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BBy R R R CTL A A AE P o dmddfe
FFAREAEH.

FHik: WA HBV 3R ALK B4k 291 8 P R 4%
M CTL 3E4748m] , (HBV LR R ALK 53] 4 HBcAg18-27,
/5| 4 FLPSDFFPSV(C18), HBsAgl183—191 A% %
WLSLLVPEV(E183), HBeAg335-343 /5| FLLTRILTI
(E335), % REEP #)575~583 45| #4 FLLSLGIHL(P575))4:
WM AT K B AT KR AR B R AR A AR CTL
HAFE, RHAIWHRBRACEFE CTLHEERER
BAe g ALT /KR-F oA % % R BT A Hom) o5 ) 4 R dn ik
ALT R-F HRE M oLt 7 2d b, 57 &4 18 7R A AL 4
Sl CTL 3% 9 £ 5%

R 36 1R HBV & 4 B4 R A 454 b CTL #0m) Fa
P33 41(91.7%), HBeAgl83—191 £ A245 %M CTL 1% &
TR ZA(P<0.05). 43t 5 AR ALK FH CTL IR S
B E R E ALT K-FA R RR R F, o ashc X i
ALT 7t & 5-10 8 3 M H R ASH FE CTL K F 5 TH
HLLH(P<0.05).

g5it: 1B HBV B f B b N b A SRR EAL SR
CTL, 12454 CTL 894 £ RAER AR R IE AR
HEHBY 2 R I FOA AR e R A AL R CTL LRI 3%, 40
B EALE Rl CTL JEBF R A AL A2 P BLA 30 A e B 442

RERERR, FABBMETRILKRER, “EHFHE
T AR AR 5 Tk BRI A

IR BSE B4 TFHE FIRRLSEM CTL g HBY BRAHRIE
FFVRS PEWERIATT. BRAEABERE 2005;13(8):1030-1033
http://www.wjgnet.com/1009-3079/13/1030.asp
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CIURT 4975 (hepatitis B virus HBV) & —FdE H
HA MR ZRREE, 0% ROV R HBY B G & 1 3 2R
Pl fE HBYV YRR TZ KRR RS, T 4k
(cytotoxic T lymphocyte CTL) BRIFH EER— &7,
REFEEARENTEE A% ERCTLE Z IR

R EENLHNE FRIR . 7035 om0 A2 T AN 7 B 4 4
PR AR e A SN A CTL R o 400 R P i 2 £ [FD
AN 3 s b 32 R G A0 B RO 405 4, T BLTE RAERTY)
G B CTL ] B8 2 AR 40 10 E 2R A,

S VEHBY B G B & I AT D e =B (ALT) R B
WEh, 18 OB R R B AR SE R R R K AE (hepatitis
flares) Fl & EVHIE (remissions) R BEACE, [MHT KB
T2 R RAEG /M HBeAg MiF & (HBeAg) N
HBVDNARTE R, KEM R RAENE L BT R RAE R AR
5 HBeAg Ii% %% #: (HBeAg) 1 HBVDNA {975 f 2 M % 4,
FIIA AT R R AE RV R om i 25 5. XE1E T 4 7H
1B HRAAT R R AEBHPUR R R PECTLRI R A R T 1IE#
NHRE R CTLYE OB % Rom it AR P IVE . BATTR A
AHTHIMHC/ Ik P R 48 & 54 (tetramer) $ AR 1E :HBY
BB EAN A MR RS R ECTLH A TIHER E &, &
S5 FIIgE, MG RS B GIRTEAR I ZEE 2 1T, XRE
FECTLIEE M 2 B R % R AR R e H AT WP 1
PP, AUt — IR B CTL 7E HBV BR 4 & 0% P RO 1R
FHAZ AL R

1 MRRITSE

1.1 A4

1.1.1 &6 BB 2003-08/2004-06 [ 132 ML B HBV &
PR H T, B5241, %23, 18-50%, TIYER
26.5 %. T 8% HBsAg FREEFIME 4L b, HBeAg B
HBV DNA FE{E, ZHIAF & 2000 551k & EE L Im &4
HRFEARASVETIC BT ARiE, HEFRHAV, HCV. HDV. HEV,
HIV 5 2 4 (FHR BB E) . 2 FE 2001 4F AASLD FF 8 By
BIRS TR, BB R GZALT/KF) 4 A8 AT % §8 1L
HH(ALT << 1 X ULN, upper limit of normal) FMEE
JF 98 RAERA (ALT = 1 X ULN), FEEB 1 IF R RAE S R
BI(ALT = 1,<5 X ULN), # & (ALT =5,<10 X ULN), =
I (ALT = 10 X ULN) . HLA-A2— B ¥E & shik 2 R 8 7 )
J% HLA-A2+ {8 BRI 571 6 42 A9 ) BEAf.

1.1.2 X7 % & & R-PE#FICHI rMHC tetramer:HLA-
A%0201/FLPSDFFPSV (Tc18-27), HLA-A%0201/
FLLTRILTI (Tel183-191), HLA-A%0201/WLSLLVPFV
(Te335-343), HLA-A%0201/FLLSLGIHL (Tp575-583)
4 B 9% [E Proimmune A& ;R-PEFRICHIE S EW B EE
Sigma 2 & ; Cy-ChromeTM #RiC B B LA CDSmAb I H
2% E BD-PharMingen A& ;Cy-ChromeTM tric A &
TgGlmAb [F] 2%t B B 3% B BD-PharMingen A& ;10 X
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21 41 il 24 A W 19 55 [E] BD-PharMingen /A &) ; FACS Y& %
W (&1 g/LBSA, 0.1 g/L BF AW PBS) ;FITC #7id
K ST HLA-A2mAb g 5 Serotec 4 &) ; TGL-16B & 2k
B (E#) ;FACstarPlus Vi 2040 Bt { /FCM (Bec ton-
Dickinson) ; F&E PCR{V (LightCycler, BURE RN
10%) ;7150 4 B 3 A4 2 HT 4X.
1.2 # sk MIEFE BT E R H 70204 B340 77 i
{X;HAV. HBV. HCVA. HDV. HEV HURFUIE R L T
KM ELISA J7i% (LigktfE v A]) , M HBY DNA E&
il GE 2 PCR, PRINULEE 23 &) 1% 30 B HHEAT. FURSE 5+
PECTL BAS I - SRAR FF R USRI 7 A FEAK M2 mL, FFITC
FRAc B ST AHLA-A2mAb BT ez 5t 4 i =0 40
XA M HLA-A2 R Y. Tetramer 4& (0.2 F Proimmune 2 & 3t
RS, KA BT A 1 e (5 5 58 - HUBE T i 4 MR B KA. 100 L
O tetramer 2 pL, 20 plL PE-Cy5 (8¢ FITC) #xiCHI
CD8HLMARS), BEGIK EIFE 30 min/5, M2 mL 1 X FACS
ZURMRENE 10 min; R0 BB E MRS, PBA W
(&5 g/LFMiEAEAE, 0.5 g/L &%, 0.01 mol/L
PBS) PE#% 2 ¥X ;10 g/L £ 2R FEE[E ;€ FACstarPlus Ji =
AR Ak, BD FACS % M CELLQuestTM K70 #7.
Beit B4R K ALT K REAT 732, X Tetramer [
P2 o) HATHHE S, A £ briEZE (mean £ SD) &
. DT EFEACSE BB E R, R TR XA
= (LR DR R, RO EUE T8 MLiE R & /K-
AT AR 47, B Gt i A2 FH SPSS12. 04 it R i3
1T, P<O.05 AFZEMZ X

28R

21 ALTAF 5 EHTey % 2 EARLAMRFTI5HSLE
W E, ML ALT M 383.4-3 200.6 nkat/L, “Fiy
3 324.0 £ 3 550.7 nkat/L; Mi&H 42 VI #0-8.8 X
10%copies/L, *F#J5.6 X 10° copies/L. &&it4#r
ZEHEZIALREMRRYE (P0.05).

2.2 fE75 MY IR B EH 36 (714 HLA-A2", 2=
4 A AR I HLA-A2" Y~ 29500658 N T 90%, %/ HLA-
A2'HBY B B E AT tetramer (0, DL CDS" MR T4t
H tetramer' MHEME, {EBMELFTE T, HLA-A2Y
I HLA-A2 2 AlF BE&MZE R (/0. 05), {HHLA-

R’ HBV BRRBEINEAMPURERE CTLHiE(mean = SD, %)

A2 SN IE H i FE HLA-A2 4 C B B2 7 (£0. 05).

2.3 RARKF M CTL# R k9 & HLA-A2 IEH 2 R4
HLA-A2 &M ZF B & 4 tetramer' 4 << 0. 02%. [
HLA-A2" JR KT tetramer” 40 MARA L0, 02% AP, 33
B HLA-A2" ZJFF B 4 A ML P AFALE tetramer 4R, BATE
292%, ALE 3 G 8 E S A PR < 0. 02%. 30
I Tc18-27tetramer” R4, FF{EAMZER 0. 03-0. 92%;
Tel83-191 {E 30 {7 B & HIPATEM A 0. 03-2. 41%; Te
335343 {E264] B & HIPATEMZ 40, 03-1. 37%; Tp575-
583 1126 (71 B # P AT RIASNAE A 0. 03-0. 6%. (L4 FHFRAL
KR CTL 1, Tel183-191 B4 & T HAh =% (/X0. 05) ,
HAh 2 B I B2 5 (£0. 05) . (B 4F R A4 FHECTLM
HEREMAXRELTEEE X (20.05), LAIiEZE K
AR E, Tel18-27. Tel83-191. Te335-343. Tp575-
5834 H AL EBATIE A A4 745 BB DA 7 IR LSt 5
B X (P0.05).

2.4 120 TATIT R AARH R RAZH F 1 CTL 89 R A F
36 {7 HLA-A2* 1811 HBV /B4t 8 3 #4 B LV ALT B SR o
HJALT IEH 4, ALT F+& 1-5 % (1-5ULN) , ALT 7 5-
10 f& (5-10ULN) , ALT #& KT 10 % OC10ULN) . &4
Bl mRoml. 7T, 1160509 Fl. HAME M tetramer”

2.417Tc18:27  Te183-191

— 1.21 2.09 ~1c335-343 Tp576-583
= .
X v
el L
0.9
€ o07fF .
= 05 ‘ L
#H 03| A .
= . . A P R
U N B
B 0.051Hm vt Ly Y R A
Z0.020 v L Cae s ""ﬁi' 2

ALT<1 ULN ALT=1-5ULN ALT=5-10 ULN ALT>10 ULN

B 36 BB IE HBY BB EINAMIFURRAEFAE CTLADNER.

IS HBY FF R B H, ALT EH M ALT> 10ULN
AR VLR, Ted335-343 A1 Tp575-583 7E ALT IE#
40 = FALT> 1QULNZL , (BRI 4 2 [ & = T L E 7.
FEALT 4bF 5-10ULN 20, Tc18-27. Te335-343 Ml Tp575-
583 Bl R THALMA, it iEERE (R 1).

RO Tc18-27 Te183-191 Te335-343 Tp575-583
ALTIFRH 0.06 + 0.03 0.24 £ 048 013 £ 0.24 0.14 £ 0.24
ALT=1-5ULN £ 0.06 £ 0.04 0.08 + 0.06 0.09 £ 0.13 0.10 £ 0.11
ALT=5-10ULN £ 0.16 £ 0.27* 0.50 £ 0.94% 0.19 £+ 0.31 0.21 + 0.36™
ALT>10ULN £ 0.06 £ 0.04 0.22 £ 0.22 0.06 = 0.08 0.07 £ 0.07

*P<0.05 vs 1-5ULN 4, °P<0.05 vs ALT>10ULN £H.
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3 Wik
HBV fEAWE F AR 2, EEA 8 REATERA M E T
RGN MR, HBV B Y &7 I8 ¥ A
HREFAMABRER, BERENMEFIRER
YEH T B RIE AT = SUREF R IECTL EE R
R, (EHBV G ko B EEEM B EDUREM
4 B AR RIE R A A T i&E 26, 2 R B2 HBV &%
e, FRRIRIZVEHBY B Y, PURKFRECTL #UR D, A5
Bk CTL BB 7 iR R 2, W5 T AR A
M B S BF R B R R AR I R — AR, 7
HBRIES, K200 & S ARE R S &
AT & AE, 1 BT LA & HBeAg B 55 R (80) 7% 7%
P TN S (NN ke s IR E SRR ol e b N TR A
. X8 2 BF 28 R AV BRUR RALRE R ECTLRIWT R
By 5 [ BH e e 40 P SR 7R I R AE T ITE .

MHC/ BRPUSR & & &Ykl ot s ee ek CTL Bf &
B BUBRRIRE S, FRATTE 0 MHC/ BRI E S5 a0
il P &4t B R 4 RS B R 4 CTL AT X B, MHC/
JUR DO 2R 44 52 - Wk S 20 B B s T4l B DR 4 £ (UL 4ok
A . B RTAWMHC/ IRV 2R 4 B & W Ak & B4 3%
Prr Sk CTL AR, MAC/ BkIU 2B 14 & & A
S RAFFFECTLRT AR M, T BRI F B, oAt — 5
TR P CTL 57 5 B A IR & 2 R I A KK
FITHE T AT BRE

BATRIVSEESE OF B a8 5 g e 2
T BAHRME, SCREBEAERTREA G H TR
MR FE RIS LT A B P EHBY I G R 5 A1 A i AT
fF1E tetramer” 4000, PEPEZR91. 7%, FEI{EIEYE HBY
BRYLE, BHEAEAPURE R CTL 5 HBY 347, FeRE
CTLRIAZTEH A GERBAUE R R I R R AR IS
4 HBY B 4t 8 2 R P 0 e 1 CTL BE AR 2. 5% LA T,
EU STk 338 B At B R GLAR, HATRE R IR NAE £
ANSCHR AP AR AT AR R Te183- 191 P8y i | T 3L
flt =Fk, HIRH A B2 HBY ARPURBEE AR %ZEIR
PRI 57 JE R L A :HBecAg BIBTR ME o8, MRS 2
Sy -HBe Y IS HBY L 8%, HBcAg fE R 1E
CTLAEAEIRAR, Al GER R A I 58 i f i IR 3e Al T 40 A Y ik
JEEE, BB A SN PESE T (activation—induced
cell death, ATCD).Tel83-191 *FH57 2 = 1 & B AT B8
HbEF AR, fEHAA R RN, B MRS H
A1 JE) 0 B4 K% 40 B £F HBeAg183-191 BRI T 58 25 5 = A= 4
JERFU, {E Tel83-191 F+ &Kk K = AT AN 2.

X[ 18 1 HBY /& 4L AT & R e B it J R =4 CTL /Y
R RN, 7 ALT FHiE 5-10 (S Ka], FA4sE Sk CTL
AR A, R B R R VRBP4 R e B . T
AL S NAR T #IA R HBV R B AL i — M EE 2R A,
18 AT 2 RAE R H LA IGRILS U, BF R RIS IR
HBVDNA 5 Hl A8 1F R HBeAg 7% S5 e (FUR T3 1497 Al

HARKAE), AR AR ALT KPR B FRIN
1B 1% HBV BRYLAT R RAEEE, kR (ALT) K7 S
SO BUR 18-2T HIHF FALCTL (Te18-27) 4 54 %5 U140
%, 3t BAEEYE R AE R Tc18-27 40 it 2% [E HLA-DR A1 CCR5
FEIRIE  TIAERE WA A R F ik U ZEAH ST At R I Z
MURRA R VECTLA B S RAE R &, 38 A R
RAERT, Bt Jm e ek 40 A S e 38 o, BF % R AE R WL A4 T
G EERES. B, PUR R RE R PE CTLAERF £ R AEIS
B AFURSEMFALREM T THMER, I MURE
M EHUR SN HRRE T RIER R EFAEERTERF
T —PHRR. EAT R P IR R RUECTLAR S5
TR R A MIFALT/K P 2 A R AN B3, T g8 2 I A
SR FIED, B W AN (FF & R VR JG R 4 HBeAg L iF
ZEEATET I E 6 mo—5 a).

NEMF BRSNS R AERF R RVERT, ALT 7KF
HIE{R 5 K4 HBV DNA EHl% (LN HBeAg IiE 4% ¥
(HBeAg V¥ < MIPT —HBe HIHIN) BIJLEFAT, FHRKRIE
A R TR KBk 69T > 1 BB ek 2D YMDD A2 57 B
PN SRIRHUE BRI ALT KT BEARSE, ALT
M, MUk RN . FEAE R P, BT R RAE
(ALT>10 X ULN) 75 VU 2 A4 BE PR 40 Jf EL ALT A 51 5-10 1%
SHER. TRRAEMATHMERE, (DIRRFFRIECILES
RIS T AR, RTmAN A PR D, Q) EEEFX
RAERT, R 0 R 3 BN A AN 2 PR SR T
CTL, HHEMLER, EREFLKRER, FFEFEE
KEIFRFURTFRIE CTL, FEFUREERIE CTL £I&E Rt
B9 BN 4P, B ATIA A CTL A @it AR 40 PR B LI R 9%
2 A B HBV IR 22 MO VE L G SR HBV 45 R PR 2% CD8+T
4 LY B A e P B A U < B O A IR T | Ak AR
BEPURSE A T AR R T R E R ED, MAA
W5 3% B I PR AL DR T RO VE Al R D P s SRR R R 4
FifeL (PR b 40 A 7E 41 BRI T LARR (R 40 SR AR B A2
FEEY. AT I X8 PEHBY B S [ lfe R SR B0 A8 5 41 A 1
AR R AT B CTL A A M, 43 477 HF 28 R AV RS 47T
JERALEE R CTL SR 5 i ALT AUR S H B X R,
N AN PEHBY B YL I & R AE B PR R A4 R A% CTL R W
W5, PURRARF R CTLAE FF & RAETE F BB PR
B HLRENEEH, A ETUR R FECTLIE
RIS F AT R LA R L, T E R R E AT R TR
R S R 4 RS AR
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