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Tab 1.

C 57 BL, mice immunized with rabbit liver specific

Number of mice with liver damages in

lipoprotein (RLSP) and human hepatitis B vaccine
(HHBY). *p>0.05, **p<{0.05. The immunized
mice were given sc¢ (.1 ml the mixture of RILSP
(0,5 mg protein/ml) and HHBV ((.25 ug/ml)and
Freund incomplete adjuvant (FIA), 4 times at

weekly intervals,

Mice Control Immunized
11 12
Infiltration + + 1 3*
in portal area + 2 4*
- 8 5¢
Pericho- + 1 8
langitis - 10 4**

) I 455280 40 o 7 P RIS B $1 %R LSP gy
%, THEAER B . ERHRT 24 b g R EH sc
LSP 12 ng/20 pl, HEE&AEREK, @50
BEHRSHTHE, WAAE B2, W
SRBE R AR & BB VA Y 5 IR W B
k2.,

anti-RLSP  and
of C57BL mice after

Tab 2. Serum delayed-type

hypersensitivity (DTH)

challenged with rabbit LSP, n=9 mice, X+SD,
***p<0.01
Serum anti-RLSP DTH ear
Groups A (A=490nm) wt gain(mg)
None 1.24+0.26 2.0+6.2

RLSP + HHBV + FIA  3,1940.89*** 17.0+6.9***
Fi LSP 5 FCA | i3 L7 575 6 JABEER,
45 45 E sc LSP 0.05 mg, %E4%: 6 wk, [ iEhH
Pt LSP BA{#4:, FRREISTCHE 2.
BREMREERAE, BERRNMRLSPE
mHERFEER C57BL/ANE, £,60d#%,
th #21.3+1.08 K JICR/N R, & E 23.4+
1.48, FTdO0R # fk ivCon A0.2mg/kg,
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Tab 3, Number of mice with liver damages after immunized with syngeneic mice LSP, *p>( .05,
**p<C0.05 vs Con A +2°~dG group,
- Infiltration in ) Parenchyma
Mice Groups Mice portal area Pericholangitis necrosis
+ + + -+ + + - + + + -
2'-dG 5 2 3 5 5
Con A 5 1 4 5 5
C57 BL ConA + 2’-dG 5 4 1 5 5
ConA +2°-dG + C57BL-LSP 5 3* 2% 1* 1* 3* 2% 2%* i
None 3 3 3 3
JCR-LSP 2 1 1 2 2
JCR ConA + 2’-dG 4 1 3 2 2 1 3
ConA + 2°-dG + JCR-LSP 3 3* 1* 2% 2% 1*

d0-2 ip 2/-dG 50 mg/kg, d4 & d 13im [{ &
/ANRLSP 0.2 mg/f{, FIE 2 K 1wk Fik
TECAHE G A 45 R B/RM A Con A i 2/-dG,
BEMS nss LSP s 512 FFAFR 4. W& 3.
RN R BN RS R B AR, B
S 5T IV 4 R e Bl B TERE /N PR R BEAE L
JLE 1D, C, AFRREFHE/N FLSP & %, Mmig
r LSP FLEi A1, My SGPT 77 1 U B 7
i, HLHI A,

RS xEB O LFRE®E MR C57BL
ANER, @, 60d#%, {4 18.4+1.9g, C57BL
/INERBE 50 2688 2 0 (BT 30 I LAg) in FCA %
7F, 1mg EEA/ (- wk) x4, KRGQEFAT
FE. HHERICR /N, §, 60d %, {kHE 21.0

Tab 4,
mice immunized with 105 000 x g liver homoge—
nate supernatant (LAg) of C57BL mice of JCR
mice. *p>0.05, **p<(0.05 vs FCA group,

Number of mice liver damages in C 57 BL

Infiltration in Parenchyma

Groups Mice portal area necrosis
++ o+ = ++ o+ -

None 5 1 4 1 4

FCA 5 2

FCA + 5 A o 1* 4*
C57BL-LAg

None 11 1 10 11

FCA 6 3 3 3 3

FCA + 7 3! 2 L] 2 » 2 L] 1 * 4 »
JCR-LAg
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Liver specific lipoprotein—induced autoimmune hepatitis in mice

ZHU Peng-Peng, LI Xiao-Yu

(Shanghai Institute of Materia Medica, Chinese Academy of Sciences, Shanghai 200031)

ABSTRACT Autoimmune hepatitis is a
kind of chronic, progressive liver injury
which is characterized by the presence of
several kinds of circulating liver membrane
autoantibodies such as anti-LSP (liver spe-
cific lipoprotein). In this study, mice
autoimmune hepatitis was induced by repeated
s¢ immunization with heterogeneic and
syngeneic LSP which was prepared by ultra-
centrifugation and chromatography of liver
homogenates. Serum high titer anti-LSP
was detected by ELISA in C57BL mice
immunized with rabbit LSP after 10-15wk.
Human hepatitis B vaccine 25 ng/mouse sc
once a week was given with LSP to accele-
rate the formation of liver injuries for 4
wk. Liver histological changes revealed

% * *

mainly the mononuclear cell infiltration,
pericholangitis and hepatocellular piecemeal
necrosis which were mimic to human chronic
active hepatitis. When using of Con A and
2’/-deoxyguanosine as T, inhibitors challenged
together with syngeneic LSP in C57BL and
JCR mice, the degree and number of mice
with liver damages increased and was observ-
ed only after 3 wk. These results suggested
that clinical hepatitis B virus infection and
T, disfunction may potentiate liver auto-
immune reactions,
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