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The outstanding feature of chronic hepatitis is:
a. Portal lymphocytic infiltrate.

b. Councilman bodies. .

c. Steatosis.

d. Fibrosis.

e. Bile duct damage
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The most common form of alcoholic liver
disease is

a. Massive necrosis.

b. Hepatic steatosis.

c. Ductular proliferation.

d. Cirrhosis.

e. Alcoholic hepatitis ~ « b>e >0| L7

Mallory hyaline bodies can be seen in hepatocytes in all
the

following conditions EXCEPT:

a. Hepatocellular carcinoma.

b. Submassive hepatic necrosis.

c. Alcoholic cirrhosis.

d. Primary biliary cirrhosis.

e. Wilson disease

(b)
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Mallory-hyaline bodies (damaged intermediate
filaments) can be

seen in which of the

following conditions?

A. Wilson disease

B. Primary biliary cirrhosis

C. Alcoholic hepatitis

D. HCC
E. All of the above Lg)

A mutation in aldehyde dehydrogenase could lead
to accumulation of acetaldehyde, which

of the following could be an outcome of this toxic
accumulation?

A. Fascial flushing

B. Hyperventilation

C. Tachycardia

D.B+C

E. All of the above (E—)
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Pattern of Injury
Cholestatic

Cholestatic hepatitis
Hepatocellular

necrosis
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Morphology Examples
Bland hepatocellular cholestasis,

without inflammation Contraceptive and
anabolic steroids
Cholestasis with lobular

necroinflammatory activity
Spotty hep

Submassive necrosis, zone 3

antibiotics; phenothiazines

phenytoin

yte necrosis

Acetaminophen, halothane

Massive necrosis Isoniazid, phenytoin
Ethanol, methotrexate,
corticosteroids,

total parenteralnutrition

Macrovesicular

« Neoplasms

— choleckasis

_FibgosiS

~Shaatosis

_Vesarlar lesions

- Neoplasn s bangn / palignant

« Steatohepatitis Microvesicular

Mallory bodies

Fibrosis and
cirrhosis

Periportal and
pericellular fibrosis

Granulomas non-caseating
Sinusoidal obstruction
syndrome (veno-
occlusivedisease)

Vascular lesions

Budd-Chiari
syndrome
Sinusoidal dilatation
Peliosis hepatis
(blood-filled cavities)

Hepatic adenoma OCP
anabolic steroids
HCC Thorotrast
Cholangiocarcinoma Thorotrast
Angiosarcoma Thorotrast,
vinyl chloride
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Amiodarone,

ethanol

Methotrexate, isoniazid
enalapril

Sulfonamides
High-dose chemotherapy
bush teas
Oral contraceptives(OCP)
Oral contraceptives (OCP)

Anabolic steroids
tamoxifen
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Which of the following statements is false?

A. Hepatic encephalopathy caused by the increased amount of NH3 in the blood because
damaged hepatocytes cannot metabolize ammonia through urea cycle

B. High doses of rifampin and isoniazid may lead to acute liver failure

C. 50-60% of Fulminant hepatitis cases are caused by viral hepatitis.

D. Chlorpromazine considers one of the causes of predictable drug induced liver disease.
E. Acetaminophen is the most common cause of drug induced liver failure.

©
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A 65-year-old man presented with malaise and gﬂ% On physical examination, he was
found to have enlarged abdomen and skin yellowish discoloration. An abdominal CT scan
showed uniformly liver- Liver biopsy microscopically showed abundant Mallory hyaline
bodies, nMrophil\Wn trates, necrosis of hepatocytes, and extensive rrﬁc“mgélcular steatosis .
Which of the following is the most likely diagnosis? —_—
aAcetaminophen toxicity.

b.Sclerosing cholangitis.

c.Chronic hepatitis B infection. .

d.Acute hepatitis.

e.Alcoholic hepatitis

A 55 year old man with a history of ghzonic alcaiolis diagnosed with early cirrhosis.
‘The development of which of the following conditions is associated with higfmortanty rate in this patient?

e, , @)
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Hepatocellular necrosis caused by‘acetaminophen overdose. Confluent necrosis is seen in the
perivenular region (zone 3 ;large arrow .(There is little inflammation. The residual normal tissue is

indicated by the asterisk

The prognosis is determined
by the amount of necrosis,
here we see large areas of
necrosis pointed by the
large arrow.
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2. Compared to
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 Non-alcoholic fatty liver disease is seen in all of
the following conditions EXCEPT one:
a.Insulin resistance
b.Obesity
c.Diabetes mellitus type 2
d.Dyslipidemia
e.Chronic anemia

e

) Auk\:JJ \wer/lﬁdny _;,Auammw,

- anobwer cawse of cimuosise
Wemochomatosis (50 — 60 y.o\:))

ion® — ver Ceatutes of Vemochiomatosis:
Ymm — cirhosis
Caw.esL ofmhwﬂemﬁs — DM
Se — sHKin Pigmentdion.
) - Caroliofegal s4oid Jiseuse
— mtiple +ransbusions \—esﬁculaa Mmph/
- meéeeﬁve “\(opaizsis [ 'thascmu}.
—\Wwessed \ton intalkce
- (,»\cc:\'tc el disease
— Gempric .
(WEE gore onlhg) s WL gene
mudntign 9
G Tnogenes)s:
— Jel! i absaption Two malakion can occuf® in
i Nofmllj —v ‘okal t{xﬁ'\ﬂm 2-6¢ REE gene:
5 oto )

— w e disease > 50 gm—r\/3 +on tvel
WFE gone - Yrouukion of Yepcidn (uarpeal)
Wepadin - Nygative Fe. cosatphion From inbestine

©WEE Jebtion — it overtond -

- Uk nucleolide

(C232y
‘ - \\'\S\'\aiv\g...

2 most: common
J h‘uvhes:‘ ifm ac.



* Excessite fe Jefiston —y-toadky rwmholag foal changes

\ ?Llpu') Pef0¥|Jd-+|bh 4-T.)eposihav\ of hemosidrin
2 ? Col\a en  Gofmation i diff. ofgans:
ldama-fc ~liver - M';ocordiur
- (Panclens

; Mﬂl@ S @ﬂlﬂ — Glands  :.endscline
LEND N Pre Torab v K ‘lwﬁww’
AR ».\ai\\'o—'cb' 2-  cimhosis
3- Pancrewﬁc. Qe

One of the following regarding hepcidin is CORRECT:
a.Spleen is the main source.

b.Reduced hepcidin levels associated W|th increased iron Patients with hereditary hemochromatosis
absorption. have a mutation in:
c.It enhances iron efflux from mtestme into plasma. A MHC CI |
d.Its levels increased in hemochromatosis. : ass
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A. a-1-Antitrypsin deficiency is an AR dis d r that lead to pulmonary emphysema

and hepatic damage.

B. liver function tests (LFTs) are abnormal in Rey's ydom

C. Budd Chial Sy ndrome charactenz dbyoccl of the portal I

D. Primary Sclerosing Cholangitis caused by fibrosis and obstructiol fb!h

intra-hepatic and extra hepati bi|e ducts

E. Anti-mitochondrial antibodies is a iated with Primary biliary cirrhosis (C)
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Mechanism_

Toxic injury to sinusoidal endothelium

emboli formation .

blockage of blood Flow
Passage of bloodlinto space of Disse
1stellate cells activation in the space of disse

Fibrosis occurs

o A study of persons with increased risk for ischemic heart disease reveals
that some of them also have liver disease. Risk factors include lack of
exercise and increased consumption of fast-food products containing high
fructose comn syrup. Laboratory studies show that their blood glucose
averages 117 mg/ dL. Serum AST and ALT are glgyatgd. Abdominal CT
imaging shows hepatomegaly with diffusely decreased attenuation but no
focal besions, SO o Tham g0 on to develop hepatocellular adenoma.
Which of the following underlying disorders do these persons most likely
have?

© A Type 1 diabetes mellitus

© B Familial hypercholesterolemia
© C Hepatitis C virus infection

o D Hereditary hemochromatosis
o E Metabolic syndrome

Wilson disease by cu accumulation is caused by?
a- increased absorption from renal

b- decreased absorption from hepatic

c- decreased excretion from renal

d- increase absorption from hepatic

All of the following cause fatty changes in the liver except :

A. Sinusoidal obstruction
B. Obesity

C.DM

D. Reye’s syndrome

E. Viral hepatitis
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Is not associated with chronic liver
disease

a- portal hypertension
b- cirrhosis

c- testicular hypertrophy
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+A woman with Inflammatory bowel disease and hepatitis like symptoms
with no viral load, what's elevated in her blood

a- Antimitochondrial antibodies

b- antinuclear cytoplasmic antibodies

c- anti pyruvate dehydrogenase
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c. Females predominance.
d. Not related to cirrhosis.
e. Can be associated with cavernous hemangioma B

One of the followings combinations is FALSE:
a- liver adenoma - Aceta —-_—
b- Wilson disease -ATP7
c- Budd- ri syn
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The most common predisposing factor of HCC is:
A. HBV infection

ugs
ereditary hemochromatosis LA)

Cholangiocarcinoma arises from which of the following ? \ . " \ ¢ \ A \- x "I\l \ t . \ \'“ ' \
A. Kupffer cells J J 2 P

B. Hepatocytes

C. Ito cells
D. Endothelial cells

E. Biliary duct epithelium CE) | w /—U/.))\ L.S_S‘

Most common malignancy of the liver

a- Hepatocellular carcinoma

b- metastatic tumors .

c- adenocarcinoma B



