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e Acute Liver Disorder:

ol -'5":3:9_',;"_;‘, e ~Viral, Orug, Gall stones, alcohol toxicity.

© e Chronic Liver Disease:

Q-Cﬁronic hepatitis, Cirrhosts, viral, alcohol, congenital
e — Autormmune ﬁepatztzs

@ongemta[ Disorders:

e Haemochromatosis, Wilsons.

~ & Jumors:

.— Benign: Adenoma, angioma, Nodular kyperplasia

— Malignant: Hepatocellular carcinoma,
Cholangiocarcinoma, }[epatOE[astoma Angiosarcoma.

| { ; Cysts Simple, Hydatid
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~ Chinical teatures & Pathogenesis




0*'06structwe &l Non Obstructive (clinical)

® Pre-Hepatic, Hepatic eI Post Hepatic types

e Jaundice - Not necessarily liver disease ™




Erythrocytes

Splenic macrophages
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Hepatocyte (HC) uptake of UCB

Alb+UCB dissociates and UCB enters HC

By passive diffusion into HC - Ligandin bound
Insoluble UCB is to be made soluble in HC

Conjugation in ER of Hepatocyte (HC)

Formation of mono and di glucuronides BMG, BDG
UDP Glucuronosyl transferase is energy depend.
Insoluble UCB made water soluble for excretion

Excretion in into biliary canaliculi

Rate limiting step in metabolism

CB 50% is not protein bound - no loss of albumin
Remaining 50% o bilirubin - Irreversibly bound
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1. CB In bile is excreted into Duodenum

Kidney excretes absorbed UBG In biliary obst. UBG absent in urine




Conjugated
Bilirubin

Unconjugated
Bilirubin

Urobilinogen
In urine

Bound (20 days)
Bilirubin in urine
Is conjugated

Not filtered
or secreted

* Nilin urine

Normally traces
1 in Cholestaiss
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"o PreHepatic (Acholuric) - Hemolytic
' — Unconjugated/Indirect Bil, pale urine

{ \/® Hepatocellular — Viral, alcohol, drugs
HELf s - .
— Liver damage - unconjugated

— Swelling, canalicular obstruction - Conjugated

W e @ost Hepatic (Obstructive) — Stone, tumor
— Conjugated/Direct Bil, High colored urine.
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__* Acute / chronic liver damage.
s A, E I B,C (Primary)
e A F

S EBY, Yellow fever, Herpes, CMV (secondary)
" &"Cytotoxic — hepatocyte injury — necrosis.

 Apoptosis, inflammation, Lymphocyte infilt.

* Bridging fibrosis, Cirrhosis.



e Etﬁy[ alcohol : Common cause of acute/Chronic
. [iver disease

Hns ,’,’,,,;.g"i"i_'":’[coﬁo[zc Liver disease - Patterns
| /"/’f;s,’:-ﬁ.ﬂ”atty change,
| £ 4 (coholic hepatitis (Mallory Hyalin)
— Alcoholic Hepatic fibrosis
= Alcoholic Cirrhosis

o All reversible except cirrhosis stage.
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A @werszon of fat e carbohydrate metabolism to alcohol —
5 -f.,"',' '/',...—'1 :‘r-’ & {r

fat stomge

:§ceta[c[eﬁycfe — metabolite — hepatotoxic

: i"'
e Alcohol stimulates collagen synthesis

e Tnflammation, Portal bridging fibrosis
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Micronodular cirrfhosts.












. }[ematemeszs or melena (gastroesophageal variceal

" bleeding or bleeding from portal gastropathy)

»:Mental status changes such as lethargy, increased
ik m*ztaEzlity, and altered sleep patterns (presence of
f portosystemzc encephalopathy)

. I ucreasing abdominal girth (ascites formation)

/  Abdominal pain and fever (spontaneous bacterial
( peritonitis [SBP/, which also presents without

symptoms)
%?{ematocﬁezz’a (bleeding from portal colopathy)

)
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disorder of liver characterised by;

Replaced by extensive




:’, |
ai

e ﬂ[coﬁo[zc [iver disease 60-70%

¥ 3 (Vszﬁepatztzs iz

| i’}*jx’u@tﬁagf disease 5-10%
il &‘9’ qr
ihse G_‘r’;ma@ hemochromatosis 5%
| 4
~ ® Cryptogenic cirrhosis 10-15%

o

» Wilson's, 0 1AT defficiaency rare
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i (Dgﬁuse liver injury leading to necrosis.

“,

ﬁromc inflammation & healing (hepatitis)

@rtdgzng fibrosis — loss of architecture.

LfQ’{eg{;n.ercztzo11 —> nodules.

e Obstruction to blood flow & shunts.

» Qortal hypertension =2 spleen, varices

A Liver failure — Debilitation, Jaundice, Ascitis, edema,

bleeding.

Hormone imbalance — spider nevi, testes atrophy etc..
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Cirrhosis
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Pathogenesis of Hepatic Encephalopathy

LIVER

Toxic N2 metabolites
From Intestines
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* [f a pandu rogi consumes pittavardhaka ahara,

. vihara that increases the pitta and which vitiates
o "7{’ tﬁe rakta and mamsa to produces the commonest
" symptoms like haridra varna of netra, twak,nakfia
(‘f \are observed.

‘{f . @our6alj/ata of indriya also seen.

, ',f.[n this disease the other symptoms like daha,
avipaka, dourbalya, aruchi, Rarshana of the sharira

¥
( are commonly observed .
~ e Goen though the
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% Kamala is classified in to two groups t.e
Ll and
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Krusﬁna peeta shRrut mootra — blackish yellow stool and
Turine

@ﬁrusﬁm shunah — severe edema of the body

¢ &1 m@ta/{sﬁz mukha chardi vit mutra — reddish sclera,
(mout/i vomitus, stool, urine

. ﬂruc/iz — anorexia

** o Trushna — thrust

% e Aanaha — constipation
OQZ{ Tandra — drowsiness

NS
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Areafd, T, TEE AT, g o, ot ATH, <1,
fasdy Big, S if all these symptoms present
in a person who is suffering from the Ramala is
very difficult to treat and it is considered to be
asadhya
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I n :ﬁgma[:z virechana is considered to be a best line of treatment for pitta

ﬁamnaﬁﬁa
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CITHTIf@th{-Ith viifera: smemE: (Tshed)

® AT each one (10ml) wit madhu two times a day



~ T'|'<3|'|':’J'Iﬁ e 1 gm with madhu and ghrita in vishama

1 to 4 gm with honey
500 mg to 1 gm /day with water
1 tola (12 ml) with water
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e St
The%e»are some procedures to bring the shakhasraya dosha to
kostha i.e
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S i, \ ShaRhasrita pitta comes and settals in its sthan i.e swamashaya
Wf " thert@bove said line of treatment should be fallowed.

< o Katukj nimba, bhumyamalki, bhrungaraja, vasa,amruta, mulaka
\~ . these drugs are very affective to treat the shakfhasrita Ramala.

: /' ‘xf. ht j .
i e g ﬁiatu[unga swarasa
. jélm[cwetas phala majja

i — avoid sneha dravyas and the food which is very heavy
W fordigetion
—yava, godhuma, mudga, adaki, masoor,shali, moolaka

{ yusﬁa Rulatha yush and laghu ahara
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s T he person who is suffering from @umliﬁa /{ama[a
i’

- " should have the shilajatu with gomutra or up to one

month swarna makhika or roupya makshika with

gomutra.
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Kamala may be swatantra kamala or paratantra
Kamala.

Kamala may be Koshtha shakhasrita or
\ (hshakhashrita.
Glinical manifestation simulates liver disease

injury.

Symptoms of Kumbha kamala aching to
symptoms of portal hypertension.

Symptoms of Asadhya kamala tally's with

‘tirrhosis of liver heading to complete liver failure.






