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H B e & Te BT B BB A S SO S 30 H B 4 405 g | i
R , Hopg R i R 58 28 28, H R o 5% OB A AR S IR R A
AR TR BRI 5 A B i &0 8 R IE A 2, Horh SR 495 B3 ( hepa-
titis B virus, HBV ) J& Y 55 B B G fig A0 U AH S 32 ) )12 53, 2T 58 K W]
HBV J&YL 5 [ B e Lo e 2 st HHUHI T AE 2 HBV J@ i/ T8 | 55
WL B0 ( bystander effects ) (T F i3 HG RITHCIE foys 40 M 60k 222 A2
52 4% (major histocompatibility complex, MHC) 43 158155 & r= 4 B B AR 14
G H B RO PE TR E A0, N3 A B iis i & 4. HBV fE 2 g B %
PR ThEE HEE A, Bt HBY 525 P2 3h kR RGP BRI SRR
KT R B BRI A1) & R AT TR ELLRA .

— HBV 5 g B s

HBV A] DL b FIaR L5 A& B B S B W I BOM B s, 1 T R 43 )
ik HBV 5459512 3k R\ R G RERAE IR R A2 KL &0
KA

1. HBV 545728 IkR 45151 2 sk 9 & —Fh E 22 F T /NS kIR
TEVESI KR A I Bt A, iR AL 2 B4 4 . HIGRIREIME J2 24, 1] B
SCEME LA R IR A TR S 2 Ay E RS, 4519 PR 2 3K A A 1 R B
1, B AT H A LT 5 e 25 it & UIAH 56 o

WANETZ55 1 2 3k 98 5 HBV JEGLAH S 58 3B, HBV $ip Ji-Hi ik
A ITIRVE 0% K& A FUR Rt ft e 3 S 2/ . Guillevin 257 i 42 115
] S B RAH 45719 P Z S IR R FEATRESE , - MU B 17 45 715 1 2 sh Ik R AE T
R T 2 E0, 45 3 7k 1972 & 1989 4EHRIZ 4SS e L2 8 ik 46 B & 2 50%
HA HBV By, tehh izt — 200 W, B T i 22 Ve n 52 s LA S
335 VT 1 T )7 2 PR B R M 48 3 B I g SR A AT [R] sk 45 15 12 22 B Dk 4% s R L T
Z TR X U] HBV JRYL NG 1P Z kR R A —E AT R A Al B &
HBV 25 T 45T 2 B kA K0T . Pagnoux 4538 1o [ B 4347 348 1145 15 14
Z KR B W IR TR R, LB RA WSS T Z sk R B H A S th Bl
S BB AR 220 728 TS O UL S8 ML 46 DA S I S s A8 5 FLR 78 i ik 3R B ThI AR
LRI RACYELS 1 Z B ik 2 B R # UL, HA Rk sz 20 B85 A T e 4t
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B X R IR B A S5 n] Besmn 2575 1 2 S ik 2 ) im R R B LA 1 A8
FHHIPS o

TEIRIT T, SR RAHCYESS 1 P Z S Bk R AE AT S M dia YNy £k 5
Pt HBV 25 RS , 75 W25 2 FE45- 25 J5 5 & HBV il gl , 2 2= 302
RE2URDEAL o HAILHI AT BB A 1A Y7 45 15 Pk 2 sk & 09 25 I i LR e e R 58 (O
HOZ 20 Ges ) DL K HLAARST HBV [ RE J7 DT T 300 25 52 i 1% BR, 7645 2 J5 LA
BTN REMR IR B R A S E I 0 o IRIL , FE A T SR R AH S 5 P 2 3l ik
RIGIT I DL R TR #2590

2. HBV 5 RS2 BRIE . R ZL IR (systemic lupus erythematosus,
SLE) & —FZ R4 . Z i< 20 8 J R g, Hilh KRR, 28 |1 K&
EHZANRG . RAEVELLRRAE M MG e R A%, 7T LU BT (an-
tinuclear antibody ,ANA) #T-dsDNA Hi-ENA Hi#h g HiiREZF A ik, RS
PELLBEIRIE W OB, Al g 5 st AL PRI B PRI R SE 2R R A OC

KRS PRI G W B S 56 (ELISA) 5 131 31 R e bk D BEAR A A
15 582 il (AR & HBV FRic ¥ &3 SLE 5 19 HBsAg o0 FVE, 3K K
R fEFREXT RRAL (7. 7% ) o A3 A R AT BB SLE B35 R 4 ig /- & 10 (1L-10)
KA, T IL-10 A JEAILAAR 2 A HT-HBV , Horr HBsAb Shy rh FIgT {4, GE68 v il
SRS B R PR, 3X Al RE 2 5|2 SLE f835 HBsAg NREM A . 5 — bt
53 [ T A A T B AR S5 7 IR HBsAg BHEZE, 25 3R A e R G PELLBER I
HE Y HBsAg FHME Rt B AR T X IR ( R4l 82.33% , X B4 N 9. 57%
P <0.01) " i3 B0 TR I — BRI 1 55256 41 X B AL 0 35+ A INF-or KT, 2
FWITE SLE f8 5 i b INF-o ZKF- B Ty, PR HE I 2T BEAR A 1) & INF-o0 7K
AIRETENY o HBV VG BRJT 1 K8 T EEAEM . DL EX P segn s R 380, SLE &
F AR P S = A A0 Y AT RE A R AL G RSN R HBV AR H, T REAR
T SLE f %) HBsAg BHVERR . AR, fh 26 il ad SLE 5 HoAth je o £ 3 Ao I,
iH HBsAg #5417 R e 25 R Won W B & 25 7 25T 1 4512 0 SLE &R 5
HBV R TG B R . XA R R 45 R I I an sy 22 5, vl aE 5 sS4 7
WEE2E A O, WA RS A [l st e AR R . W, & HBV 5 SLE
R Y) & R B A Rt — 25T .

3. HBV 5SRO R  FE I T 9 LA BRYE (- TP B i e o 4%
h ELIm KRR RGNE A B s, BROCTT 52 240, H r] B A E AL
HZNRGL, N BRREE R E MR, WAR R A M a7 R 2k
R RATHRIE TS BOC T IIRERERG o Fo AW tIL i 24 1 R BB, ml e 5 5t 1% by Je&
(EREZ S VIS S S

& XA F (rheumatoid factor, RF) J& 28 KR 3¢ 19 48 12 W #1905 1 PEAk 1Y H1 22
febRz — LW R W HBV JE&L & s o RF PR RE ., Wk & d it
XT 160 f5i] HBV J&YL35 35 H BPriAaf i 45 R B or , 78 HBV &L 135+ RF fH




£ 222 - HAESI I PRIEYR 2SR (L TR) 2011 4E5 255 45 45 2 ] Chin J Exp Clin Infect Dis (FElectronic Edition) ,May 2011, Vol 5, No.2

P36 41(22.5% ) , W3 = T IEH X R 4H , B0 HBV R] BB 7E S KR ¢ 19 4 & 7
M E—E /. Lee 1'% 176 Bl % 175 IgA RF IgG RF IgM RF #4541
B0 510429, 5% \21% F118. 8% , [AIA: S Hf HBV J&RYLE RF B 31 & 1 45
Wo VL EPISLIR AR U] HBV B AE R KRS RN LW Th rl BE B AR R Z

T3 MBI Y R] U 7 28 AR G 15 R S b HBV #8172 1 AE My il 5] feli
FAMIAS , Urata 25" F1 Chung 25" BIF5% 2B H A= W 340500 00 6l FE (0 RS g 2R
FEA 5B InEE 1T 28 KO ¢ 15 4 B E 1) HBV i 1% BR, F B 0% & B %80
B B RO S R R L, BT N B3 B X HBsAg FHME A9 2E X
MO RSB FE A0 I SR A0 B 15 BT B T 3 8 HBV 1 B G 50 LA S 20
AE A9 Wl

4. HBV 5Z R ML . 2 &Y AL (multiple sclerosis, MS) J& —Ffr i UL A
WA R G HER I B 5 fesse i , LA U R 5535 8 A A% R oo 6 A 4 X
P, KRR Z M & R Re bk I fE i e 28, W il 5 I8 e A8 i
170 MS Z 0 T 2 Bt X an b B f e 6 25 (1 i AR R [E MS Ao, A EJHE
P, MS B9 R AT B 5 AL 2y ik AEE R R S I R A K

FEZ 40 MS BB IRy AT A 21 2 AP -SE A PR, S PURE I P E R 1 (mye-
lin basic protein, MBP) . 70-58 & /b 2% it i 40 Jg B 25 FH ( myelin oligodendrocyte gly-
coprotein, MOG) . #1i-5& H I§ & H ( proteolipid protein, PLP) | $i7-f 1 #H o H¥ & H
( myelin associated glycoprotein, MAG ) %, H.HhH1-MBP 5 £ % 14 i 4L K& 05 88 h 5%
DI, BLEAE M m RS B2 W AU 18 PEAG i S 2898 b, A B R U] HBV Hp iy 5
Sed 07 5 MBP BYER5r 2 SR T A B8 28 S, HEWT HBV m] DL i 73 54
LIS A2 BT MBP (HTIATF 330 MS, Bogdanos 45 5l 5 %F HBsAg il MS £ 3 (1Y
MBP 1 MOG ZJEFR 75 3 A1 & B HBsAg 55 J5 W25 A7 7 5k 28 5 B2 [R) IR 41, O H.
S0 2 AT ARSI B A X i L 58 ST A R S PUIAR . WS R IAE MS R
B FEAE HBV 5 8 B 40 5 0 58 SUIR TR S g I 28 o SR MS Ao L) & 4%, Hrp
e R R W2 e 2, HBY 2 AR B SR RO 145 =k T 40 j 7 i
RIEVER Z LI AR MMUR 4508 . 53 Fh A SRR B R 3R e i R 3 2 &
PEREALAE 1 A S ELAE 3 [ 0 — 38 DR T 52 11 75 /0 4F 2 P ¥ 4 b (H 5 R
PRI Ry T S 101250/, ELA2 A8 1 i R 1) 2 Ab s 3z KT U , MR T & I3
R B O N 2 &2 PR RE & B A VI R, 75 E— 20 S 5%
RAUESE

— HBV 5 5 By e i AH S () AL 3

B B e B il IR I B 2 R RE 5 B B o i o SO BT iA L K3 4k
(1) T Ik B 440 L, ALt H i o A 40 L 55 A O P R R 4 il 4t
Jir 3 S A0 A v 263k MHC 73 758175 % B S PUIARFN B B Pk T ik B2 40 B 3 fh ik
T2 B e i &4 . HBV Bty JF e i S LA B B i — 2oy U/ A
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0L, F X e SR AN ™ A ) 1 PR L 4 e 5 HBV A FH A8 [R] B i 2 S5 ML 1)
H B4 R RN, R 4 A48, HBV A8 AT DLk 25 LA 522 [ 0I5 40 1
ZER LR B B e i 2 L] S R RS B A B R A . BR BRI
il 4h , HBV i& 7] DLk A AU R IR 8k Fe 18 MHC 4 Jifd K& 538 MHC 1 28431,
T MHC T 2843707 LA HLR B 5T 505 5 25 0k U 40 DT 5 1S B B3 B

= 4B

e B e B Bl RIR I — N E BB K H R g0 %2, Hrp kT
HBV 5 [ 55805 & 1 56 R TSR AR 22, (H X BEIF 5% 3 R A 52 4 I B
ELRMLH , 7 H A R og 45 22 R E K A E 2R HBY 2 5 5 B0
At DRI, AR HBY 5 [ B SRedi Ao B9 WA ¢ 28 DL S R i) 4 7 3k
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