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Studies on Morphologic Changes of Liver Biopsy in HBe Antigen Positive Patients

Ok Kyung Kim, M.D., D.M.5c
Department of Pathology, College of Medicine, Ewha Womans University

Three distinct antigen — antibody systems are associated with hepatitis B virus
(HBV): hepatitis B surface antigen (HBsAg )and its antibody ( Anti — HBs): Hepatitis
B core antigen (HBc Ag)and its antibody (Anti~HBc) and hepatitis Be antigen(HBeAg)
and its antibody ( Anti—HBe).

Among them HBe antigen and anti-HBe are now interested by most of physici-
an because ifs presence in serum may indicate chronic carrier of hepatitis, so that
the number of determination of HBeAg and Anti —~HBe as adjuncts in the clinical
evaluation of patients who are HBsAg positive increased daily. HBe Ag has been
also shown its evidence of infectivity in vertical transmission among HBsAg posit-
ive pregnant woman by several investigation. However there is lack of morphologic
studies on liver biopsy in HBe Ag positive patient.

The auther has done simultaneously determination of serologic markers of hepat-
itis and liver biopsy on 80 patients who have abnormal liver function test.

The results are summarized as follow:

1) The positivity of HBe Ag is 23% among all 80 cases of liver disease and 61%
among HBs Ag positive patients.

2) The positivity of anti-HBe is 219% among all 80 cases of liver disease and 54%
among HBs Ag positive patients.

3) Hepatic enzyme activity reveals that SGOT is considerably higher in HBe Ag
positive than in anti-HBe positive patients and SGPT is higher in HBe Ag positi-
ve patients compared with both HBsAg positive and anti-HBe positive patiens.

4)Liver biopsies of HBe Ag positive patients show characteristically hepatocytic
necrosis, eosinophilic bodies, piecemeal necrosis, and intralobular mixed inflammato-
ry cell infiltration.



5)Liver biopsies of anti-HBe positive patients show mainly limited lymphocytic
infiltration in portal triad and absence of hepatocytic necrosis, eosinophilic bodies,

and piecemeal necrosis.
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Table 1. Distribution of Serologic Markers in Various Liver Disease

Pathologic diagnosis Number of cases  HBsAg positive HBeAg positive  AntiHBe positive
1. Acute hepatitis 7 3 2 -
2. Chronic hepatitis, persistant 14 - 6
active 20 14 14 3
3. Cirrhosis 3 1 1
4. Hepatoma 4 1 3
5. Fatty liver 17 - - -
6. Miscellaneus 9 3 1 4
Total 80 31 19 17
AL (E 13ZF) : Table 2. Mean Levels of Aminotransferases in
7 A BAE 2 80e] Fo A AW 709 E4%} HBsAg Various Hepatitis Marker
(= LN oL O 4] -8-8 &3
FARAE 3l 2A 38.7%2 F4-EE viehisiEL Hepatitis ~ Number of SGOT*  SGPT*
HBe Age] 93482 19412 A7 A9 23% o] Makers cases Mean+SD  Mean+SD
9o HBs Ag f4RAIF A= 61%9] F4E2 B B o7 204347 2484255
+ -
A Anti-HBeFA £ 17612 A7 el 21% e 46 136i144 soirz ]
2 deigon HBs Ag b4 aa 3o AL 54%% 23 - + 6
o HBeAg + 17 3884-872 3314277
o1 HAEAAEE HAUYE v HBs Ag o4 e
ti 1
S WA o] 180 (58%) 2 7F tskos] HBe it1Be + 225+222 110+ 59
Ag HRAE PANI T F3 LA EARGe] 14 I e
ol (73%) 2A & U=E viehd 4k anti —HBe * mU/ml
FA A 24 A LA4 el 64 (35%) o] o
A S EA G Y AP A EEe] wnd T & F#x& SGOT7} 7+ 2254222 mU/ml, 2347 295mU/
50 gt & Aad E B4R AAE 2 H ml 0]gl 2 SGPT & of 4 sx}ell Al Al 110+ 59mU/ ml,
Be Ag A EEAZE Bl AA el et 3 LA A A A 182+ 220mU/ml=H FE7kell 2 3

AAE d B} B BSADDe] Bker Solguk
3 42 29kl A HBe Agnch anti —HBe of4 #x}7}
4 vegeh

2) HBe Ago}4 7-30 %=} anti —HBe oF4] 7 kel
glelA SGOT ¢ SGPT¢ &4 (B2 3=x)

HBs AgpA Bl Al A 7kE 48] FTAE SGOT
7} 3294347mU/miz A 24 8=ke] 136+144mU/ml
nr}l 2gkew] SGPTE F43IAIIA A 2484-285mU/
ml, S A E R} A 80+68mU/ml2s FA Azl F
Az B4 29

HBe AgoFAzlxlol|AlA] transaminase &| ¥ F=|7}
SGOT: 388+372mU/ml 24 &43k=}¢] 1604191
mU/ml 25} &9t 0w SGPT = of4gixls} 3314277
mU/ml, €A 327t 91+71mU/mle s A=x}7b =9t

Anti~HBe oA 3kx}8} 24131219 transaminase 3

17k gt ek

A4

3) HBe Ager4d 2l anti —HBe ok4 31x]¢]
o Hed WS (F 332 )

7l 4%} HBe Agz} anti —HBe 7} &3] FHE
A 249 FuA A5y old e FAAAeh
24 2 4 E Fo B4 Falst
A& Aol
Y H&E 443

chrome, Reticulum, Periodic Acid—schiff

24

B_A

=

4] Masson tri-

44¢ %

glo] FeaiulAg ez Pas Ew HBeAgokd$at19
dlej A BAF o ehd A W iz 3
A7b 89% ((17/19 ) oA o 249 A 8%(1/
12 ) 3o 22 HEE Byl

=3t HBe Agak4l RxlollAl 4 AR A-pells 1
o]z} 93kt eosinophilic bodies 7} 63%( 12/19 )ei
A piecemeal necrosisz} 89% ( 17/19 )ellA 22 =

_l_z-|



Table 3. Pathologic Characteristics in Variqus Hepatitis Markers

Pathologic characteristics HBeAg positive HBeAg negative  AntiHBe positive
1. Disturbed lobular architecture 16 /19 1/12 4/17
2. Necrosis of hepatocyte 17/19 1/12 2/17
3. Eosinophilic bodies 12 /19 0/12 0/17
4. Piecemeal necrosis 17/19 0/12 1/17
5. Site of inflammation & Inflammatory cell 18/19* 5/12** 11 /17 ***
6. Fibrosis 2/12 3/17
7. Bridging hepatic necrosis 18 /19 2 /12 2 /17
Total 19 12 17

*  lobular inflammation, mixed inflammatory cells of eosinophil, plasma cell and lymphocytes.

% portal inflammation, lymphocyte.
*xx variable, mizxed inflammatory cells.
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Fig 2. HBeAg k4 : eosinophilic body in center

~HBe o4 : well preserved portal triad with lymphocytes.
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