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BH: BR FpE B A R AR AL A B NSS5ATP2
(615 A XBELRAEF AL DNAHRIE, L%
NSSATP2 B A #EA X AR, THZARN TR AT

J535: 932 NSS5ATP2 & ik B % pcDNA3.1(—)NSSATP2—TP2
R HepG2 2, AR pcDNA3.1(-) 34 HepG2
A0 Ay 2T PR AR LA L St AR mRINA, B4t 54 cDNA.
¥ % % RT-PCR 27& %4 NSSATP2 ¥4 K- FH R 5
FaF 2. cDNA % Rsal #5915, ¥ £ 4 cDNA 4 &5
2, HAE A RRE A kA, BERE cDNA
H7 P R I SRR R E B R R (PCRY, ¥4
5 pEGM—Teasy B AREAE, MAE DNA HRIFE, F4b3
KIGAH W BT LAY 3, ik £ 1% PCR ¥ 3% 6 34T M|
Fo B TR R T

GER: RHMBEA LI LR NSSATP2 B X E L H 2 F &
Ay DNAH B E LAEY HERE 76 NE & ik, 347
B 7% PCR 447, 3573%5)] 200—1000 bp AN B 3ILAH 4
NK B 32 AN L BT A, SRRt A M AE & F AT RAF
17 #Camp b B A7, 2 AR BRLAR.

£t MR SSHE KM #2E T NSSATP2 R X EL R 2
F iR cDNA R X 75 R 23k 1§ 8 NS5ATP?2
& 5 o e R AR AR I

BE, W&, N, R, T, &5, K. WERINEH BB FefE
NSBA-TP2(615) R IUEIEER. HFRLEABILRT 2005;13(1):82-85
http://www.wjgnet.com/1009-3079/13/82.asp

0 5l

HCV  NSHA K40 B R an i A=K B AT 1EH, T #g
ST L. HaRBEHEERRBEEEDNRRD .
PN NSHA S AW AL I AT SR AL 7T, LT NSBA
EOMLE—SERMERL. P EHELRNIIRER, &
4 h NSSATP2M . R A5 B2 B AR M 2 H I UL AD E
ZL(ORF) , FEXTHBAT T s BEALIE R, 75 LB A 5
FErp BA TG A 23 T NSSATP2 P 4whd 71, [FlR 2%
SRR T NSSATP2 (R [FI B4R, Ky 4 4 NSSATP2

(512) . A HRFUHAE P i Th BSR40 0T M4 7. o4 T AR A
ME P ThRE, FATH) AL A S BOR K NSBATP2
TR T B 40 AR 40 I 3R Hep G2 40 /L )5 S s 19 ) ¢ DNA
TR OC PR, I 72 R RIK IR R By, R AR B
LRATANT, R THENSSATP2 MThfe. HE— BRIt HCVY
I R B DL AR AT BB 5T 1A

1 MRS

1.1 A4 RS MR 40 B 3R HepG2 41 M & K #F B DHGa
(K= RAF) » peDNA3. 1 (-) BAZRE#H A (Invitrogen) ,
FuGENE6 #1385 (Roche), QuikPreP mico mRNA
Purification iX# &, PCR-Select c¢DNA Subtraction
R & (Clontech), 50 X PCR Enzyme Mix. Advan-
tage PCR Cloning 51 & (Clontech), High Pure PCR
Product Purification ik#& (Promega), pGEM-Teasy
FAk (Promega) T7. SP6 1A 514 (I A F G HD .
BLAZ KK R pcDNA3. 1 (-) -NS5ATP2 (615) HHA = A 2.
DNA 3 Hl % /13 B A 2v W] 58 B

1.2 3 (1)FEHERT-PCR #&#l) pcDNA3. 1 (-)-NS5A
TP2 (615) %K F: MPENSHA TP2(615) {J ORF Wit
RUES I, L3EBI 57 ~GGA TTC ATG GCT TCG GTC
TCC TCT GC-3” Fy#5I45° ~GGT ACC TCA GGA GTG
TGG CTC ACT GG-3" LAFFEDK B-actin AW Z. KA
SHNEHEESTVTInRNA S AFHBEH0.5 g/L, &
HLO.5 uL 8T ¥, DARFESF =W, @47 PCR.
(2) B FRIXBAR 0 M5 4 K2 mRNA $2H0: ] FuGENE6 %
PHRFKE 2 pg peDNA3. 1(-)-NS5A TP2 (615) K pcDNAS.
1) BBAE S WYL 35 mn “F I HepG2 4HAR, 48 h 51
IR, £ QuikPreP mico mRNA Purification &7
M HepG2 40 M B 4 2 B 240 3808 Uk J2 = 80k (1)
HepG2 4 A nRNA, £ 5 HI6EE o0 AT 2 E o #7.
(3) AT M ST . S PCR-Select cDNA Subtrac-
tion Kit, H#SSH VAUt B 58047 : AR T HA X
I8 JURL B 7S AR Y HepG2 41 D mRNA g B4R 10 HE S5 o WU
cDNA (dscDNA) , F43%ilkRic 4 Tester M Driver, dscDNA
2 Rsa | (—F i 4 BREEF IR A DIES) J8 4, F=AEfxt
AR b B, AiLEE D). % Tester [ dscDNA 43
hE, A EESAR IR R PR T R R TR ek
Adapter 1 fiAdapter 2, KRG 5idEM Driver dscDNA
BT AL G I PP AS = M) J5 Fi5 Driver dscDNA fEZH
2 AT ARG AT = MMOE BEPE PCR I3, M Tester
dscDNA Hfe Rtk RIA B S RIA N B AR 5 Bk .
(4) VWY 38 K s B o AT i 3G P2 5 pGEM-Teasy 3¢
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i, HALDHS o BZEME, EE5E FEHERENLB/
X-gal/IPTG #5FMR , 37°CH:#% 18 h. BRI BT,
W4, LA pGEM-Teasy B4R £ e B A7 M PRI T7/SP6 5|4k
ITWIV% PCRY I, IFBHEHIA N BJG (200-1 000 bp),
M. N AEYME B2 NP 55 GenBank ¥ FEREAT
2 F R 43 HT (www. nebi. nlm. gov/blast/blast. cgi).

24

2.1 mRNA# R, £E54  FAeRNER, &
B T BAZRIE TR R B BAR BT HepG2 40 MR 32 HL mRNA 43 1]
H 2.1 pg A3.3 ug, Ao/ Aso=1.79. 2.0 g/LEf
PEEER VK mRNA 5 KT 0.5 kb iG I & R Aok 4, iE
S mRNA JE 58 4% 2 EAT T IR AR A I 2K

2.2 NS5A TP2(615)# F K F#m  FiE® RT-PCR =¥
9 g/L BEEHERES UK Bom B T BUBL peDNAS. 1(-) -
NS5A TP2(615) (K4 e NS5A TP2 (615) ¥ /K &
E TR BRI, LAk mRNA A REAR 1) RT-PCR
PR vk R R LA TLNSSA - TP2 (615) i A] AR ILAR
ENS5A TP2(512) MIFRiL (K D).

M 1 2 M 1 2
—~
in
°
a
8 <8
o o o c
n |—8 =
~N 1 Q
< N S
A =%
=2

B 1 NS5A TP2(615)8RKTAGM. 1:RT-PCR £24% mRNA SR TR
¥ pcDNA3.1(=)-NS5A TP2(615); 2: RT-PCR &1 mRNA REF i
1A pcDNA3.1(-); M: Marker.

2.3 cDNA N R E G R &ESEx DB KRB
PCR F=¥) Bk, F G3PDH 51447 PCR &3, 43 WI7E
18, 23, 28, 33 KIEM LRI MAARPIRE S5 pL i#
ITHIKEE. &R E7R  5ARERA PCR ~HIAE I, VH w4
PCR F=4)Hh G3PDH 5 K =) KRl /b, 138 T B 2 A ¥ Ok
CFERAREIE SR (E 2).

M 12 34

5678

500 bp —~

B2 HRBMEDTER. 1-4:RERKLE,5-8:HBE BHRRE D5
18, 23, 28, 33.

2.4 £F Ak cDNA B RAT A LE WL WEMR
PCRy MifE, B PCRY LR EIRA 200-1 000 bp K
IAERFmARE, kBN 76 My JL RS E

AFTBL R I RERR E R BB A B (B 5) .

1 000 bp — ___-.--_

16 1718 19 20 212223

1 000 bp —

B 3 ZEDTEEINSSATP(615)) B PCR L EHRE.

2.5 cDNA M 55 B R 54 g Pk 30 NN,
Y GenBank HiEFEHATVIE LR, K 17T MBS E
ENEE DRI 53 e 4 i P TR (96-100%) 5 2 DTl R AR I
Hemup RS ERE, WogsR(ELD .

=1 FoHAKES GenBank BEXINEEEREIFEFBIILLRLES

EADEER oY BRI
FEEBS (fibronectin) 2 99%
ASEnERIHES A EREES(fatty—acid—Coenzyme A ligase) 1 98%
1T ERIAWEEINEBER (over—expressed 3 98%
breast tumor protein , OBTP)

NADH IR EE8(NADH dehydrogenase) 2 98%
IRE 88 dihydrodiol dehydrogenase 1 99%
FEEEERlung cancer oncogene 1) 1 97%
BIZBIFEEBERES 1(eukaryotic translation elongation factor 1) 2 99%
1ZHE{RES L27 (ribosomal protein L27) 2 100%
ZHE{AE S S6(ribosomal protein S6) 1 99%
3 11k

PRI 293 (0 NSHA B 2 —F HA )2 e a0 7 H
WEBERSF, HRERRE SREAERLHER, X
REZH R R FRAA SR, —BOok¥, BRI
RABHEER F REQ R EEHR, TNS5A FEEN
THMRA M (ER) , FULHEN NSSA JREZ 5 T ARG S
& IRAR NSBA [ A5 1E FH a4 o 4 0 JE) 1A B 4 P
AR RER IS A AR, R
NSBHA FETABIEE G2 (1) T B4 R 41 3R HepG2 1L DR 04
AR AT LAY, RIL T NSBA B AT LA R e — L
BRI FRL. HpAERMIIEEER, 4 8 NSHATP 2.
AV HBAT T AT, BGDhER1E T NSBATP2 K%
s, HIFHEZIGHELZE ORF X 4 615 MEEHEE, i
206 PMEEMR, HFHEFS) “nasvssatfsghga
rsllqflrlvgqlkrvprtgwvyrnvqrpesvsdhmyrmavmamvik
ddrlnkdrevrlalvhdmaecivgdiapareeeamkqitdnipkeekhr
qllpedlrkelyelweeyetqssacakfvkqldqcemilqgaseyedle
hkpgrlgdfydstagkfnhpeivqlvseleaerstniaaaasephs”.
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WP RAIESRIL T NSS5ATP 2 K R F 814
&, XFNSHATP2 HERFABAT 04, #ix T H 1Y)
I GmAG T 5, AT T REATR. FREEeE R
NS5ATP2 (512), HORF 3} 216 MEHER, HIG 72 4
HAEMR. A FHERDBERTHRBAESLT
NSBATP2 I I A AT ST, o i s AR L R [R) 3
17T AL FT. hIE ST 30 AN Ta B ik I P 3T % 58
iR RINSSATP2 o] B — S 520 Mo, i R &
HFEF etk A 5 I SE N ol s 1B R TA Y M BE R IR 1
BRI B Dy Re - AN B, (E 50 3% B 7 i B i g 21
L ZE R RBE BT = Y AR LIRS R A
OIS AEE AR AgEN. FELMRER
i EETEEEMDY, NSSATP2 FiZERKFEZL
T 5 WA 5 FHE A SR fe it — PR 7RI L 1 S
JIE HE PR O R LS B A M AR Y T AR 5 00 e B BR AR A
W 5T 3 I g 17 T el A 5 S o] A = AR e oo,

FEXT NSHATP2 W57 ) 7] B A1 1z F R #F ) 5 vk 2L
AJ AR EYEEAR NSHATP2 (512) F I REHEAT T BT 5T, 15 NSBATP2
(5 12) HIHIPEN WO R 45 AR, BRATRIL = F W] L
W SRR AR, ARERAAREL 35
000 NMEEDR, AW & et 5 A DA K K E LT 7
HEZER. RS ARY. FEHE, RNAZEE, i
B SALHI T DLA— AN EE A2 M ED, NEED
AR EARIEERTENAPERMGLE 2. K
B, MWW REERMAEYFRUERE, AR
R G R 2 R R B B RHLE] . 00— AN I RE AT
AR BT A T LR B B A AR B B AR DL e A
B0 B2 RS P A BT b T R BT A A — AN S DRE T
AR B PR A AN SR BRSNS IR R SR R AR
RS LRI T REAN R AR AR, ATl mIEdn g / Ak
SWREAFRNE, EARMYHR, H&ARFRHRE
ATREe =0, Bk, Al AR EYER — R ERE LSS RNA KR
VAP E R A BN BATR A T A A B AR
Sf NSSATP2 A1 Al A5 5742 4k NSBATP2 (512) I RE 2 4T
TSI, P ThRE 2 i 2 A0 B AR 0L 2 40 B H0 6]
At —P R,
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M
BHE: TR TITEEIT KR AR HURAE T CTL AR
KF

Fik: AWAHBV # R F ALk EIR(HBcAg18-27,
HBsAg183—191, HBeAg335-343, % FE83 P #Y575-583) %4
JA o P HR AR CTL #EA74m], AT B ko i g
TRVF £ B 9% 3R AALKSE - CTL 09 B IR &

g8 6l HLA-A2 sk 2 5T, 6 %] HLA—A2 A4 HBV
BB, FRFAIKEF MW BRI & CDR it
M EHE S A 0.02%, L 0.02% Fvg B Ao m B4 .29 4]
HLA-A2 [a44% 1 HBV &g &4, L 27 5L A g
g, M E 931% T H 8 ALT & BF LI 5-1045
F v Rk FaM g L 4 B & T A48 (P < 0.05).

ghif: HLA— £ A5k v BRI AR A A M) 21 B o o 30 )R 45 5%
W CTL BAHFHE, SRS E K52 M HBY
B B R AR BAERR A CDS 290, W HAT KR
BB FR A Tt BB

KRR CTL BB, BREABHAE 2005;13(1):85-88
http://www.wjgnet.com/1009-3079/13/85.asp

03I

HBV ZAE HHE S Mm B, MR % OV 2 B R
BRI, A T 40H (eytotoxic T lymphocytes,
CTL) FI Th 411, Hp5l2 CTL AMYUAEE By ee, 1 HLAENF
BV EEAE A, HFH Ok CTL L H S B
JH 40 B i 77 20 O . 18 L B R B B AR R R I R

A=K (hepatitis flares) FIJHiB (remissions)
REAZF . KEMERE. B2 ETREEME HBV Bt
R I e e BUE AR E — B S O 1B, B A
I, MALT Fheplad IEH ERR 3 L0 B, & X8
#52% (hepatic flares or acute exacerbation) .
I 28 58 AR F The ALT KPo b, . E=8, H
ALT 7K 53 Rl IR R ERR ) 3-5 1%, 5-10f%. KT 10 15.
B FRBEAALE ALT (ks , 1 5w FEREA fLiE HBV
DNA [958 B AN HBeAg Il 224 4 (HBeAg —¥i —HBe) “'3f A
AR R SIR B RAR. RERKER SR, HRAREK
BEPR IR R TR LR 2R R R,
PR HF 98 S8R I WA S e R T BE 3G 3R . G B DA I 48
SER AT REAESZ HLA- 1 R0 HBY HUJE 0 CTL /EF Y
iR, RBERNENRFERUFEERRFET. IR LK
PR RE R CTL BB FI L RE AR AL, ANA F) T8 BH A
RERRIE RS, T EHiE ] LR R IRIKPUR TR
7. JATRA T MHC- T PRI HLA-A2 3 35 B £ AL 1Y
FAR, FEAL T RSN BEA PR F AR R CTL B 7%,
FHZITVER R 9 58 R BB PURTE 4 CTL H L.
MLFEREWT.

1 MRFSE

1.1 #4

1.1.1 g5 65 F8ME AT % (chronic hepatitis B,
CHB) BEYe B RIE THRAHMERAMI 123, Hh B0
B, %15 #l, BaH3.3 11, ER18-50 FFHE
W 27.4 2. 2R W HBsAg FHPE, HBcAg-IgG FHE, =47 HBV
DNA FAHE, SWiRAES IR 2000 445+ k4 AL Y A1 2742
WSR2 SBE BT R R 2016 5 5. S
HLA-A2 BAE 29 B4 5256 55740 ; 75 B = Phik 6 4] HLA-A2
B 18t 2,70 AT 26 BB 3 A 2. S i Fe 4L % ALT 7K
T2 M HBV g B 5 7y e 1h41 9 ) (ALT < 40 U/L, EW®
FBRupper limit of normal, ULN, HF#s=%4 11
%] (ALT200-400 U/L, 5-10xULN), FHHZE% 419 4l





