. 720 -

BB E S5 K 2013 4 3 A% 10 5% 6 1

Lab Med Clin,March 2013, Vol. 10, No. 6

[15] Wang Y. Wnt/Planar cell polarity signaling:a new para-
digm for cancer therapy[J]. Mol Cancer Ther, 2009, 8
(8):2103-2109.

[16] Pereira C, Schaer DJ, Bachli EB, et al. Wnt5A/CaMKII
signaling contributes to the inflammatory response of
macrophages and is a target for the anti-inflammatory ac-
tion of activated protein C and interleukin-10[J]. Arterio-
scler Thromb Vasc Biol,2008,28(3) :504-510.

[17] Cheng CW, Yeh JC,Fan TP, et al. Wnt5a-mediated non-
canonical Wnt signaling regulates human endothelial cell
proliferation and migration [ ]J]. Biochem Biophys Res
Commun,2008,365(2) :285-290.

[18] Kirikoshi H,Sekihara H,Katoh M. Expression profiles of
10 members of Frizzled gene family in human gastric
cancer[ J . Int ] Oncol,2001,19(4):767-771.

[19] Merle P, Kim M, Herrmann M, et al. Oncogenic role of
the frizzled-7/B-catenin pathway in hepatocellular carcino-
ma[ J]. ] Hepatol,2005,43(5) ;854-862.

[20] Merle P,de la Monte S,Kim M, et al. Functional conse-
quences of frizzled-7 receptor overexpression in human
hepatocellular carcinomal J]. Gastroenterology, 2004 ,127
(4):1110-1122.

[21] Ueno K, Hiura M,Suehiro Y,et al. Frizzled-7 as a poten-

tial therapeutic target in colorectal cancer[ J]. Neoplasia,

2008,10(7) :697-705.

[22] King TD,Zhang W,Suto M]J,et al. Frizzled-7 as an emer-
ging target for cancer therapy[J]. Cell Signal, 2012, 24
(4) .846-851.

[23] Wang HQ,Xu ML, Ma J, et al. Frizzled-8 as a putative
therapeutic target in human lung cancer[ J]. Blochem Bio-
phys Res Commun,2012,417(1) ;62-66.

[247] Shao J,Jung C,Liu C,et al. Prostaglandin E2 Stimulates
the beta-catenin/T cell factor-dependent transcription in
colon cancer [J]. J Biol Chem, 2005, 280 (28): 26565-
26572.

[25] Firestein R,Bass AJ,Kim SY,et al. CDKS is a colorectal
cancer oncogene that regulates beta-catenin activity[]].
Nature,2008,455(7212) :547-551.

[26] Chen B,Dodge ME, Tang W,et al. Small molecule-media-
ted disruption of Wnt-dependent signaling in tissue regen-
eration and cancer[ J]. Nat Chem Biol, 2009,5 (2): 100-
107.

[27] Klaus A, Birchmeier W. Wnt signaling and its impact on
development and cancer[J]. Nat Rev Cancer,2008,8(5):
387-398.

U B 1 .2012-08-26 & [u] H . 2012-12-26)

CEMRFEERENEENE R EZEEHRNH

B OE' R EEMEFRAN O ERALS —ARERABA  610200;

2. W BEAREREBE, A 610072)

[X#iALl ZAKKX; RAREE; AY
DOI; 10. 3969/j. issn. 1672-9455. 2013, 06. 042

I O R (PR R R A 3 U Y 25K L WHO IR TR
5E S R AT — R AT S WA S5 1 Y R T S I R SO AE L X
BE T A AT U X 4 BR 2% S 4 B S RO T R B B T . X
SESCE B R AL B R Bl . LB R (R FR &) S 93¢
TR Y 32 B H YR TR E £ B A A (HBV) SR I H ™
TN AAE - LA A A T 40 M . BE XS P A LS HBV
TR B R S B HE b o IO A b S % T R R S g Sl A L
FROT . B A B B L 2R il AR B G 5 B el 2 T P L B

HBV g b &35 7 W KAEH
1 3 =

L1 PR SEN  HBV J& —FhoBUE 1 A0 IR s 25 JL 3
4l B A 3 200 A0 Ak X, & © A1 A DNA J5 3 of ae /D Y
HBV 75 A FH A 5 2 R A 28 3 4 19 T 40 M o &2 1) L 76 T
G FY P ARRA K . R R )R (HBsAg) & —F
WA LMREO ECRERA T RER UEHRZ R 22
nm (1 BRCR A EDRBURL7E L H 35 . HBsAg & H — i
HRIRAL B P E R a, 5 53 AP A~ HBsAg $U R E K d/y
Fow/r 268K HBV 43 5 4 A~ A, Bl adw, adr,ayw Fil ayr,
% TR TE B TP B SR TR R ) R A 137 ~ 147 A SR X i
B T RE R BORE TR a A BE WIS Ay O 2k 1 BT 400 L R
RE B 1 7™ A M A i )

XHEIREL A XEHS:1672-9455(2013)06-0720-03

TG R I P T R T Ok 1 3 5 T ) S wE AR
A RE B ) Tk 2 28 AR A A A (HOR AR I R B R FE M R
TR I HLAb R REE 5 H7E 20 24l B 5 TET 9 2 L. HBV gk e
PR SR A A % 10 A2 A S AL 22k 20T Gl B A PR L 18k 2
JE EREAL AN A0 Mg . A At L A 10 & i
R 10 % AR I LB (1~5 ) YL 30 N I RILE G 2 L
SR R RT AL Hoh 0. 1% ~0. 6 % Iy 2 v IT 58 R B 9 B R
PEIF 4. R PERT IR TER 210 70% . 18 1k 2 PR i1y 3ot
RS AR T, R 90 %6 i R AR T e 30 %6 A IR I L B
DA K 6% A K LT IR YL BE 5 K R gk 2 FTT . BB
PeZ A IAER 18 M HBY B py g B2 ALY . 18 M HBV
R F R 15 % ~25 % M N A e B HBV A 56 i 58 1k 5 fF 40
JgE 5 80T RAE T MR

I R i1 B AT RE NS £ FF 5 5 Ath s 5 IR0 3 i 1 JFE 2l
ARy NS = 2 Wi IR 2L, MM TS M EF . 29 HBV
JERYL Y 45 52 B HBsAg FlHii-HBe 19 IgM i #& ($t-HB-
clgMD . 72975 B 1o B 52 i R e ) 1, 2 FF SR I LT e B
(HBeA) Ly FHME . JUJA JG Hi-HBs 3. 48 J5 7 Bk HBsAg,
18 PR Y 9 R AE & HBsAg #5426 4~ F DL 1) 7776 (0] #8 7] i
H 3 HBeAg, th il fE R BT H B . X —HFAE S H )G & & 18
PERT G AT 19 AL (5 5. A7 7E HBeAg R Z AR



BB EF LK 201363 A% 10586 M

Lab Med Clin,March 2013, Vol. 10, No. 6 « 721 -

B R, AR, 2 102018 Mk Bl 5% 16 HBeAg B4,
I T Hi-HBe, R HIJR # A TR W By B, LA
196 W48 VR 6 & 43697 i %%y HBsAg B, T % 58—
FRBAZ R 25 L 4 K 01 106 A5 3R 97 T BB & 400 ~ 506 Y 18 &
HBV Y% 5 35 BR A 0 19 & 6 5 . X T0RYT IR & R
PRI ROR RN F AT RE VS F A HBY & R bR A R .
Bi-HBs 15 Ry G5 S W b 3k 38 5 &7 i 80 i 40-HBs i
BRE N (HBIG) AT H T #sh s &% 5 OB A A,
SR X 85 22 42 2o 9% 1 10 B R AT O F 9 2 B, R e o 4
A G BUAROKF B AR ok B B IR M {0 Y B 5% T L 4R

BN ORI L A HE XS R Rt R T T 9842 R
W o 2% I JH A OR3P 4R AR T T 20 i ic A2

e PR 5 9 1143 71 T M R B W R 12 15 B 0 4% o 2 2 1 1Y
YU G B8 SN O o R A IR BT R A 1 BT B R 1 e 2 T
ZAETEHT A )L HBV Fe 8tk 5 Tl & |2 A/E M R, 6 T 78
JLE RS 18 M HBV B A G 28 DL AR 528
1.2 ATAMB HBV ERYH M T askagm. Haifhit
SERAT 20400 B AP BB, KPR 3.6 LA RH1g
PR R RLAT K E R I A T I Ak N 40 3 1 S
G AR X e R AR A A i R R 50 T ~T70 1A
BT,

NZE HBV (ME—15 . 5 B & B % et i a2
8 S g LY 1Y 2 R R 280 A sl At A VR o Y AN I YR T
4% 0 H 0 IR B A 5 A R L Z L 3 A e
S5 B L R 4 A A YRR T 208 75 dL B T RE AN 30~
180 d A&, YL 30~60 d J5 . M o Al LRI i HBV, H 4+
SLOF RN SR . 76 S BE AT M b X (HBsAg B R AR T
89%6) , 18 P YL Y HL 1 AT BE G 3k 20 %607,

MR I 375 = b o L B HBV 347 89 b XA 45 AR Y A9 3800 hir
YOI AR AR M P 5] T S R S RO S L T
b 735 L P S R0 LV A — et X, A P R R P R I AR RK
AN K LM 2 0 B TR DL R R 2 B b R 3R K R b AT
(HBsAg FHYEZRAE 2% ~8%) . il £ 3 K F L 7 v 2% L RK
VUK AL 25, 18 Pk HBV & 3 R 5k (HBsAg [ #: L T
290, e B AT X R, HBV 535 i 19 45 58 7 1 12 0 A
Wt B RAL R A LBUE BLE R &R . £ HBV LR
A i DX P A 0 AN RS e A Sk AR ) A T A W b R Y
TR e FE R, SR, 5 AR A% 496 AH O i 58 T2 2 R ZE IR
WATHIX . k3] 15% .

2 BIEMRENE

2.1 RE KRG RGEEBEPEERRERT B 5E
RO Bh 3R A P G g RO B DB AE T . R R R R
ARG 2 0 28 RN AN F IFN-o/B MR RIK AR
2000 355 Ak S 3 gk AR 4 R4 T R B S S R () SRk e 40 i 3
MHC- T 24 F IR 28 . g 350k e /Dy BRURE R I0F 5 il 4 1R 7
A ) 3 A 2 5 B S R AR e i R s B X, T
HBV YL J5 197 3 2% 55 G g8 2 45 20 ) 58 2 [R]— B A 8% % o
BEJF 4~7 A HBV A 8 273 40 58 1 3 3R 20 20 v A 46
#| HBV-DNA #1 HBV $itJii. HBV #4515 8l /1 2= F# Ak 19 0 5% —
BT ZRES BB EGE A B W5 AT s RN,
TERE W) 529 2R W - 9 B A 3 (CHCV) 78 JR e )5 g 0L i 1
B0 HBY 22 8] B YL 5 4~ 5 & A i A H 80 8 B B
HBV 7 1 4) 56 455 W1 91 A BB 2 LR R e Rt 5k
BPE s REAE TS, HBV G 20352 IFN-o/p FR ., &

P T 300 TP S 6 MO B2 - BV W BB — £ 51 46 k5 g
ok 4k 3i L 31 BT G g N AE B EE AN A R B 0 R RS 2
it HBV R385 ok S2 B, G S8 S 06 3% 0 . (1) S8 0 R R 3t
HBV J5 B30 AT RAE R, te N B — 28, (2) DA 0 B e
HCV 6846 0 81 IFN- T 5976 16, 48000, 3h 9 i g HBV [y .
BIHR AR S IFN-T (975 4k, X fp 22 5 3k — 2 3 W] HBV fig
i R AR A R BT A . (3D 78 AR 1 1 2R s P L AR e 2 )
Mrox s B, O fE HBV R R A .= H
S5 AR At B L I PR R HBV SR 58 % e S A
TG PR AE R Z 5 A & B e B, X — AR R TGS 10 ~
12 4,
2.2 HBV @BERZRIE S HBV gk B HL A 55 5 24 R
A g NK R NK-T 4H 8 58 5% » B4R 38 WA H B2 UE 48 22 1A
NK I NK-T 4t i /£ HBV Jg& s KL 47 & 5 1 . (R 2 49 55 30 4
o 5 X FhHEI AR A, B IFN- T %080 KB S ke HBV 3%
B TR A AR — BT R R I G A R AE e T AR
S 3R AT VP 2 I 2 SRR D R L A D) 3
N/ -2 P
2.3 FRATPEGRE N A A IRAB M S N B — A A
B0 200 i X 4 B o 7E HBY Jk e 4 28 07 25 5 i v, BT A 1A K
I ER P B IR M., CDAT T 4 M FE o i B vk T 41,
PR KR AN T AR A CDST T 41 i A LA &% B 41
ff 7= AR AR . CD8Y T 41 RE W% 5 521 bk HBV g 1 JiF 5K
A 5 AT e ARG BIL AR 298 345 1L 97 1 5 B 28 0 PO AR U 8 R R
U7 B 5 T UL L T P R e . HIBV 48 R e 50 8 R
B ARAS kG 2 7 e AN AR MR F R AR S T
AT i 0 225 Sl A JL T A IS B TG PR ST 0 AR A I Y R A
F) £ & HBV $5: CD4 " T F1 CDS ' T 41 g . o485 Bl 4 40 i 5
200 T e O Y 2T ) R TR R e T

TR Y I G 2 I 25 o 9 R T B & G L (A% T HBV Rk
e 0y s i AR VR S 88 IR) R 403 Y 0 AR A5 S I A
AT G 35 5 A AR G 55 AR T B B A SR A R R s 1 ML £
7 R AT AT — A8 2 S WIS T RE S e 3] 55 — 343 19 AL
N REST .
2.4 JFREIREE 75 HBV A8 8 10 % 3 it 37 o I E 4 35
SERFAE AR B SR . 3h R Y B0 R - CDS T T 41 i 11y
AL I N R B T T Rl R B A R AR R 2
AT AR ARG . FE /N BRUS 30 F L i CDS™ T 41 Ay JHF Mk 400 i
A SRR 2 S5 CD8™ T 33 M b 1 W 1% . 52 3 b iF
SET CD8™ T 3% Ak 41 i iy P 7= th 1 56 & A A2 FAE . A E 40 g
/K235 MHC- T 254, A8 b B il 25 B R 36, 7% 22 100 f%
BB SRR B A RE ST AR IR 4 H R b CDS T T 41 i, 33 6 Bk
& AT AR TR e AT 0 40 L RS K 2R 5k CD8™ T 41 i
TR L Y05 T A ) R VR0 I L LBV OBt AT B gk gk 4 i R
WA A T A0 X 40 BT A 5 0 A A 2 AR fHR
Xof 2L 2/ URL B A T 0 A 13 A FE AT 32 5] B JF DR 19 3 2
PERTBE T 8 HBV #5853 T 4000 07 25 0k 55 - LA & 38 i HBV $%
SEAPAE I 1] RE
3 ZHEBSREEM

A R 2 JFRE B B VR R A AR . K R E
FE R SR A S S AR A B O i 25 5 AR e
AL B0 T 2~8 CARA7 Fl3z B FLaBE o0 R 45 . 75 I 0 J50KE A
AR R B ok . WERRRE T I AT AE 45 C R AR 1 A ER 37
CRAFHC Y A A B 28 G G 88 D R N SR . 7 R & BFF



. 729 . BBEEFSIHEKR 201343 AF10%5% 6 M

Lab Med Clin,March 2013, Vol. 10, No. 6

928 T T LA B4 T L TR A SO B PR AR 2 T .

0L 95828 1 J2 3 5 4 448 M HBV B % I % 1) HBsAg Tii
W, RO F 1982 45 L1li, & Haifb)a . M %
ARG ORI i — R A IG5 R A R, R R A B R
SR E AR AE A X T 22 0 N A B SR A SR Bl
JE

AL L P RE T 2 ol 7E e B i 2L s ) 4 b & B HB-
sAg £, X B 41 £ 3 5 ki 4 AT HBsAg J& R (5 HB-
sAg/preHBsAg SEHD , #Ib e KA T A K, FRiEW
HBsAg B 3 00 A H A % 0 S v 7T 28 88 B i S R vk 1y
a BUIRE I BRAVBORL 41 FORL 5 K AR UKL AL 7E HBsAg B 1k
FREE LA PR, 38 2 1R A 2 Ak 25 B M 1 3= 40 i A 4
Hr Al RS AR e R CRE BRI B LT I A G R . BT
AP LARRE L Re % 75 S AR v S 9 5 N R & b i HB-
sAg AR Y WAR (AR WM 2. 5~40 pg) . H Ik, &
A LA pg/mL FoR T AN 0 B BRARE . BUA 0 BT A
BN AL T At g 1 IS A A AR B AT HBY S
PERE R AR M A9 2 P9 v . AT . 8 AR S HE 5 A BT I
A 95 1 T A B P 2 R R
4 WHOZERERHEFEMRMEIE

RV B i L S g 4 RO B H AT 1k HT-HBV A 25 0%
1) S5 A5 00 T 837 - B S T 1) 2 S T e T o g 4 3 Tk
AT HL X HBV A 56 (912 1t £ B L 568 16 R0 I 40 0 g . 356 i 4
ESE R LT TR JLE A T R 3, BOA AR T 5
Gy BT R 4

HAl. B 160 24 E KM IR WHO [ 83, % 2 I
WAEFILET R G . ST ILAE O T 78 & 2 v = &K
M WA SR [ {8 H R i 2 HBY B AT X 00 #7248 45 o i
Gy o Bk CIFARTAT B 5K Z A0 R FUAE HE P £ JH 95 5 0 AR -3%
£ LU O AN 25 B SE L AR T BT P ) T A TR AS TR A Y 48 T 2
T 25 R A FTARIR . £ BT 0 H2 R0 B ) 2 2 0 R0 1
A H I A BB B F R S i Oy O LR 4% L RN T A
AN IS B0 U R B B ] 3 1Y 5 4 AR 4 X4 Y A TR
-2 PR AR I S e LR . TR (B A2 8 HBY R e 11 [ 5% 5K W
IV 1% P B A B A U1 R BT 3 2 FF 995 45 A 56 2 9 1 33X 2S5 0
JIT ok 0BG A DA R 7 A B A ER 1 B S PR T I AT AT M

FEPI AT (HBsAg FH M EAMKF 820 i B & . HBV
2 R AL % S R AR L (5 5 LU Z ML 4
FEIZIRATIR A AE LR o M7 1) 32 i of (1) 22 4 566t A I 109 1 T 4
v, AP BH IR 90% P B9 HBsAg FHYEEESE HBV L4551
P I A A R R R (24 h DL,

1€ HBV i F (HBsAg FH ¥ 4 2% ~8%) s ik BF (HB-
sAg FIMERR/NTF 220 AT 5K, 1 B 0 % e e 3L E
BFp OFRE T . RO RIEEAE R LR, g A 2 — 840 1
Y RSB I L 2 A A HBV (G4E v g . B4k HBV AL
1% 1 b DX AT e PR X 22 1A BEAT HBsAg i 6 il H 4 HBsAg BH
B BT A LA R T L33 R A % s T R 100 B8 4 RO
PR A7 1o % % JRUISS: 114 4 2 PTG 2 8 2o 75 T 99 WG DR ARG 2

KREHCHEH T N T BB AR HBY YD F 3w
NP R — 2 3 e BT, iR AR A
PR 55 2 FIGE 3 AT R HE R, T Ay B 55 1 ANES 3 4
DTP i [0 4 A0 =0 4 F e 2% . AR B Bl 4 A 1
Bt DUG HEe Rl 3 8, B Bl Rz B (FE 5 5 oAl EPT 32 — e 42
P, ZBFRIRE S L (R 3 B Gy BT AE DL AR 4R A

B S DA A I O T B RS AL

E A TE TLAE GRAEEALAL AR A S LR FD TR 2 LA
A R0 (EL G0 SRR T AR A 2 AT 8 T T S A e o O
TRAEZR T AR S L Ry . A S i e 2L AL 3
FA B i RO W 4R L RO 7 R A AR LS DA PR Rl A
SR ATIATAE IS 25 10 TR . R 22 001 D 2 5 i 5 i i 7
JE B EE AR T I st 2D SN B BE BT . — SRR R L TR
95 1 SR HR AT ML o R A AR AR L 3 2 R A RN 4 IR
TRIAC B3 % 43 B 0 B4 W PR S8 38 E B Th 0 3 2R T B N3
B T Sk 9 Bk 0 7 4

R T NS W N CH AR RN HE AT e S e LI oK
HBV e iy I AT 24 25 20K F 0 HOR e HBV AR Y &
P8 5 114 RS T B I L A R B RAT  E R KRLREIY
BLLE BRI > T HBY (e 54k 78 X R 1 1
T o R e L RSN B4 0 5 S A5 AR TR X 5 s i DR A AT
R ZRE B . TE O A B BRI AT Y [ 5K 5 1
FH YA BER 43Rk B T HBV A SC B9 At s . o R £
R JUZE F A4 LA RO L TR LA 46 D H AR T
BRI R G R SR AT LA O L R S B Bk FE . AL AT AR
JI A TN 58 e BE X R R AL AR B A HBV e XURS 2, 4 4% fih
L 92 0 i ]t P9 T A PR TR L A AR L MK P RO B AR
NS AR HBV R 1Y 58 RE A5 AR AR RE L DL K
BAZA MRS . R 2L G2 v R A % 2 18 RE TS 2 o
SEARAIE B 2% AT 0 St

S ik

[1] Ganem D, Prince AM. Hepatitis Bvirus infection-natural
history andclinical consequences [J]. N Eng ] Med,2004,
350(11):1118-1123.

[2] Mizukoshi E, Sidney J. Livingston B, et al. Cellular im-
mune responsesto the hepatitis B virus polymerase[ J]. J
Immunol.2004,173(9) :5863-5867.

[3] Fonseca JC. Natural history of chronic hepatitis B[ J]. Rev
Soc BrasMed Trop,2007,40(6) :672-678.

[4] McMahon BJ. Natural history of chronic hepatitis B-clini-
cal implications[ J |. Medscape J Med,2008,10(4):91-98.

[5] Vierling JM. The immunology of hepatitis B [J]. Clin Liv-
er Dis,2007,11(4) .727-731.

[6] Moretta L,Bottino C,Pende D,et al. Human natural killer
cells; molecularmechanisms controlling NK cell activation
and tumor cell lysis[ J]. Immunol Lett, 2005, 100(1):7-
13.

[7] You J,Sriplung H,Geater A,et al. Effect of viral load on
T-lymphocyte failure in patients with chronic hepatitis B
[J]. World J Gastroenterol,2008,14(7):1112-1129.

[8] Urbani S,Boni C, Amadei B, et al. Acute phase HBV-spe-
cific T cellresponses associated with HBV persistence af-
ter HBV/HCV coinfection[]J]. Hepatology,2005,41(4) ;
826-831.

[9] Wieland S, Thimme R, Purcell RH,et al. Genomic analy-
sis of the host response to hepatitis B virus infection [J].
Proc Natl Acad Sci U S A,2004,101(17) :6669-6674.

[10] Chang JJ, Wightman F, Bartholomeusz A, et al. Reduced
hepatitis Bvirus(HBV)-specific CD4" T-CF 545 747 T1)



BB EF LK 201363 A% 10586 M

Lab Med Clin,March 2013, Vol. 10, No. 6 o 747

BRAT 3 Wk, = M R I W58 & B S R L —48 3 000
r/min B0 5 min, Ml 5E NSE 25858 A 4106 H W H 500 pl
MR AR 4 h #0 NSE 45 848 BA KA Fink
ARSE AR BEE P = IR ACE 4 h B E H NSE 45 _1ER C
H K A BT 2 ) E IR E 2 h 714 h 3 000 r/min .0
5 min. & 2 h B.OMER NSE Z5R/E D D48 E 4 h B0
T2 11 NSE 8554468 E 4.
1.4 %iit2J5e: J] SPSSIL. 0 for windows %8 314 4 #£ 47
Gl I RBUE A s FoR AL A K286, L P<C0. 05
hERAGI L.
2 4 3

A 41 NSE % (6. 594 1. 78)ng/mL, B 41} (6. 63+ 1. 82)
ng/mlL,C 4 K (7.46+1.94)ng/mL,.D 4} (6. 60+ 1. 80)ng/
mL,E 21} (8.35+2.05)ng/mL, A 45 B4 A D4 NSE
K¥ZERILH 5 X (P>0.05).C 4 E 48 NSE Kk F
RS T AH.2FHAH SR (P<0.05),
3 i it

NSE {5 2y /I 240 it Jiti 98 0 [ 968 b 75 0 45 30 17 80K bR 22 114
F o TR B A S i 28 15 200 0 988 % 5 0 5 i 2 O G 8 e ok R 1)
o6 F B HAE g i 2 ST A5 A ) O N R S AR AR S T A b
RGP S R HOR £ 102 LY, BT L NSE il &
4 R B P T I AR A DG L A 0 T A e A 6 5 S Y o R PR BR
05 W R R B S A AN L AR AR B B 5 AR R AT 2
PR PR 2. IR B A 1) 1E B SR B R AR AR 250 43 B ALY 1Y e T
AR, BUTER MR R 25 RS A S s R B
43 B I X G 56 2 SR A R Tk ST B 5T R B A
Fr FLAS R AR 328 R G A R o R o A B R 2 T AT 4R A ik
245 b P T M 5 0 £0 AN M A7 B B AR TR AR B B IR L. A
SRV AT S g T A i 0 0 A 1 E S 3 R AT S0 B A
AT 2 h A B R AR K S5 R Z 52 m 4 h T4 B A
A G5 75 AR s A SRR AR AR £, 4 h N ARSI S oE A
NSE 35t H 14 45 0 75 2 7 187 » 555 DA AR B84 o 48 i % IR s i 7
IMEEAR e XSS R AN Z 52 . A8 H R AR R R R B B
FRA N NSE fa il 45 543 18 i 155 88 i1 1F & 30 L B O s 3 &
HOHE T R PERT A R A AR A G T A B A I AL L B

EARA LSRG FE B0 20 2 LT - IR 8] 3 LE I L 5 o A
g5

£ L  NSE (19 K6 00 4 5y 3 B2 08 B bR AR 0 i (]
RO o Jii G )T (60 ) | A A 8 A % R IR A
A ARASSRAR 5 R A P O o e AR A A D R A
LA 0 B4 o A BE AR BEAE T 20 8 o L A L X R A RE R
AG 0 285 SR 1 A 1

& ik

(1] BFE.AF R JAIE. bR A8 E i ST g NSE il
SE M RZ M L) ], HE 2 R 2 4« BR 22 BL 24 IR, 2010,8(3) 1 69-
74,

(2] Xhp, A4tk i a2 4k, 5. I () S 3% i X 4 I A AR o
NSE 72 9 52 mi [ ], & 5 B2 % 5 16 JR, 2009, 6 (20) .
1735-1736.

[3] AL&r., B0, 2010, 5. BRA Kl CEANSE i CY-
FRA21-1 7212 W ob (9 A ([ ). 0 B A 06 s 2 2
2010,31(5) :447-448.

(4] 207 B, TR, 2k I At 58 35 1L 35 4 28 0 i 5 1 s 2
PRI 2 25 28 b B e PR A C LT . [ B 4G 36 15 2% 44 7
2009,30(9):928-929.

(5] kfife. 028 4 58 R 85 B AL 45 SRy m [0, AR I
B .2010,10(4) :76-77.

(6] HBRA AW, TR % B2 0L 5 R M 45 i) vk 8 146
W m e ] EIE 55, 2011,24 (1) . 23-
24,

[7] ok, 35 ABOME B4R 5 55 I3 (B 30O 43 89 18R I
S B Al RO PR R R D). 6 B A 96 B 2 24 3L 2007,
28(29):864, $f 3-%t 4.

[8] WA, SAZ& A, LA, 5. F I3 1 41 38 3 PF 45 B R
M L EA R L] J6 5T 4 s 2% T, 2007, 26 (4) .
428-430,435.

Clicfs B #1:2012-08-21 &[] A #1.2012-10-27)

RS 722 50
cell responses in human immunodeficiencyvirus type 1-
HBV-coinfected individuals receiving HBV-activeantiret-
roviral therapy[J].J Virol,2005,79(5) :3038-3042.

[11] Lopes AR,Kellam P,Das A, et al. Bin-mediated deletion
of antigenspecificCD8 T cells in patients unable to control
HBYV infection[J]. J Clin Invest,2008,18(5):1835-1839.

[12] Bocharov G, Ludewig B, Bertoletti A, et al. Underwhelming
the immuneresponse: effect of slow virus growth on CD8" T-
lymphocyte responses| J 1. J Virol,2004,78(5) :2247-2253.

[13] Zhang Y,Li S, Shan M, et al. Hepatitis Bvirus core antigen
epitopespressented by HILLA-A2 single-chain trimers induce
functional epitope-specific CD8" T-cell responses in HLA-
A2.1/Kb transgenicmice [ J]. Immunology, 2007, 121 (1)

105-110.

[14] Chen M, Sallberg M, Hughes J, et al. Immune tolerance
split betweenhepatitis B virus precore and core proteins
[J].]J Virol,2005,79(5) :3016-3100.

[15] Hhma#i . 24K, QAT RAEMLT]. b R 52 . 2005,
11(3):207.

[16] #evk, 50 A 4. 450 HIV R B 3 Fh G R8N 22 10 8 7
LI PR A il 2 2% 35, 2006, 29.(3) : 116.

C17] frfdid . £ 55 22, PRy AR LT ] R EG & L
b BE 2 24 75,2006 .23(2) : 226-227.

[18] EHM . A0, L AT REH ARk K I R [T ], BB 7L
B Zj Rl 2£,2004,27(4) 63,

ISR H O :2012-08-14 &[] H 1 :2013-01-16)





