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E

UAMEARSEAREHILPTELURNA AP R RS FERFEL, ARt
EEER MG DNA HESH, MAMNHBV AR LBARAFRA, RENLFEENT
—BHHREATE ARG T RA. XFERXTHSFRY HBV T RRAR G
B, AEx20%. AORRAETR, e RRAET R, HOREMELTRUATE

FEHEGX L.

XBiA CLYNXAE, UHRE, TRA

CHRIF R B E G EFANRKRBEN SR
BFMSEitEHN, R L HBV (ZRF£5%
F)BHEEESADSY. PEHEMR LZ2ER
TEMNER, HUREZ A RENREER—
%, BFEESFEERAFEILBEERT
TAUE. ZEFROHEEER —NEPY
DNA &% — ZAFRFE (HBV). HmFF
Bt HBV AR, T NEMER, BET
BRENNDZEREKEHRETHERATELRREX
AR IR

1979 E B HTEERF 7 FF Tiollais £ A B X
# 7T ayw HBV DNA 454, AT FF € T HBV
SDTHEYEHTIR. HBY B2EAESH 4 MR
FEER, EfSAMNRERETE (HBsAg),
BOPUR (HBcAg), AEREEMX &AM
HBEREIUR LR, HBV ZEA 28
adr, adw ayr, ayw4 FRIERIAE B EE. HBV BB
/MY 3. 2kb, HEBET —MREREENE
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PERHEHER, BNERNAHAUSHEE
H. MHBVMBREEHER 1 X107 -3x
10/ 5 /4R, HBV 72 H 5 i 2 b 5 it
PLRNA fep[ak fy 3 5 f it #2, BRI H A8
R — MK DNARE . Ak HBV FiLm
BrAEY, SMIEHTREEERE. Af]
ER R HBV THEd, S E M
R HBV DNA i E—EZ R, TR NV
B SHMZTFRFIIHRELR, X HBV ML
SUETOEME, FATREVEFENED
BEE X HBV Br st W fIRA TR, &L
WEEBR T —SHYEFE AR EYENER
Bk, 1986 4=, B Tiollais iR MESEE L
A 5 F HBV fyAE R k™, IR Coursaget
HHREMEMNMFRE HBY BB E f i —
MEGER QR EM HBY, 1 % 5 HBV, ™,
FlETEMFA T2 LR EFEAFMHETRE
HBV A RHEBF 5, XA RA KIS HBV
BTHAE, HFHET MR IRE. 2
LHENINER AR S U T ILAFE.

1 HBsAg HXZTH

HBV §f% 43 K2 M HBsAg i G
F#fE, HBsAg |1 226 MEERAM, R[F LA
#) HBsAg ZIkEE LGB ERARFF K E
5 OXBRERRE R IE R U S R 4 T HE R
MXEFRAERYZRAFELY LHWE
k. BEHEBFRENY 113 L EB RS R
M, 322 M ERRE HBER, 134 i
WEBERREAENERG, HBsAg i y
(+)d (=) my (+)d () EREA, W
Y FdR R R FEERT, W HBsAg fE58 4t H y
TR d LA, 160 (M EBRRE NBERS,
HBsAg iy r #4  w WA, FEWGK LT
TEX ML A AL A R, i H A3 5E 0
BNGIHT R B — A8 VR 22 R i A\ B w1k e
ayr WAL, AR BIRRG ™ E J R4, 34
WEAF N adw, H adw 5 ayr SLE KRG HF40
METE BT WY adywr REHFE. HhE

A R A U2 J5 A B A AR R JIE Y f HBY
(adr, ayw) FEBSRRSR TS, W20 PR R
A HBV B 5 5k & R B LA HBV
AR Y. T b AW A 45 R % B AR [HE & ¥ HBY
HFTFE—MERETEER . /7R HBV H[gETF
75 & H i) R L.

TR ARGl #2 R BT Y AR S R
HAWK LRI HXRTREHLE RFR.
1990 4 % H f) Thomas Xf-—#H & K | JL & it
TR E B — MR E 15 5 B HBV AF R bk,
¥ 2 & vaccine escape mutant, B iR A
JE AR F B M AT A AE AR, X H L g HBV
HITFERHT, KBEEHIFEEH a LT
HREBEMEE BT HEREGCARE., &
S HH 145 { Gly B Arg. BH4EP HB-
sAg UEHERS, ik B3040 8 h ity K
REPALX MR EE, A RRMECE . TFRAR
AR S, EREENE S L R,
Ostberg % ARt 3 AT HE £ Ri0S 8 BN 1
HBV #4178 B85, W A-FARBTEHS T3
HBsAg PTRETIIK, R S5 HBsAg B, (H 451
1 143, 251 K 252 KIGHM ., Rik/KEK, 4
JRPERSS , 3 H S EE DNA #1008, KA
EFEERE, SHS EH 124,.129,131,137,
140 & 145 BB AZ EBCE, HA 145 (iR
R BB, BFREE NI R RO RE R
SRR SBFE. ERE, WK LR AR5
HIRIT R ER. REEHOFEYE, &
P HBsAg 541 HBs $54Ef#:, HBV DNA {k
B, MEEAEREE S, XBR ARG
HBV fRA[fER—Fh HBV & R #k, BE®RA1%
— B Y Ok WU F AT, K preS2 X C
Kk 69 MR HBV DNA, X ik 47
HBV 5% 4% HBV DNA £ F R EHE N,
HAEWMSBEUHANERE. NIRRT REHEREAN
MR FRETEELIEEHFUEhENS
FBk, WG TG SR AL Y 38 i B ah A B Ay
BITHE.

2 HBeAg RIALH
fE WG IR b O % Bl 55 HBeAg ik 21
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HBV 7 & #, & & Il 9 HBeAg ¥ A H
HBeAg #A\H & Z B AF K% 18 & X vk
HBV BikiiH &k B ARIC » SR — B8 L0 % % BLAE
— 8645 HBe FHEA18 1 2 B 46 B35 ML
HBeAg %, {HikpN & HBV {1RA & il fij&
Y& Fy, ATIXUEE ¥ HBYV DNA 4544, &3
HCRFEEMEEN SR, 0%l LRE
BT C 2 H X K% (B HBeAg HiBX) B F G—
A BRI TAG KILFW, (T 1896
51899, AfT#Z K HBe-ZE R bRT1O ', BRI
PR BRI AR IS B LA TR, IMERAE
YIS 51, A HepG2 A REHFFT PR 4M 2 B 35 1%
TREEFEH S

EEK Will %A KEBEREAEA
AN, KA ZERALEFFERESR
HBV, & AW AR, XEFERME, TRA
RBR LR L RSN, 7E HBeAg RIGHD
O R R 0% A 2t — B et (6] (8 AR
SHRBR B RN BonkEMEA%E
M E AR X RKIE SR HBY M
UGS BFRE A R HBV 2 Rbk it TR A6
& B, HBeAg, AILARBBIHLIK S 1, T
HAEMFEAERRY, ERERENERERN
EAEZE L BACEF 4 4 HBV.

3 HBcAg HXZERHK

i PR b 2 5 2 JF 9 N 0 48 AR — AR ER 1
HBsAg # B0 M 5E , (7B 4 L HAth S & Mark
HBsAg,anti-HBs, anti-HBc, HBeAg, anti-HBe
TEWEIR L3R “Fxs2p” $5hRilE , — M HBV
R (JRAE[FF HBV1 BRI BEE AT EX
“Pix” fERR. BIEJLERSIA LV ERE R
F T BB Mark ¥ R0 HBV Rk, HPH A
A HBV2.

JIRERERE T — LK HEY: HBV
WA (EEREFEERNR, BHEFREE, K
R HBsAg AP, H—EKKME anti-
HBe. XA tEey R £ 718, 1€ HBV &
RHR AP E —EH Hpte.

FHh—F HBV R Bt 51 ATEM,

XHERKEREALE, AKAREHRHR
HBcAg, ¥ HBsAg K5 AN 841 HBs, 31
HBc Hilk!". XH % 61817 DNA 487, R 3
ETHILFMAR: a.pre-C KEEHRET G
KILFEBHEI; b. C EEEHFEHLR; c. pre-
C ZEEXMHEA 36 M, 3 H >4 —1H
WA CERRIGEE. XAB R ARG
A REAR RS R, ERAMILESHRAR
T ERH HBV Rk, TH —FAE R, HB-
sAg, anti-HBs } anti-HBc ¥1FA#:, PCR ;i
HBV DNA FH#EVS, 3 F ReR A G R
2 BHRE LN ERN, EaFEMTEARE
¥, RERSEWR.

KA % Mark 28521 HBV AR HRE R
MR LS ERE T HAEE, B HBV &

ANHZHFER, PURRFRE, NHREEE, W
B A LAY S Mark 0 B2 0] RER R —
HEEH L M HBV B3, %ks L HBV #i# &
£ H TR M P BT, HIEIRWGHA B
K2 1R, BRIriEE Trepo $ACEVT —
Fits PCR #l DNA S 224 & k™, 3ol
RE & A HBV B R kim NiEfTifiE, #HEST
B, XK Ak R b R 8k — P R 0
ERKEW S Mark BRBR, 25
FEEAELFERReREEE KT, HFRSF
AYFE LT RRBERK L RAMAR. HH
F RS W, e HBV SR &8 AR o)
BEATARE BB — K F.

4 TBRESHENXR

R R AT R e S R R R G R
TR —KIEIE. S8 HBV FEBR LN
RZ TR HBV M R #k, W AR
% HBV B2 R ™ E B, XBHEITES
BEE. BEHNEERESSEMTREEE
HAH HBV C EEMFFIE, BREAARE
AW adr LRI HBV §957 C X 1898 fi S Hi 81
KL FEHWE R TGG~TAG WAR, X5/
HILW + HBV a7 C R R, H
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SheE EGE T b X i B E L
HBV ARG B AR, WX — R i
R TE. CEFNRES CHRFEMHRER
BMRFR, RN HBY 55 RMBIE, FHER X
AWK E— KRS, BRI AR

SGAULER, HERAMEH HBV &
FREERAT . FREREBURERBEHBE,
BRBZIEE T AR EE. TrERE
FFREZBIIN, BHTERE, EREXEY
WASER =T AL, FHt HBV RHEZ
FHRAMEEEANRWRR. 5H—J7 @ HBV
R HRREREOFNE, MEBEDHER
HEAMEMBOES ., WAL HE XA TS
REHEYER, RAEWHIRRR S BIMER
4. Hit, MARYHRRERE TETIESR
FrAYTheE LS . MREER LR A
BX., HETH ENER. XTHRIETA
254k, HBV %% Mark 4t . HBV B A f&
fE 14k, FUTRESIE HBV B4 218 L4
REAHBAES, IBEPREHAERE, &
i PR _E 3 TR MR SRR i B E B LR
HITRBEBE, EREZFRAEITHEE B
M T 4 e i B 0 0 1K PR b Tl 6 [0 8 8 7 Aot
HBV ZRKRETRARRT, REHEFRS T4
Y B5.
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TR RHE
(EEREREREGEEFRF, F 100850

#

E

R T SMHEZHMEF (CSF), Lmpt A& (FPO). 5 ik, FTHE.
REFAEET., gaoRivd BT, Fmpird B-F. 2 CSF 24 (R). EPOR #
AN R FHEXAES FRHGAT L.

XA £ZAMBAT, GNE, HET, K, BRXEE

BMEER T RAZEERR, HERY
M. MHMedBPREEEXRERNAEE
A. REEFERERRETH. SHREEEXT
HERFZAWHAE. REAENRBUETH
FX . FHL, HEER AN i E
TREZGHEFHEN > FHHET T EZ.
BRAHHE AKEAERLS SEMNKET
(CSP), A (L), HEEMAEZERETME
38 2 B F 32 4k 4 VO O 4 T AR

1 CSF MR

1.1 multi (& R )-CSF (IL-3)"3 £
WEHI-3T 4 fibk P AR ERE, EEE T #
B4k NK g1 REMIEE A R ER
HREHE LWHELE TATA £(—24bp) . B
GC X (—45bp)#l CAAT & (—80bp). ZEE—
W& FHNERE 14bp B 9 NEEFA, ENITAHR
P48 T B0 F 5. B CCTCCC (M F
SV40 EL#A B 31F 1 # CCGCCC. X &6 B % &
HehFRFENREFIE IL-3 ZREPHF
ERTERESHERBERMUNERRE
PLEL. Hh4h, 75 B i KR 248 NF (B F)-1L3-

A(GATGAA TAAT),AP(#E&E H)-1,CK
HREF)-1 R-2(EFWASESFHAREF
EEMP EHXH AT RED,AP-2 S 45051
dt NF-IL3-A,AP-1 {1 55 T #M+ IL-3 #%
SRR IE AR A, BE EHBIATE ,CK-1,-2
/e AR /M. NF-IL3-A 5 OCT U\ 454
F)-1 &-2,pit (M EA R FHZET)-1 17
L 55 09 R 5 AT . R 6 & R 9 — R 42 X NTP
i A& NF-IL3-1,AP-1 &4 EA 5 IL-3 Wik
S 4 Bt RAE R A K. 1L-3 £ WEHIL-3
4 B o A 28 R 3% 35 U 2 B3 F TAP (intracis-
ternal A particle) ZEFH N LTR # A F IL-3
B 5 TG B B .

1.2 GM (M ¥ F) -CSF°*Y BREA
MoT ZRHaBk P e RIK S, —BITE T #
B, REF%E., N, EARPESHRE 5
IL-3 MFAR, BEiHE TATA &, H7E Mo M
PR EZALEREHE HE#HHFENF-«B
fiif, EiEEX 2 PHA B tax (5ZF) #
W5 T MK GM-CSF s S#F+40HE.
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