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Table 1. Biochemical Assessment of Liver Function

LIVER DISORDER BEING ASSESSED

VALUE

Hepatocellular damage
Aminotransferases
AST(SGOT)
ALT (SGPT)

LDH

Serum albumin

Prothrombin time
Inflammatory response

Gamma globulin

IgM

Tissue antibodies

(e. g., antimitochondrial antibody)

Cholestasis

Alkaline phosphatase

5 -nucleotidase

GGT

Bilirubin
Total
Conjugated fraction

Serum bile acids

Early detection of liver damage

ALT<AST in alcoholism;more specific for |
liver than AST

Hemolysis, liver metastases

Assess severity

Assess severity (after vitamin K)

Increased in chronic hepatitis
Increased in primary biliary cirrhosis

Present in primary bilary cirrhosis

Increased with cholestasis

Increased with cholestasis

More specific in cholestasis
with alcohol abuse

Less sensitive;index of severity

Elevated in cholestasis and hepatocellular
disease

Normal in indirect hyperbilirubinemias
(Gilbert’s disease, hemolysis)

Most sensitive test for liver dysfunction
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Table 2. Liver Disease During Pregnancy

— o%% - AW —

Liver disease specific to pregnancy
Intranepatic cholestasis of pregnancy
Acute fatty liver of pregnancy

Preeclampsia / eclampsia toxemia of pregnancy

Other complications of pregnancy
Hyperemesis gravidarum
Hydatidiform mole
Megaloblastic anemia

Liver disease coincidental to pregnancy

Viral hepatitis
Type A
Type B
Delta
Non—A, Non—-B

Other infections

Drug-induced liver disease

Budd-Chiari syndrome

Hepatic tumors

Gallstones

Pregnancy superimposed on preexisting liver disease

Congenital hyperbilirubinemias

Indirect hyperbilirubinemia (Gilbert’s syndrome, hemolysis)

Dubin-Johnson syndrome
Chronic hepatitis
Wilson’ s disease
Primary biliary cirrhosis
Cirrhosis
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Table 3. Comparison of Type A, Type B, Delta, and Non-A, non-B hepatitis
Characteristic Type A Type B Delta Non-A, Non-B
Agent HAV HBV Delta Unknown
27nm RNA 42 nm DNA 35nm RNA
Antigens HA Ag HBsAg Delta Unknown
HBcAg HBsAg
HBeAg
Antibodies Anti-HAV Anti-HBs Anti-¢& Unknown
Anti-HBc
Anti-HBe
Incubation period 28 days 75 days 35 days 50 days
Epidemiology Fecal-oral Parenteral Parenteral Parenteral
Onset Sudden Insidious Insidious
Fever Arthritis
Myalgias Rash
Headaches
Mortality 0.2% 0.2~1% Unknown 0.2~1%
Chronicity None 5~10% Unknown 5~60 %
®© AY 74 o}
A% 7bod wlolg] ~(o)8} HAVe} )+ 27-nme) @ B3 7t
RNA plcornavxrusixi Xu‘-—?,—7] 7L gL 73%21 7+ B3 7+ nlol A~ (o)} HBVE} {]’)% 44-nm2)

A
N
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oX
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‘ e 7124 ghobA shgo] A
1~2F7k=] o] e},

HAVel o gk 27} atal
s} A7)l = [gM anti-HAV7} 4 73 5)0] o]
1gG anti-HAVZ}E A 71 o}, IgM gal & 3~60 Y %

o 4oz erz, sl 45 3 zol el
$1518-& el Eeh. TgG hAl £ 54 ek 4 0
2 bl A g %zn% I E B R K

th. HAVel o 2@+t 229 v gleh
CAY sk Q4 — QAT o} FElehE 42
% gleh. o} @l o} 5-Foll Al Fghek. o1 Aol 42)
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oh Zejuh FAFol AL w0 2 Al Q)
el AL BA A 3 o wole 2
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o 514 mE A el wole 28 T Yolo]
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