Ajaatodaka avastha

Ishat shotha Sashabda,
h
e Sadagudugudayashcha
£ Nabhi vishtambhya
Alpa mootra pravruth
o .

Shoola-
hrut,nabhi,vankshana,

kati,guda,
Karkashe srujato vatam
Na ati mande paavake

sirajaalagavakshitam . Na asya vairasya

/ Vayo
 vegam
. krutwa

o s e e



If neglecting Ajatodaka avastha




Udara looks like
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Sadhyasadhyata

AATIRTI ig: |rraraaEH |
T T Fegacygyt Rraarrear Il 4o |
TAGETE T 69 Sa1EE vl

qra e g A Fom 1L



i o —_—
y |
__'H.u.r R ) ot g e ey




Raktashaali

Yava

Mudga

Jangalarasa

Paya

Mootra

Arishta

Asava

Madhu, seedhu sura

Alpa - amla/sneha/katu+ panchamoola

Odaka anoopaja mamsa/shaaka
Pishtakrutha

Tilaan

Vyayama, adhwa

Divaswapna

Yaana yaana-ashwadi

Ushna/amla/lavana/vidahi/guru/abhish
yandi- bhojana

Toyapaanam



Ascites

» Askites=> a Greek word which means *bag’ or ‘sac’.

* Accumulation of flurd within the peritoneal cavity,

* Small amounts of fluid will be asymptomatic.

* Increase in amount of fluid cause abdominal distention and
discomfort, anorexia, nausea, heartburn, flank pain and respiratory

distrecs



Etiological factors

* Portal vein thrombosis

*  splenic vein thrombosis
*  Massive spleenomegaly

Cirrhosis

coholic hepatitis

assive hepatic metastasis
Hepatic sinusoidal obstruction

%
. Budd-chiari syndrome




* Hypoproteineamias

Nephrotic syndrome

Malnutrition

Protein losing enteropathy

* Hepatic venous occlusion

Buddchiari syndrome

Venous occlusive disease

«*Perforation

«*Pancreatitis

“*Meig’s syndrome

“*Ovarian torsion, rupture



Pathogenesis of ascites

* According to Starling’s hypothesis the exchange
of fluids between the blood and tissue spaces
1s controlled by the balance between two factors:
. Capillary blood pressure
2. Osmotic pressure of plasma proteins
(plasma colloid osmotic pressure/oncotic pressure)

ﬁ‘ Capillary blood pressure &,l Plasma colloid osmotic pressure=> Ascites



Theories behind the pathology




Underfill theory

HYPOVOLAEMIA
J

Kidney feels < Body is under filled & require more salt and water=>
Stimulates JG cell to release RENIN

¢
angiotensinogen = anginsioten-
ACE lung capillaries convert J
Angiotensin Il
Releases aldosterone from the zona glomerulosa
Increase the reabsorption of sodium and water & excretion of potassium



Overfill theory _Henatic Portal Circulation _

* The combination of portal hypertension
and circulating hypervolemia results in

over flow from the congested portal system tq
the peritoneal cavity, to produce ascites

Peripheral arterial vasodialation theory

* When a portal pressure increases above a critical threshold,
nitric oxide levels increase leading to vasodilatation

* As the state of vasodilatation worsens = plasma levels of vasoconstrictor,

covelinim retentive harmaonac inecreace ang



Pathogenesm of ascites with portal hypertensiun
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FIVE CLASSICAL PHYSICAL SIGN

|.Bulging
flanks

| Shiftin | Fluid
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* INVESTIGATION
* X-Ray

J &4 §

* USG

After the diagnosis of ascites 1s made, its cause should be
determined by laboratory analysis,

Ascitic fluid study
(diagnostic paracentesis)



Colour / appearance of ascitic fluid

Strawcoloured Bloody fluid Opague / milky Dark -brown Black colour
/ Transparent

+ Normal * Malignancies * Chylous + Billiary * Pancrealic
ascites ascites ascites.
* Cirrhosis * Trauma

* TB TB peritonitis

Pancreatitis

Perforation
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Determination of -

* Total protein

* Albumin content

* Glucose

* Blood cell count with differential
* Gram’s and acid fast stains

* Cytology

* Amylase

 LDH

* Triglycerides

* Culture for tuberculosis
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Evaluation through SAAG-
SAAG= serum albumin - ascitic fluid albumin

* Value >1.1g/dl- ascites due to portal hypertension
* Value<l.lg/dl- ascites due to infectious or other malignant condition.



Evaluation of ascitic fluid

Transudate - (protein<25g/1)

Low plasma protein
concentrations

* Malnutrition

* Nephrotic syndrome

* Protein losing enteropathy
High central venous pressure
+ Congestive cardiac failure
Portal hypertension

* Portal vein thrombosis

* Cirrhosis

Exudate(protein>25g/1)

* Tuberculous peritonitis
* Peritoneal malignancy

* Budd Chiari syndrome
* Pancreatic ascites

* Chylous ascites
* Meig’s syndrome



Complications of ascites

| Spontaneous bacterial peritonitis ( SBP)-

Characterized by the spontaneous infection of ascitic fluid in the absence of an

intra-abdominal source of infection

2. Hepatic renal syndrome



Management of ascites

« GOAL-To achieve ascites-free status

-To maintain 1t thereafter

INDICATION FOR HOSPITALIZATION

|
2
3
4

. If there 1s no response to outpatient management for 4-6 weeks,
. Tense (grade I11) ascites with respiratory embarrassment,

. Spontaneous bacterial peritonitis

. Refractory ascites



Dietary sodium restriction <2gm/day

* Usually put on spirolactone 100-200mg/day as a single dose

Frusemide may be added at 40-80mg/day- particularly patients with
peripheral oedema

In refractive ascites-

Large volume paracentesis+ albumin infusion
Dietary sodium restriction+ diuretics

[ ascites re accumulation- go with TIPS, consider liver transplantation,

arge volume paracentesis with albumin 1if needed.



Prognosis of ascites

* Despite the recent advances in the treatment of ascites, the prognosis is always

grave after ascites.

* The presence of hepatocellular failure, evidenced by jaundice and

encephalopathy is a very bad prognostic factor .



Conclusion

* Rightly diagnosed is half cured so thorough examination of the patient is

very much essential for the diagnosis and management of udara roga.
* Jalodara which explained in our classics is very much similar to Ascites.

* The pathology of ascites in modern is based on certain hypothesis which is

still being debated.

* The samprapthi of jalodara is more specific in our classics which takes place

through upasneha nyaaya,

* Among all udaras- badhodara, chidrodara leading to jalodara needs Shastra
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