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Present illness:
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Physical exam:
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Present illness:
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PT 04/2{3 0715 04f1/31 1:51 04/1{27 181

PT 152.3 15.8

L b FT-Control Ti 120 a0

a me
LM.R 112 1.23
Detail Detail
d a t a o Biochemistry 04/2/3 0745 04/1/3018:03
o Blood Glucose
BUN
Creatinine
AST(SGOT) 245
ALT(SGPT) 345
Alkaline Ph 483
LDH 458
Calcium 9.5
Phosphorus 39
Magnesium 20
Bill.T 3.0
Bill.D 1.6
Gamma-GT 102 96
CPK &1
Amonia-Lactc 04/2/3 07:15

Amonia 70



Urine Culture

P.B.S
Anisocytosis
Hypochromia
Target Cell

Spherocyte

ABG/[VBG

PH
pCo2
PO2
502
HCO3

ABE

GEBPD

GEBPD

Sodium/Potas

Sadium

Potassium

ESR_1 hr

ESR _lhour

Mo Growth After 48 hours
Detail

04127 1811

Detail
04/1/27 1811
7.348
35.0
477
821
19.3
-6.3
Deatail
04/1/27 1811
Sufficient
Detail
04/1/27 161
138
37
Detail

04/1/27 18N



PTT 04/2/3 0715 04f1/31 151 04/1/27 181

__PTT 40 4] 37
Detail Detail Detail
CBC 04/1/3018:03 04/1/28 06:50 o04f1{27 160
WB.C 9.6 9.4
RB.C 41 3.8
Hb al 7.0
HCT 234 214
M.CV 56.8 60.1
M.C.H 19.6 19.7 202
M.CHC 345 327 356
PLT 373 294 349
RDW-5D 48.3 452 48.3
RDW-CV 204 23.0 204
PDW 18.0 15.9
MPY 9.2 82
P-LCR 45.8 36.3
PCT 0.3 0.3
Neutrophil 40.9 47 48.9
Lyrmph 49.6 4] 405
Mon 1.7 5 22
Eos A 7 82
Baso 0.8 0 02

#Neutrophil 3.93 4.42 5.04



Hb.Electropho
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Consistency
Color
wB.C/hpf
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Ova & Parasite

Stool Culture

Stool Culture

04/1/28 06:50

92.9

21

Detail
04/1/28 068:50

3.7

21

1.4
Detail

04/1/28 06:50

Negative

Negative

Detail
04127 20:27
Loose
Brown
0-1
0-1
No parasite found
Detail

oaf1f27 20:27

nNo Salmonella Shigella isolated

04

Detail

611



Stool Culture

Stool Culture

Urinanalysis

Color

Appedrance

Specific gravit

Y

PH
Glucose
Protein
Ketone
Blood
Mitrite
Bilirubin
Urobilinegen
W.B.C
R.BC
Epi.Cell
Bacteria

Mucus

Leukocyte este

rase

04/1/27 20:27

Mo Salmonella Shigella isolated
Detail
04/1/27 17:50

Yellow

Clear

L.O10

Negative
MNegative
Megative
Megative
Negative
Negative
Normal
0-1
0-1
0-1
Mot Seen
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Imaging:
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EvaLuaTion oF ABNORMAL LIVER TESTS

Suspected Liver Disease

Abnormal liver tests

I

3

v

T 1
Acute Chronic
<6 months =6 months
Y L L |
Hepatitic: TTALT Chaolestatic: Hepatitic: TTALT Cholestatic:
Mixed: TALT, TTAIKP, Mixed: TALT, AIKP,
TAIKP fMgGT, TAIkP fMgGT,
TALT TALT
L L A
Diagnostic Diagnostic Diagnostic Diagnostic
evaluation evaluation evaluation evaluation
1. Ighl Anti-HAVY 1. AMA 1. HBsAg 1. Drug history
2.HBsAg 2. Drug history 2. Anti-HCV 2. AMA
3. lgM Anti-HBe 3. Ultrasound/MRI 3. Fe saturation, 3. P-ANCA,
4. Anti-HCV 4. MRCF/ERCP ferritin 4. Ultrasound
5.ANA, SMA 4. Ceruloplasmin 5. MRCF/ERCP
6. Monospot, 5. o AT
heterophile B. ANA, SMA
7. Ceruloplasmin 7. Ultrasound
8. Alcohol history B. Alcohol history
9. Drug history

A

Liver biopsy in acute liver disease:
Reserved for pts in whom the diagnosis
remains unclear despite medical evaluation

Liver biopsy in chronic liver disease:
Often valuable for diagnosis as well as

staging and grading liver disease

Source: ).L Jameson, A.5. Fauci, D.L. Kasper, 5.L. Hauser, D.L.
Longao, 1. Loscalzo: Harrison's Manual of Medicine, Twentieth Edition.
Copyright © McGraw-Hill Education. All rights reserved.




Hepatic disease Nonhepatic disease

ALT predominant [AST/ALT =1) AST predominant (AST/ALT =1)

Drug-induced liver injury Alcohol-associated hepatitis Muscle injury (strenuous exercise, myopathy)
| Chronic viral hepatitis (HBV, HCV) | Cirrhosis due to viral hepatitis or NAFLD | Adrenal insufficiency |
| Occupational, toxin-related hepatocellular damage | Wilson disease | Myocardial infarction, heart failure |
Autoimmune hepatitis Anorexia nervosa
| NAFLD Thyroid disease
Genetic disorders Celiac disease

«  Wilson disease

« Hemochromatosis
= Alpha-1 antitrypsin deficiency

Congestive hepatopathy Macro-A5T

Malignant infiltration of the liver




* Autoimmune hepatitis is a chronic, inflammatory disease of the liver
that is characterized by circulating autoantibodies and elevated serum
globulin levels.

* The disease may start as acute hepatitis and progress to chronic liver
disease and cirrhosis. Consequently, autoimmune hepatitis has a
spectrum of clinical presentations.

* Autoimmune hepatitis can present at any age and in all ethnic groups,
but it occurs predominantly in women. For type 1 autoimmune
hepatitis, the female to male ratio is 4:1, but for type 2 autoimmune
hepatitis, the ratio is 10:1



CLINICAL FEATURES

* Physical findings range from a normal physical examination to findings
suggestive of cirrhosis or liver failure (eg, jaundice, ascites, splenomegaly)
Asymptomatic patients may be identified when they undergo screening
examinations, such as those required for insurance, for employment, or
prior to blood donation. In this setting, the finding of an elevated
aminotransferase level may be the only sign of liver disease. On occasion,
the asymptomatic patient is discovered when abdominal surgery is
performed for some other reason and the surgeon notes an abnormal,
sometimes cirrhotic-appearing liver

* Patients with autoimmune hepatitis may present at any age; however, the
age of presentation is bimodal, with a peak in the second decade and
another peak between the fifth and sixth decade.



Laboratory features

Liver biochemical and function tests — In acute presentations, elevations in aminotransferases (alanine aminotransferase [ALT] and aspartate aminotransferase [AST]) may exceed 10 to 20 times
the upper limit of the reference range, and the ratio of alkaline phosphatase to AST (or ALT) is often <1:5, and in some cases is <1:10 [31].

In patients with chronic symptoms or those with cirrhosis at initial presentation, AST and ALT elevations are less profound, (ie, 1.5 to 5 times the upper limit of normal), while the ratio of alkaline
phosphatase to AST (or ALT) is lower and approaches 1:2.

Gamma globulins — One characteristic laboratory feature of autoimmune hepatitis, although not universally present, is an elevation in gamma globulins, particularly immunoglobulin G (IgG) (figure
1). Hypergammaglobulinemia is generally associated with circulating autoantibodies.

Levels of IgA and IgM are typically normal [32].
Autoantibodies — The major autoantibodies that may be present in patients with autoimmune hepatitis are (table 2):

e Antinuclear antibodies — Antinuclear antibodies (ANA) are the most common circulating autoantibodies in autoimmune hepatitis, and may be the only autoantibody present. Titers regarded as
positive are dependent in part upon the methodology used and the age of the patient. In most laboratories, titers in the range of 1:80 to 1:100 or greater are regarded as positive in adults. (See
"Measurement and clinical significance of antinuclear antibodies".)

e Anti-smooth muscle antibodies — Anti-smooth muscle antibodies (ASMA) are more specific than ANA for autoimmune hepatitis, particularly when present in titers of 1:80 or more in adults, but
less prevalent.



Imaging:

* There are no characteristic imaging features for autoimmune hepatitis,
and imaging studies are not routinely obtained in all patients




DIAGNOSTIC EVALUATION

* Autoimmune hepatitis is a diagnosis of exclusion, and for patients with suspected
disease, we proceed with testing in a stepwise fashion. For adults with any serum
aminotransferase elevation, we initially measure the following serum globulins and
serologic markers:

* Antinuclear antibody (ANA)

* Anti-smooth muscle antibody (ASMA)

e Anti-liver-kidney microsomal-1 antibodies (anti-LKM-1)
e Anti-mitochondrial antibody (AMA)

* 1gG or gamma globulin level

* Routine liver biopsy is not always necessary because the diagnosis of autoimmune
hepatitis can be strongly suspected based upon clinical features in patients with either a
positive autoantibody and/or elevated IgG or gamma globulin levels. We prefer to obtain
a liver biopsy in patients in whom autoimmune hepatitis is suspected because histologic
assessment can confirm the diagnosis and help guide treatment



Our diagnostic criteria

A minimum of one elevated serum aminotransferase, typically (but not always) an
aspartate aminotransferase (AST) and/or alanine aminotransferase (ALT) level at
least two times the upper limit of the reference range.

* A minimum of one positive laboratory test: increased total IgG or gamma-
globulin levels, and/or serologic markers (antinuclear antibodies [ANA], anti-
smooth muscle antibodies [ASMA] at a titer of at least 1:40, anti-liver/kidney
microsomal-1 [anti-LKM-1] antibodies, anti-liver cytosol antibody-1 [ALC-1], or
anti-soluble liver/liver pancreas [anti-SLA/LP] antibodies).

* Exclusion of diseases that have a similar presentation, particularly viral hepatitis,
drug-induced liver injury, and alcoholic liver disease

* When a liver biopsy is obtained, the diagnosis can be confirmed by histology
showing interface hepatitis and/or a predominantly lymphoplasmacytic infiltrate



S Sy, T gl

Primordial Prevention

Primary Prevention

Secondary Prevention

Tertiary Prevention

Quaternary Prevention




Primordial Prevention
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Primary Prevention
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Secondary Prevention
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Tertiary Prevention
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Quaternary Prevention
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