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WE 4138 CHB B #3417 HBV XA, il 45+ CTL, HBV 42 CTL, Af | X#iA

T 4, HBV DNA, HBVM(HBsAg, #i-HBs, HBeAg, #i-HBe, #i-HBc). &5 8 7, C #EA & | B AR
Yo, EAERPE CTL((19.9146.01)%)% T B 3 H & & 3 #((16.1243.12)%), t=3.05, P<0.01, | HBV EHE
HBV DNA A -T((6.2540.81) log" # Jl/mL)# F B 3 [ A Kt 4e4((5.0240.61) log" # J/mL), ETBZE ;i;ii
t=6.03, P<0.01, HBeAg [k 46 7 (74.19%), #&F B HEBRERHG9 6], & 52%), £=7.09, | c11 HBY DNA
P<0.01, FABR AL ESE(ATL). fiF & E 4T & (TBIL)KF (48] H(507.15£312.17) TU/L #1| Brsh gk

(46.10+40.18) pmol/L)& T B Fk [ A R 32 2 (4 5 41 (290.05+215.12) TU/L #1(29.12+17.12)
pmol/L), t=3.76, 2.29, P<0.01, P<0.05. C Z& & & B 34 #) HBV 4§21 CTL((0.21£0.05)%), 1
T B FFH A R 4 ((0.39£0.12)%), t=5.61, P<0.01. 5 CHB %% B 2 FH A R4 &4 th, C £ H
AR Zu 3 1] HBV 45 0% CTL 81K, 5% HBV DNA K F & F B & H A R $e3, HBeAg [ 1%
FoET BAERELY, B, CHERRLHXWFHESEL BERARLEHE, 7o,
CHARARLHWFHGEMEL B XAHAREFE, THbE C ARARLENFRFTME
CTL th BEAHR R G & A K.

P2 2R fT 4 (chronic hepatitis B, CHB)&# T
HA I RFFAE 5 2T B G ¥ £ B JH % 995 B (hepatitis
B virus, HBV)J& KA ¢, & CHB ## UL B, C %
BRI K , —fIAh CHB C PR R s g #0055 25 5 1
B B IR e iR B A e D, # )
BURIAS B . B 98 18 0 55 WLAA B 52 1) e s o)
FES RSN M e D REA O, T H RS XS CHB A&
TANE HBV R B 1 Rs Sl o AR 5 1k 40 e )
REMIBFRIEANZ . X 138 4] CHB £3% HBV Fk K] 7 F
ATREIM, XoF C K& PR R g e 25 F1 B S R A sk Yo . [) gk

1T HBV 5k CTL. JE4FF 5V CTL 4540 Jfa % 5 D fie
HBV DNA 7K*F-. HBeAg BH:ZF0 2 RE4d 3 1 il idk
ATXTEE, 0 CHB 8 I EhRefi & JHBV F¢ 21 CTL
AR 5 PE CTL 5 HBV 2K &,

1 SRS

11 NS
JEWFSY 138 1) CHB 3%, 4 2006 4F 1 F~2008
7 AT EEEG X R, Sk 102 41(73.91%),
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by infection with genotypes B or C of hepatitis B virus. Sci China Ser C: Life Sci, 2009, 52: 719—723, doi: 10.1007/s11427-009-0098-0
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7 36 141(26.09%), “FHFER(35.9548.15)%, 2K
P45 e [E 2000 4R 2R PEAT R Bi6 7 %1° HBV DNA
BHAE, HF ) Re A RS /) i, BTy s HEBR
BLONRL, TR RBUF R R, L H 8
PEB S, O s, JCF R A s, R
BT (FR) A AN TP 3 5P B 24P B e P2 15 7).
R B4 30 1) A 4d FEmik il D3, B3 M 22 491(73.33%)),
L 8 (26.67%), VIR (35.18+£7.01) % .

1.2 5

(1) FFhfE.  JHHAL 7600 4 HBDAAL A BTAOR .

(2) HBVM F1 HBV DNA. HBVM Jf] 1235 f ]
SIS, BRI, HBV DNA H PCR V%,
R AT I

(3) HBV M. KA PCR TR AL M 4% 4L -
ELISA £ K, F:Ry#94% PE9600 Y, SE[H PE A 4
R WP RS NI 3 e VSN 28 T X7
B2 Wb s O Bt S AR ER: IERERT C XY
ANEEFIVE R PCR BIHIE IR AT HREL, 6 AN Jh PR Y
WHRIPSIER PCR B 5140 F0E A A REr, T fR]
— BN A P HIE Ry & R B R E . B EIREr S
pridAEYE, B B TREAR G 51975
514 W1 5'-CCCTTCTTCGTCTGCGGTTCC-3'
(1490~1510 nt); 5% W2: 5'-ACCAATTTATGCCTA
CAGCCTC-3" (1798~1777 nt), %4t Btk

(4) N B4l H R (HLA)A, 250 B %, I
100 L AT 224N PTRERT et Al T NS W0 Rt e A
53N HLA-AL-PE A [R]85 JE 10 pl, % il b 't 5y
A 30 min, Z8%5 i 4b #1592 40 e 12 (Beckman-
coulter 3XL)A M, X570 H 7% E Proimmune 2 .

(5) HBV 4553t CTL. % HLA-A, BHME& i
HBV FE5%E CTL £, a4 A 10 uL PE Axic i
Tetramer HBV Core fll CDg-FITC, CD3-PC5, HinA
100 pL FHFZBrst i, [m] i fig[e) Z0o0) f, TR ) 5 il
FEMFE 20 min, FILPEEG Eoian Moo, LUk
EL 4 B 32 T I T2 50000 4~ CDg 41 Y, RIS 114 CDg"
F1 Tetramer XX BH VL4 i A HF % CDg i, LA
T4 CDg 4l M (1) 5 4 ek, BT [ Beckman
coulter A #].

(6) T AMNERE. NK 40, dERr %k CTL. i
100 uL EDTA-K, FUHEEHTEA i in A A 0 F6)

53 N B B AR S5 AR 1 (CD4-FITC, CDS8-PE,
CD3-percp, CD3-FITC, CD16+CD56-PE, CD8-FITC,
CD28-PE) & [A] 45§ 8 10 pL, =IREEEHFH 15 min,
A IR OB R bR Wi RN € il

(7) Thy, Th,. JHEPUECHEE4 M 200 pL I
RPMI 1640 557535 200 uL &%), AR PMA 1
BTk, AT LIRS0 25 ng/mL AT 1 pg/mL,
[F B NN 289 B 1.7 pg/mL 140171 Monensin,
WO B N Monensin, JRAFE4IRAE 37°C, 5%CO,
RFEMTP R FE 4 hy, I 20 pL Pe5-CDs Al FITC-CDy
RPLTEIRE R, WRA, SEEEE 15 min, 25K
34, B 100 pL Gt A, #5580 G
WME[E S /1) A WO B OWIEAT B RS o, 0N I
IL-4-PE, IFN-y-PE Fl[r] 2%} B 1gG,-PE ¥ & 20 min,
PBS i, 7 Ly, & PBS B4 E i g0 %
R LA B A T H B ST R

13 Githaeabad

Jil SPSS12.0 #AFBEATSE o0 M, THECERT
Koo, v PR tR 5, P<0.05 7~ 22 5 Se it e .

2 &R

2.1 CHB 5% HBV ZEPI R 43 A 5

138 5l CHB i, B FEKAY 75 151(54.35%), C &
K17 62 111(44.93%), B, C A 1 411(0.72%).

2.2 HBV B, C B:FRGMERI 4ERRIR R

B LA 75 B rp, BPE 56 91(74.67%), &P 19
111(25.33%), C HERHAL 62 i, Y1k 46 $1(74.19%),
L 6 11(25.81%), #=0.0039, P>0.05, B ik [A 7Y ke
TP (34.1547.14) %, C JE DA Y Qe 3~ 1) 4 ke
(36.61+9.12) %, t=1.87, P>0.05, B, C &% 1
(0.72%), %,45 %.

2.3 HBV B, C #:HA 5 HBV #54k CTL fidkds
St CTL SR20 M S 156 R

HLA-A, FITE 69 9, C JENEKYHE 34 41,
HBV 45 51 CTL(0.2120.05)%, B & A B Jg 4L 2 35 43,
HBV $5 51 CTL(0.39+0.12)%, C PR gE YL 5L T
B R ME YL t=5.61, P<0.01(K 1). T 401V RE,
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#£1 CHB&E#H HBVB, CERAE HBV iR CTL KK
(X £SD, %)

251 1% HBV 5 CTL
B LAY 35 0.39+0.12
C LR 34 0.21+0.05
t{H 5.61
PA <0.01

Th,, Th,, JE45 5P CTL, NK 41f2: 138 fil CHB 3%
Lifd e Al b IR 2, B JERI RS S C A
TG LR W36 3.

2.4 HBV B, C REHEA5IyE HBV DNA KFEFf1
HBeAg % %

FER MK G HBV DNA 7K F-((6.25+0.81)
log'" ¥ D/mL) T B JE A AL L #7((5.02+0.61) log"

P4 l/mL), t=6.03, P<0.01, HBeAg FH % 46 1(74.19%),
F T B IR E (39 B, 7 52%), °=7.09, P<0.01.

25 HBVB,CHHNA SN RRGED

3 Wi

FH PCR AR 1% 12 7422 -ELISA £ K %t 138 5] CHB
BE AT HBV L6 73 B 25 L0 B, B JEKZY 75 431
(54.35%), C J=N7Y 62 11(44.93%), B, CIRAT 1 4
(0 72%), XWIFRECE X CHB & 3 LL B

KRR %, Loy CZERAL, AN B, CHAAL B
ﬁtlﬂ‘%m%ﬂl C FEDRIBUE G Z PG e
L 22 e AN {235 (P>0.05).

—OANN S B BRI ARG AR L, C R ALK
#, I3 HBV DNA 7K F#, HBeAg kB,
PR TG Bh B i i ) Aot 5 2 80, ¢ %6

R 2 CHB HB& 5 FEXT I A R4 7 1 40 M S BE AR X 46 A LE B (X £SD, %)

# B CD;” CD," CDg" CD,"/CDg* CTL Th, Th, NK 412
CHB % 138 68.16£7.21  33.14+7.12 28.55+6.15  1.22+0.41  18.82+5.11  29.88+9.12  3.17+0.81  11.71£5.12
fi xS e 30 68.83+5.51  37.21£6.09 25.13+4.78  1.54£0.43  15.83+4.99  32.75+7.89  2.57+0.51  15.04+4.17

t{l 0.12 2.67 2.59 3.49 224 1.34 3.59 2.98

p fH >0.05 <0.01 <0.05 <0.01 <0.05 >0.05 <0.01 <0.01

# 3 CHB B3 HBV B, C [ B ARHE 5 M 40 B 6o B AH S FR AT ELER (X £SD, %)
41 11145 CD;" CD," CDg" CD,"/CDg" CTL Th, Th, NK 4t Jfd
B LKA 75 65.5146.31  32.134#8.2  26.61£7.01 1274041  16.12+3.12 27.92+12.17 3.21+0.81 11.81+4.18
C AR 62 7231£7.11  34.14+6.10 30.72£551  1.18+0.31  19.91£6.01  31.29+9.16  3.14+0.68  11.68+7.01
il 478 1.73 3.12 1.28 3.05 1.63 1.34 0.12
P{H <0.01 >0.05 <0.01 >0.05 <0.01 >0.05 >0.05 >0.05
&4 CHB E# HBV B, C X B IIAEH LLE (X £SD)
2 53 (IR ALT(IU/L) TBIL(umol/L) ALB(g/L)
B JL[A Y 75 290.05+215.12 29.12+17.12 42.10£2.17
C LA 62 507.15+312.17 46.10+40.18 41.91+3.1
t1H 3.76 2.29 0.55
P 1A <0.01 <0.05 >0.05
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PIAE e, HBV DNA /K ((6.25+0.81) log' #5 1/
mL)fE T B HE PR YL ((5.02£0.61) log'® % J1/mL),
t=6.03, P<0.01, HBeAg 11 46 141(74.19%), =i T B %k
IR R YL 2 (39 ], 15 52%), x*=7.09, P<0.01, ALT Al
TBIL(4> 5 4 (507.15+312.17) TU/L #1(46.10+40.18)
pmol/L) i T~ B HE A Y B 4L 25 (43 1) 41(290.05+215.12)
TU/L F1(29.12+17.12) pumol/L), t=3.76, 2.29, P<0.01,
P<0.05. AN[F] HBV JEPE AL A A4 25 H ILX G Hl it
ANEHE, BT SARE HBV JEK T 2 [0 (1) G Th g 2
A2 Xk, ANSZEG 138 45 CHB &3, CD," ((33.14+
7.12)%) i T4 e X 1 41 ((37.21£6.09)%), t=2.67, P<
0.01, 1fj CDg ((28.55+6.15)%) i T-fidt HEXT A ((25.13+
4.78)%), t=2.59, P<0.05, CD,"/CDs HAH ((1.22+0.41)%)
G T FE 6 IR 2H ((1.5440.43)%), t= 3.49, P<0.01. 5
SCHRARIE AT, Thy 5 i BEx) 4 L A 0 (8 % vk 2
5 (P>0.05), Thy((3.17+0.81)%) T FEXT I 41((2.57+
0.51)%), t=3.59, P<0.01, NK 4l Jf2((11.71+£5.12)%){& T
et BT FRZH.((15.04+4.17)%), t= 2.98, P<0.01, -4 54k
CTL((18.82+5.11)%) f T4t R XJ [ 2H ((15.83+4.99)%),
t=2.24, P<0.05, UiH] CHB #4776 i DI RE I 3K L.

X B OJERI ARG E R C LAY 2 A )
HBV ff 1% CTL F & s Dhfg b kI, 5 B %
DRI R R e 37 LA, C SE R e CD5'((72.31 7.11)
%) T B BE A B R YL H ((65.51+£6.31)%), t=4.78, P<
0.01, CD,", Thy, Th,, NK 41 ffi G &2 2 1 7% 5 (P> 0.05),
CDg ((30.72+5.51)%) =+ B 3 K 1 Jak 4L 24 ((26.61%
7.01)%), t=3.12, P<0.01, 45 7P CTL ((19.91+

6.01)%) =1 B JE ARG ((16.1243.12) %), t=3.05,
P<0.01. HLA-A2 BH{E 69 11(50%), 5 SCHR™HR1E 2541,
Horp € JEP IR G 34 5], HBV itk CTL(0.21+
0.05)%, B JERAYEYE 35 6, HBV $FRtE CTL
(0.39+0.12)%, HBV %71 CTL, C JE R RE G5 T
B JE R B3, t=5.61, P<0.01.

HOAT b — Bl ok, 2R 98 0 R Wi HL R 3=
BURHUATERR HBV 15| A 440 i b0 5 0 B 0icAz, A
ZEHN R BN PLATE B HBV (140 S B LI T 5
R e e AR SRR X, T BL AR B P AR
(A S P 00 L 2 I 25 T B T R AL AR N s 1 1)
NP PR BRI CTL W5 Bk HBV E 22
SUBNIEY e e sy ) (=3 el B | B3 0B e S Eol M 1]
A MR R e T bk A i U 05 Br T R 4
(R0 25, TN FE 40 A 5 JF o8 0. S Bt g R W,
TEAF ek T 40 M3 B 22 1R I R, RV B 42 v g
Py v 25 o TR UL T AR S A A 3
HBV FI/E AN 9, 7Ei R HBV [ FE i ay 5|
4B 051, AR, 5 CHB B SE IR &k
TAHLLER, C FERI UL 1F) HBV 5 CTL 81K,
F3 HBV DNA 7KF-f5 T B ALK BUK 443, HBeAg
PR ST B HERAE G E, ik, C HE R &g
JFDhRedi L B FED A B e 3 i, C R R A L3 T
iRe4i b B R R R e 5 L, n] Rl C SE DR UK
Yo B A4S Tk CTL L B 3L & e 5 5%, CHB
B, C FE DS Y e Gt 2 [ FRIRE S P - SRR e 4 i 4 92
(122 m A X, i — 2.
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