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({8 E] 8 @454 C57-TgN(HBVadr2. OSMMU“3 5”& A # £ EH P EW AR HHREF RS H O FAFAL S HB-
sAg KB ERW AR, FTE :XAOBELISARNF SR HLLFN T ERMNBELXE NA L FAAFA L+ HBsAg 89 &k 3,
it ko EEANEDFMFA ST HBsAg Wk 5 R W AH KA 24T R XM, SR  HEFANRE
BAEBFELI~3MNAK, LEF HBSAg M R E B RN EEZELARESNARAELE RN ETH L EEHFR.EFHAA T HBsAgmw %
BB EEREATF B EEXBREZEZEBNR T HBsAg k%, PR F A4 4L ¢ HBsAg W x X B & T 8 £ /)
H(P<<0.05), #XHE/NMRE C57BL/6 i Z.DAB R £/ 129s REAF ¥ AN RXEBEEHNFR . X F 442+ HBsAg £ 3%
EN AL AT, nERBEHIR T ES HBsAg MR H 94.05%, F# E F M * % £(r=0.257,P<C0.01), $&
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Expression pattern of HBsAg in serum and liver tissue of C57-TgN(HBVadr2. 0)SMMU transgenic mice
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[ ABSTRACT ] Objective;: To explore the relationship between expression pattern of HBsAg in the serum and liver tissue and
age, sex and genetic background of C57-TgN(HBVadr2, 0)SMMUS3 transgenic mice. Methods: ELLISA and immunochistochem-
1stry were used to evaluate the expression level of HBsAg in serum and liver of C57-TgN(HBVadr2, 0) SMMUS3 transgenic
mice, | he relationship between expression pattern and age, sex and genetic background was analyzed by statistical methods,
Results: One to 3 months old transgenic mice expressed a low level or no HBsAg; expression of HBsAg reached a peak level in
8 months old mice and then declined. Expression of HBsAg in the liver was more stable than that in serum, which represented
the real expression level of HBsAg in transgenic mice. Expression levels of HBsAg in serum and liver of male transgenic mice
were higher than those in femaleh mice (P<0. 05). The expression levels of HBsAg had no changes in the offsprings of different
genetic background mice. There were 94. 05% transgenic mice expressed both HBsAg in serum and HBsAg in liver tissue,and
they had a positive correlation(r=20. 257, P<(0. 01). Conclusion: Expression of HBsAg has the characteristics of developmental
regulation and sexual dimorphism in serum and liver of C57-TgN(HBVadrZ. 0)SMMU3 transgenic mice,
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ZBIHF 4§58 ( hepatitis B virus, HBV ) # 3%  C57-TgN(HBVadr2. 0) SMMU“3 5”& &Z/NF K
H/MNRP . mEEAMNREISBEFRERANE FERIL B SE X 42, 43 A 3% 2 R /) LI VS AT AT 2H 2R+ HBsAg
Rl , HBV #H R EWEM Be A JREMNEE MRIERES AR EZEWMHEEL X R, DU BH %MW
MEPRRETN T . BEFENEETRSFEENFA FERFN/NERPREFA . HFBREREIEXRME
R MmEEEANREIBER, LERAT X HoA] g% L H R Te
C57-TgN(HBVadr2. 0)SMMU @ &2 ZE K /D F 3 - N
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£ kM F it 300 11, 4°C A B aF & -8 000 X g Bl 5
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(8, M 3R & VLA 1545 & PO R SR AR k47 45 SR A I
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BFenssh, B PBS vhk /e, B F 100t B,
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W B E RS E P P R B B L KA L FT
BRSNS IR T R PR R . R A SP IR AT
tpr A AL R, — L E DT HBsAg ZHiK 1 ¢

500 BB, AN ANHEN . DABEGAR, T
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0 1 %%k HBsAg 9 &% NHEFEHE/DRIMNIE
h HBsAg IS B S5/PRABRHNEXRST . EGR K
M, /NERTE 1~3 4~ H i3 i i 3 B HBsAg B3R A8
L, EERMAR, KEHENRORE, OFF
HBsAg S BEWHE T, £ 5~8 N H BRI ER &
B, 13~15 M H e —2% L L FEERE /D RINE
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sAg I EEERE LHEREESH/PR, BA

REIAEZ [ H K 58 A FHE R A — 2 (B[
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v—~ﬂﬁ7rf‘ 1 A~ B &S B S el A I 3, A Bl & B B3, it 2H

Mh HBsAg R A BAE —EMESh, £ 8~10 1
Eﬁ%ﬂﬁﬁ’éﬂ%w%,lz A H A B AR, S & B 4E +
E—EHKE 22 A et nl iz, X85
B8 2 0 56 PR /)N B O T AT ZH 40 HBsAg RY 3R X
=8k HRET AFHSA S HBsAg #YRIK (A 1,
£ DEMBFEPRE.

£1 AREAHEEE/NR HBsAg RixKF
Tab 1 Expression level of HBsAg in

transgenic mice of different age

(n=138,7 %)
Age Expression of HBsAg
(t/month) Serum (Diso/630) Liver (%)
1-3 0.055x0.002 1 15.16311. 741
5-8 0.13740.010 2 20, 382x1.376
13-15 0,035=0.001 4 11.249=1.405

o 9 MHll HBsAg #5 &% [6]—8FE & L, Xz
RE/NRIMEFTASA DS HBsAg WRIEXMF &=
5 B B4 BT S R, M DS BRLRT M D BRI 9 A AT
A4 b HBsAg A B4 B 8 2 5 (P<<0. 05, %
2y, 3% B &% % A /N BRI 3 A0 AF 41 4 HBsAg IR
k5 HERIAE X, HEH/ANRE TR

9.3 iEiLE 5 HBsAg 9k ik B ARENR
i 5N R4 55 DAB §h & (129s @ R B C57BL/
6 ShE /NRASHE G, 4 b H AR I T A 21 2R A
HBsAg B9 KRB 1H L. %R KR, 2 A S N R
C57BL/6 & & . DAB A 129s AR IEH /MR AC
A5 7S, i E M AT AL+ HBsAg RiXE Y
kR (FE 3, G F iR LK B AR R
ey /N HBsAg BB BERAUH B EN. R
B 3545 75 5 R 22 W2 2R O A R/ )N BRI Y R A 2H 2R
it HBsAg B4 1F -
2.4 Fred HBsAg #h kit b & i ¥ HBsAg
wAe £ # 6 —AtE S E, % 138 K PCR FH 2/
U0 i v F BF 4 41 b HBsAg 09 FR #E1% SL 217
i, 4k B % B, I T PR M /N B I 2X HBsAg FH
M 94, 05% (79/84),58. 96 %0 Y /N B ML 7 A1 AT
¢ 40 B PH M, 45 3T % o A Z B, I VE A A 2R
HBsAg B BB 15 % 2 T A 2% (» = 0. 257, P<
0.01) @At &I, 7 50 2 PCR HHAEIMLF ELISA
KM B /N R L A 36 HL(72.00%0) T4 21 HB-
sAg FA4E, X 22 B0 11 7§ o HBsAg M43 7 5 H A
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Fig 1 Correlation between development and expression of HBsAg in transgenic mice liver( DAB, X 200)
A. 2-month; B: 4-month; C; 6-month; D: 9-month; E: 12-month; F: 15-month
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Tab 2 Comparison of HBsAg expression

between male and female transgenic mice

Expression of HBsAg

Sex n

Serum (Dys50/630 ) Liver (%)
Male 75 0.146 =0, 020 25.1431+2.759
Female 63 0. 108—8; 101" 13. 67 =2 . 003"

* P<<0. 05 vs male transgenic mice
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Tab 3 Comparison of HBsAg expression between

different genetic background transgenic mice

Expression of HBsAg

(GGroup n

Serum (Dys50/630) Liver (%)
Tg+129s 19 0. 091=x0.020 13.200—1.831
Tg~+€57 53 0. 056=0.004 14, 30012. 390
Tg+DBA 16 Q. 06810, 012 11 400-+1,96¢
3 i i

i By 3 S B R DR /)N L) O B O e i TR

A P

A YRR IR, H AT AT 5% J R /)N B B 53 A B
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£ HBV &3 /N RO 58 o AT 2 3R, 5%
PR /)N B 3 A% T 5 A RS RN S DA R B R R AR B 1Y)
ZER R EEAR G DL K 1E 40 M a0 ok N L S KAE
A+ #it A4E AH J -+ 18 1% B 3 (genomic im-
printing) % ¥ 45 HBV R AF K. XK N T 7
#r C57-TgN(HBVadr2. 0)SMMU“3 5" & /N R
H HBsAg 19 A=, XA R A & PE 5 st % 7
A B R /D BUMLTE AR 4H 217 HBsAg i) 3R 38 it
1 T . 45 R R B, HBsAg i R 1A 5/ A9 H %
M SA L /DRAE 1~3 N H B, i iEh A FRE
g /b F ik HBsAg,5~8 4~ H i B ik 3] |5 0%, J5 &
W RE. M2l HBsAg MR ARIMIFERE, H
HERH L AR BERFREMETE . NEHHZ LRI
i H, HBsAg B2 ik B 2 M /D B T M /D B
X 5 PUFE B BF 28 #H 0L, DelLoia 2% X G7 Fil G26 M
fr HBV 8 3 R /N FRAF 5 & B, 1L 7 39 HBsAg &
A S AR B R B A S LTS HBsAg i 29 100
% HBsAg mRNA F+ &2y 5~10 %5, H P/
FUIMLYE H HBsAg fy& & T MM, XrIgE2h T
AN [R) A 8 AP B B0 2N B HAR P 3R K AN [R] S A
M4 HBV ik, Farza 55V W&k B, H H
HEPE HBV 5% 3L K /N BRI 35 HBsAg B9 7 & 35 5
T 5~10 4%, ¥ e v Ak vE /N Bl HBsAg Bt A
R IK 2 R T B, 1 OS2 R L E B aSOBE B R
HBsAg A [H 19 2 1k bl 2Z 38 0 .
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e B DR /N B 08 1% S 5 HBsAg YR8 A& B, K
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Mih HBsAg MEXBRAAEW BT, KA B
HEHANEEASREZFE /DB T HBsAg 193&
k. X5 Schweizer 21 B BF 98 45 R A — B AT
S, HBV # & E/NE E36 5 & M E K /DR
K& ST R B /D BASEDR, ¥ T8O Al 0 /Y 5% 5
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SE/NEAZE, FRME T HBsAg & B X &
sk s 5 DBA/2.129sv] LA & FVB/N s & /b B 3E
S, 1 %A KR /NRILE T HBsAg i & & #
BT 2~ 3 fE(HEH 8~15 ug/ml, HEME 1~ 4
wg/mb) ;5 BALB/c & & /R A BL 5 W & 205 1K
524 AN 1) 3 ) B I TR R IR R OK
%t AT 41 41 HBsAg B335 5 i HBsAg
ROAE L PR ST R BL, 7 AP AR HBsAg BB
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145 , A e, T P4 4 b HBsAg B9 3 15 W AH X 32
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Ay K 2 B PR A TR A e R R FRAT, s 4H 2
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ng/mb), BF 44 1 h HBV DNA H X b &£,
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