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&, BILE g Lot R FMBV)INE B AR A, WS ILEBR L REXRT
iR (HBsAg)mATHE 1 HBV R FFHAETIE, LEMEF D F MG LRERK. EEHIE
HAEREARILLEEDEABYIIEENFEA LR MK L ERPBRAEX, £EDIZR
BI 5 % WA R e 2R & E AR (-HBs) B K F A K. FATE I XL A B AR M K A L
U EHEMHF KN E SN TAREREN, B THEILCHFRE AR ERESHE 20
B2 MR FEAT L R0 AR . AR SR AT B R S M X A A B W B HBV
B 4% P W 2K Tk L 45-HBs /K BL 45 HBV [ B MR %t | HBV [ A K 4 H & 5 f .57 HBV
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0 G (HT-HBc) FH M 55 5] BL9EAT 7 414

M4 2006 AF-AE T E 4 [E V0 [F N 47 &
7% (hepatitis B virus, HBV)JE YL YR 1 TIR F i A 2 1,
P [ K ki o X 4= N 1 Hp 9 2 98 75 38 18 B (hepatitis
B surface antigen, HBsA)#EH KA gk 7.18%1. B
ARATR AR A BN, 21 HBsAg #i & K22
FH B 22 ] AL 4 S B 4y )L I i 2, Ak LRk
Y HBV J&, 2 90%44 1 Mg 4 &, i 21t
25% 19 JB% e 0 S5 20 T Ay AR A e I A R 40
Jitd 798 (hepatocellular carcinoma, HCC)®™™. [H iy, i
B A 12 4 HBV S I BHWT AT, Bl
oo 3 B A i AN T B R AR L AT SR e AR 2
JIFZE R O7) et 5 B A 4141 (World Health Or-
ganization, WHO)Z B N F1 DA M RE T, HE KR
b2 B ifogd A0 75 BT 5 08 AR i B iAW o B & 4, A
1983 4ETFUR, 1E)a R M X TF R T8 A JL P o
JERERN PR LN F DA 2 M HBV B g 1 2, 7
FER (WFFEHR ) SR AR B A a8 (F 98 24 550)

B R ZE TAEU'. FRE [ 1986 4R 45 Ml 2 HF
J& T LR R A TAE, 1992 F9A T
JLE TR B HE, 2002 RN A B R i, & E
M N H R HBsAg #5 AR, e 78T
AL RE T AN S B Wt A AE. I3, HhAETR
B 1= 2 2 AT H L 3 9 1 97 45 i) v 32 ) v i
BT (R E R SR % e g Wiph AR R R ) Y. AR
SCAR TR AN () b X2 38 087 A L 2 I T 4 Rl
L, PO EL ) A A T AR, XTI A A Bk
JL AR RE NS ) 31 Bt 17 235 SRAE T s A 21, IR He7E
o Jer N & BB — BE A G [ 8T, DA 2E 3R X6
12 HBV J& e 19 7 T+ B o — 25 A F 55 5 1 22

1 B )L iz mhg

O B s e — M 0, 1 e H (HD
WAz 240 N, HZETE LR 6 A HDIFEATILE 3 I AT
PEV, TSR R 10 pg, TR BRIV R
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1996 AF i & [ (09 2 0y i A 2 e, RHSk
B2, JF HA — & el rk, b 2w sE
R 2 T 1 Fr AR, 2000 4R M EYE 2 TS C
B A LA X R 2 R S T BB ST
BT BT BEBIE 9 e B, 41 IR R T I e g I
KA, 1] 58 e BUR L J5 M 20 7958 1 & 44 90 58 T B E
m[6,12~14].

LR R TR E AR AT HBV B AT DRI v &
X, A B 2 e b 9 I 5 BT 5 0 AR T 7 i A
FEHTF 1983~1990 4- 4 Jg AR o, TG 2931 4 J1 2497
AL HFRE T PR E LT 4 J7 4 [A)ie X6 BE )
ANHEBF, JEapki IR 5 pg MR
HPIGEE Merck 24 A AE7=) LB HBV &Y% i) 7 i 3
iz —U10 Sk —243t 8 J7 ARERYBAA, i i
F B, S A R AT X RE R . BENLIF T
WIRETTY . TN S BB HBV A G &
Il PR ZE B — BRI FEX —BABARE T, #8232 TH
B O RE B e 2R, SR A R A SRR
989", B A= JL VR 2 T 28 v B s X L 3 18
HBV B i G (R P A 8 75% L B, SR, X —
PR3 R 5 AL H Al s X 4 2 SR A EE g RN,
HEM T e S5 AH X A9 HBV & mAT 3, DL Y A
PERPE 35 R A — s A ST,

T [ 2% b B Az L &9 B e ol 3R A B 4
Pl a2z B, 2R b DX F P AR M X, IRl TR
RO 20 g 90 AR, Hr Az JLRE T SRR ORTE I
5B 2ZIRR K, 2000 4ELLE 2 ¥R FAE
Fhtash, AT KT b T 8 25 513 42 30T 3 7K,
TP T AS ) H A A0 3 A LA R B Al o R oy 4 B s R
B S, 1992 4EH A LM SR E N 64.45%
(95%Cl: 38.97%~89.92%), T %t M W} H Ny 53.33%
(95%CI: 30.63%~75.57%), 2002 4E43 5 F+-/ 94.53%
(95%CI: 89.37%~99.70%)F1 86.31%(95%CI: 79.35%~
93.27%), 2 A [A] i B PSR I I 25 25 5 1Y, 10 4R )
CNTPE R A A AR . VTR s 1~14 %L
R B RN R B S R R S bR fEAL S S
HH 96.07%F 67.76%, Wi (97.13%F1 78.43%) . 3%
T (95.15% 01 57.96%), A [H)4F 0] 22 5 15 3%,
VTN w3 2 AR 1B = TG o | I o -2 PV S INER A Y
BF AR B AR PE m, FREIR 2 )L 2 5% 5 18 Pk
HBsAg JAT5 M HBV YR EFLL TR 1992 Al
2006 4F-F [T 0 PR IR 2 I3 4 1905 2 o 4 Bk,
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JLEE [ HBsAg #17 RH w F [, PIp5RCR 2%

2 LI HERG A L PR G PR
FORH HBV 151 TR B

P 1 38 3k St KA A L R SR, B
flitt 1992~2005 4 A= B A= L Rtk & A s 4k
6.01 Jifil . AF¥E 0.60 7M. AT 1992~2002 4F
fliiuk /b BFRE AL 42539 ) AP 1418 122 Vg ke
G EARAT 0~19 2 1 AL TR 1969~1988 4
Y 3.27/10 JTFEE 1996~2001 4E14 0.17/10 T3, KP4
RAEWH 0~9 B R E 20 % LR B AKX 15~34
B AT AN TR 0 98 2 08 A 2 B AT T Rk ),
BLIR BT 7= A ) S AR B s i 4 v 73R & LB SR B
NP R HUIAK (hepatitis B surface antibody, $7-HBs)
F) BH P 3 BT AR T B KT, 2 B IO B 34 U ik
AR A NHE HBsAg BHYESRE IH N[, fpe i
PRRB AR, ORI W, R L
R iU Vel R T Y VAR

TN 4 El HBV B LT 17 47 96 27 ) A%
ZEER IR, 2006 4EFR [E HBsAg HEH: 2 74 3 M X I 155
TARFHIK, AT BH & T3, 55 Mg & T 2o,
SRR/, HBsAg #5417 R A%, 1~4 2 AT HBsAg
PEAT R EAK, N 0.96%; 5~14 % K 2.42%; 15~59 % &
=, ik 8.57%. $i-HBs FHHERAE 1~4 2 ABEH s,
K 71.24%; 5~14 %K 56.58%; 15~59 % &A%k, K
47.38%; FFH, Wlim AN, A2, P X R
FIPUAR K FE IR T A X . JEETT X 2003 4 3~
12 % L HBsAg “FXHMERN 0.52%, BIEFHT
(1992 41 2.72%) W W T B, S8 0 B 4P 2o
88.45% (95%CL: 65.67%~97.89%); Fh 20 (¥ b))y
WY 3~6 % L, H¥i-HBs “FH RN 38.79%,
JUAA] - 247 77% £ (geometric mean titer, GMT)} 50.24
mlIU/mL; R0 LIRPEZE Y 6~12 % L2, HAi-HBs
S FAPE RN 50.79%, GMT 4 61.51 mIU/mL>®. #f
LA 72T 4R 2006 4F 15 % LI R L HBsAg [
KM RIEHR 1991~1993 4E4351F 4 89.49%F1
87.70%, 1~4 % Hi-HBs FHMEZF N 70.54%, b 1992 4F
1) 34.48% I F1 1.05 1527, 1998~2004 4E 717145 4 K+ Hl
X 1~7 Z ke )Lz Z I, HT-HBs FHMEZAE 76.7%~
45.5%2 8], FFBEAFIRE GRS, 1 P
76.7%% % 7T S WY 45.5%, $Kifi, HBsAg FHIERAE
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0.28%~1.28% 2 8], A& A= JLFE Z [6] I e 22

28
jE}r[ I

3 CFPE MR AR e DR
B il IR 3

LI BR R ML IX B8 AR L O i = FE e ),
Bi-HBs FHYER A GMT 16 1 % N JL#E P i, BEAER
BRI T B, T A S R 4 A B ) RS R ) %
P 28300 AR R A I T X 14~15 % ZHPRE TRl &
H, 33.8% ABEPT-HBs PHPEE S 10.0 mIU/mLP"Y, 7
PO R e B AT M RRE T S e J5 16~18 4F41-HBs FHYE
REZE 36.89% ., BT EAETHIZG 6~9 FfFEE
53.14%"52 . FRATTR RS A< Hb IXE A L5 5 BA 1) Y K 3
HLLRE T ER], BEARPI-HBs 7K FBEE 1 K
M N Z W2, (HiE, HBsAg FHPERAE 10 ¥ 5 5
2 i G225 PO S B 2 8 W R I BT R AR A AR
YEHI AT SE K B HT-HBs FEARIS, HLARNAAEE —EK
R EE IR IR A

I FH 92 ¥ T AN 4% i) HBV 8RS 2 — T K 4]
MR AT 5, 7884 L O PR 58 i e R e g )a
AE 75 76 77 H AR AT 2 B & 0, B e g e g iR
EBRKYIGLE, B—A b Rk 8L fpgil
2T 38 1 0o G RE v BT HEA T REAN, FR AT R Xt 402 i)
B LR BT UESE, 8 A8 A L S
FERD S 35K AR NI (22~25 %), 15 I8 g2 2
JE AT 7= A A R S AT R N P, g e A KR S
AR O PR DA KA 5, Xt 24 %
iy HBsAg FAYE &5 HBV #.UJiR(HBV core anti-
body, Pi-HBc)FAPEH BEATINR s KB, 5 % mHi-
HBs PHEEE R RZS 10~12 d A1 1 A, Bi-
HBs>10 mIU/mL #9 %% BH35 518 71.4%F1 87.3%, 15
T 5 B iHi-HBs FAYEH (50 57.5%F01 80.0%), 1H
TGt #2255, X PR D R ic i 4R T 5
HBV [ R (1) 5t 4 % (natural booster) MO, 7E
BEMLIMAT 1 44 BIRFGE XS G rb, BT A 9iR # 359 ml A
F A JE I BT AEAE 1Y HBsAg 5% HBeAg Fr S T
M S E SN, AT BERIESE X S Y I3 B -HBs 7RSS —
EFmsE R E SR L 2T 10 mIU/mL, {558 ] LA
AR oS B A S T A e, e
FhONBEPT-HBs M7 2%, HEARFRFEXT HBV B T 1)
TH . 7 HAl R 5 R b XA — S Tt R BT 2K

LB BR G S R, X A A R A7 0 M B s G
eV, HRTER E LI A Z 2. SR, X T
B LI R S 5 2 R R BN T-HBs BIE
&, AR ETE HBsAg BHPEHE R & R FeAiTxt
806 il L & TS W e ph B SRl T 25 AF 4G
KIN, 549 FlERE 5 % B RMNPT-HBs [HPER, 76
#AEF) 25 B —FIECh HBsAg BHE; R, 257
RN E 5 % 2 AHi-HBs BITEE, 2 Bil7E 10 21},
AN 1 BILE 20 % BHRG I o HBsAg FHEDY, DL 1.
B, FEHT A L 2 8V 1 b I 30 9% s G 8
S, W ABERTRENCN HBV SR . 1bak,
IAEER], 76 5 H A £ A PT-HBs BHESEA
31.9% . RIAPT-HBs PAMEHE A 42.5% M NBE, TE1E
S 152 PR S 09 10~12 d N, IR HT-HBs {/53R %
i 10 mIU/mLPY, R H AR B2 R A RYIR 2% 15
KEHAT HBV R EMERATRRE T, XL
N N — 2 fa WL G sh i, hsikfe HBV 1Y
HOAERE, N5 e S v e R TR, A X — ]
AL, AR T BT R 2 2 R T B ) O TR
FA] s A S 3 R e Crp RN 2 BRI AR 92 T BT
FARAER ) M 17 T L.

4 AR BRIEBLR

HBsAg Ak [E £k HBV e #iJ5(HBV e antigen,
HBeAg) FHM B3R A2 LY 70%~90% % i i HBV 12
PEREH & PY. e 4h LA 6 7E HAE 5% HBsAg, HBeAg
FAME . S B A2 1% i) HBY AT X, % HBV {228

Neonates Age 5

1. HBsAg(+)"

167:anti-HBs(-)
Vaccination 207:anti-HBs(.)E i
DO.and 1.6 39:anti-HBs(+)

Age 10 Age 20

months 257: HBsAg(-) 2: HBsAQ(H
after birth anti-HBs(-)
' 30:anti-HBs(-)
48:anti-HBs(+) l::
18:anti-HBs(+)

29: dropped 219:anti-HBs(-)
28: HBsAg+ 296:anti-HBs(-)| eanti
41HBsAg() 77:.anti-HBs(+)
with anti-HBs . 0: HBsAg(+)

. » 549: HBsAQ(-) 0: HBsAg(+ g
no-detection anti-HBs(+) SAg(*)

122:anti-HBs(-)
—*253:anti-HBs(+) I:: 131:anti-HBs(+)

B1 —A¥ELCHFEEEMERERE

Reprinted with permission from reference [33]. Copyright 2011, Elsevier
Limited
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LS &2, Y HBV M@ tEsaim, 4 HAR P EE
SEHEPUR T BESUE R G B EE T HBV B, sk
A= AR 5 G 5 B %R 8GR K Y fe g 12 R g PO,
TEJR R — a4 L P T e NS AR, 5 21
PU-HBs A F FHYE, 7610 2 A 22 6 7 BRIk 5
% B HT-HBs FIE, 76 10 2 B 52 Bk 2K F,
17 B 5 = KR F AT HE X 806 1] 1985 4F i A=
RO AR L 2 P T 2 R I 3% 238 B Bl U I ATF Y
FW, HMEP-HBs K V-7E A BRS04
HF, 5, 10, 20 Z BIARIAEE I, SE300E 28 S
U B AR AR S, XOFP A SR S R A (B Da]
AE 2 35 T 88 1 B2 A 0 AT B9 g e A2 R A,
B X PR MR TR RE A, Hig
I A R B, AE T A R AT S e G g
S} R A 2 P14 7 27 8 CRE P R 7~10 d) %
,ﬂ:‘&[\?ﬂ.

K F LHFRETT AR I PR | J& 75 75 Jin ok e i LA I
T S e I AL,  H AT E N JCS— B, SCERRGE,
A RE T NGE feE, AT LA S PU-HBs  FHE SRR g%
FPN MBI BT PR R RE G 12 AL )RR
ARG 14 0 AR TR AT, A BEAR 200 R A7)
Il A I ATIR F AT LR E R A, K
BT AR L 92 B B 2 A 0E A AT B AT SR AR 5 1
PECIOIRAS, e3R8 HBV YL s /1133, 2
FHINK, TE O 78 U i e f e s, JLT
FILEIAS B EY, TREA B, JOT N o 42
FROSL 3 [ [ N A 5 2 2 AN RAB X L 253 38 i i
FE 12920361 @OV B SE HBsAg AT H I s R BE
HBeAg WUPHME Y 5 1 )L B A5 04 7 2 300 W I 0 28 s 385,
XU 4 FE A J5 Pt -HBs {KF 10 mIU/mL 5 #2252
PEICALAETE S BEYT, P4 T IR Fape P> n b pr
b, FRATEGE MBI 5T 45 S8 I A S REXF L3 g D AR
PEAT X 38 A 0 58 e 1 B G O 22 Y, (B v e R
(NG S e iR B, A T et — 2 BHT HBV 11
KL R . (B 225 48 B A L A AR —
A BIL T 0 38 G 73 BT, Sk e LS AT AR T B
PR . AT G 27 B 37 RN S 56 3 25 5 O IE 3

5 PELWE 22 L™ WIRI4h  Link I {4k i 1

TE HBV EiifTIX, KZ5 HBsAg 18P #E47 & &
2 % ARG & A HBY By, Hidr 2y 1/3 KA F R =
3%, 2/3 M4 LK AL 3R, e 1 K 52 2 i

1914

PE W HERITT, 2 % LU R JL 2 HBsAg #54 R D #238 —
ABEKTE, BT HBV AR/, 18 1 &
A il ) FETR E AR A 35%~40%11) HBsAg
HEHT T i R P A R S R A MO FRATT AR
T 1985 4EF1232 T WA L HFRE v e Fh ABE B34 2
BBV Z IR, 2~5 % 10 2 4 LA i R 2 T B 12
P HBV YL SN, PadiaE, TkEIL#AEL
JHFPE B R0 5 B HBsAg #5737 35 1) 32 2 J PR Ry 1 22
e AL PO DL RACSE B T HBV #5784,
A B R B AR O e T )L Y HBsAg AR R
(0.5%) 2 FART A S AR ) L3 (1.4%)%. 34 L
Tk 24 h YRR PR, A BT
W7 B ) T BLA% 3R LA S A BE 5 B4 L B K S A5 1R

wht.

6 LI ARE HBV &G4 FG
[i]
6.1 HBV B2 {ER5FH W Je

T2 M HBV YL RESE7E 24 L~ HBV
B fa XTIk s B LAE R O PR TR
15 2 A o B2 BR 2K [ (high titers of immunoglobulin,
HBIG)IR-G I, SR, 3T REA 2 5%~10%) %
JUTC ¥ i B BAL RE 4 R R ] i 5 A 58,
AFEHRGERERGL . HBY LW & . HBVS HLH 78
S PURBZ AT S FENAE, DAL E L | g5
G5 AN &, 2810 HBV 5% B0 20T & 1L Y
PECVE S EoH A LR R BB RN —. 4K
LB B, B A A B NG A A W s, X TR R
HBsAg [HM:H A LN $2m OIS MR It S
HBIG BtA R, FEAGHREEAL R 0 fa [ 1252, (H
A HBIG JfANAedE o JE PR i 3 & fe ) L2E i K
WIS B AR RO

6.2 LFFE LR n Y Jo W 2% B 2

O PE W B 5 1 O 8 T 0L 287 Bl A1 0, 285 2 8
MAHEFSE A 0, 1 F1 6 S ARF SR, Pi-
HBs 1A 2B M 55 A B4R 57 B {E (<10 mU/mL). 2
2%~15% B NAE O i a, RIA LNF%E
EO AR R R SR | W VA - A e
19%~2%, EMNEFH LG 15%1. —H MR & #H K
4 HBV /KRG N 27.5%, 5 —H K1 5] HBV
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DNA PHPES A 389%1. TR 21 g B0k 2 g
BELUWT e, #& 2 MUK HBsAg 18 PE#Eaf 2 149401,
FATI AR WA B, FEREWEMIF RN 5 % IHi-
HBs BV, B AR AR KA O P HBsAg 1
A e ),

6.3 HBV al& ks

HWIE s, CHFREN RI% 5 bi-HBs Joh & #
HTFEAE HBV [ MR YL Y L iR 60%™). FATx}
— 20 2R A L T T A TR B4 2 B B U 2 B
1E 24 % B HBsAg FHI: HLIh 1%, HBsAg BHHE{H -
HBc BHYE AN 679%™, il 35 14 0 5k DX #2080 2,
JFREW A SR HBV ZOPUESY, Mk, 1R
FH v R AU ) 5128 PCR B X3 470-HBs BH: & £ 41-HBc
FA PR AR 1L 384T 7 HBV DNA ARG, FHEEAS
3k 75%“7. BEHLAHT T 41 1A R HBV 5
Bt e 8, oAUl 3 BAFE AR “a” bk E 52 19 A8 5
AR 224 0% 3547 97 B AR G A5 7 91 v — ﬁ,
¥)oh HBV [ C RS, A e A JLA 3 2 % i
G e B T AR P BT A AE X Rl HBV [ B e e R
%, A EA KA R 0T AE KU B AT N BB R,
[ERCAVEAR e

6.4 HBV JEFM e S SR S

IR AR HIX ) HBV &G A B, HBV FEHF AL
C Ml B AU, xPedE M. B i 6 HBV
SFEHI S HBV B9 C, F1 B, AL, Ho
Cy 15 91.7%; Ji A M X C F PR 10 Ay J g R Bt i3 140
VT iR IX Y 78.9%1454 4 HBV R SMERR G, BEE
K HF4 i HBV DNA B H A SE 2[R, I8 AR —4d15%
0 2 BELT 2 W 38 1 C 81 70.6%, HAE3EAY C FEIA
T L 051 S 2 s T G e LU A S 40, 5] HBeAg FH
PR BEE, A B4 L 2T 1 T 5T e B D 2k
HBV C A 1 90%7, X — 71 # B HBV C LA
AT i 5 5 T SORE B 1% BHLIBE 2 P74, 5 — T T
WiEIR, HETRATIE F A 25 8 = A i AR
PEPUR(BT-HBs) 2 B RENE 5 2 Hh Al HBV C & AL
SR A7 AE— 52 A BE )47,

FEWATH HBV S ag A A8 22 B A1 C Y,
WRSE E K FATH HBV JER A R 22 A FI DAY, fE“a”
PR A 77 5 — S IR P 9 i 22 F 1S, g
PEBCAR TR A TR R 67 B A URR BT R = g 7S )

%, HBsAg A E“a yili e H o i i E 2 hi R
F W FLAE 1986 4F, *@ﬂ#%iﬁi%%#ﬁ
n%%ﬂf¥£AWWﬁﬁ NS N IR

\ﬁ}ADWEADR,ADYEHIZZ13ZBﬁzm_mﬂ?’
Wﬁﬁﬂ,zﬁ%%iﬁﬁ%%ﬁ%ﬁ.%ﬁ,ﬂﬁ
IR 1k 16 A DL 380 76 A () i 5 256 D 28 o a0 S R A7
B =G4 H 22 5 0 LU G, (EAS oG, i,
B2 B S A T 5% T AT 5 bR N B V5 B 1 A1 25 5 %)
—> B I C ZER B HBV #0430 5((HBV core antigen,
HBcAg)H) HLA-A2 [RiPEAY CTL #f7: HBcAgeo-es,
It H M AT & 9 HLA-A2 BRI Ef CTL 2 i
HBCcAg 507 1, TERRSEERIATHY A Fl D FEPH A,
AR R R I 27 00 VERER), 1Mi7E 3 [ 0 2%
e NFE, 93 3% EERR SR 27 ik ICRSe ATR). 1E
I AT B HBV-B, C 3 PR BAE Hh A SR e
ATRES A Fil D SENAFE 2R S, #E— s TAE
H il IE e L5 = i 17

SERCHY HBV kL i Y HBsAg AU 45 1 i 3 Fp ik
HETEHHAES) . TEAMMREHOLAR, BE)
CAERR RN TR R 2 Emh S AR, 1 M
AL 2 N B PreS1 il PreS2 X & A 42 & H 1 PT
R, AT A 0 7 UKL AT 20 i 25 A 5 47 05,1,
B &AM EsRr T 415 B 4iifibt
JR A, BRASIEGRXT S MY, SR S AR
TIPS sk PreS1 Fl PreS2 IX ) 2 T2 1 2 15
5 R BALRE BH T JC O OG,  H A e = 4K 4

HBV S H: R S9N Ry 55 G 2 e DI 51400,
ZHE%E%@M%M%WmWHBVSEWﬁE%

REAFAE T HESER N, a8 i S e e R AL Ye 2 jr LM
ﬁ%”t%@%%%%&??%ffﬂmvk%@ﬁ
YeH B L R H AT, AR R T — B P o R A
i 78 S 14247930 (L e L BB A o e 1 i 48y
HNBE LG 2 P FE AR AR 5.6% 8k
RN e, HRTHBV £ S HEH “a”th & 7 19 28 5
FFAS A 3 SR ) R R IR, K U e e v A
HBIG FIRESHIRETE S RS, A EMNELA
YT 7 AR S bR I e S AR S bR T BB R A AR, A
BUBEGAE 30~50 AFJE AR SRS R L E AT R A T
ek,

6.5 MLiPi-HBe FHPEMI X
TEHT A L FD 2 I 1 5 B — 5 Lo 9] At PRI
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Pi-HBc PHEIPH34756-581 - 30 {1148 3 7R Ho 5 BA B v it
ML 402 BiIXT4, & BUAIHT-HBe FHTE 27 #, H
19 1l 75 7T LAKS I 5] HBV DNA 8 H- B 1 6394
JLERFRER R F 7 20 % B Bt-HBe B, 4 5%
e HBsAg FHPERY, 4783543 BT Ht-HB e B A

A REFE AR HBsAg PR . E AN —LLF 5%t & B,
— YL B T T -HBe A9 ft AL 0l 2 H, SR FH = U
PCR ik, o] DAFEH My rh sl ) HBV By LA
BEPO e, T RATRH-HBe BHEE, =N e
iy 1 2 A A R

RPN

B O I S

[NV

22
23
24
25
26
27
28
29
30
31
32
33

34
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Protective efficacy against chronic hepatitis B virus infection after
neonatal hepatitis B vaccination in China: A summary
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Transmission of hepatitis B virus (HBV) during the perinatal period and in young children has been effectively prevented in recent
years, with increased rates of coverage and timely immunization of hepatitis B vaccine to neonates in mainland China. Prevalence of
HBYV surface antigen (HBsAg) and chronic HBV infection in children have decreased both in rural and urban areas. The incidence of
hepatitis B and primary hepatocellular carcinoma has also been reduced in children and young people. The effects of immunoprotection
against HBV infection were found to last for at least 20 years. The presence of immune memory was associated with titers of antibody
to HBV surface antigen (anti-HBs) in young children vaccinated at an early age. Results from our recent clinical investigation suggest
that a universal booster immunization is not necessary for children and teenagers after neonatal vaccination. In this review, issues
arising from representative vaccination—coverage areas, including Qidong, Jiangsu Province, are also discussed. These include
immunoprophylaxis failure against vertical transmission, low or no response to the vaccines, isolated anti-HBc positivity, occult HBV
infection after vaccination, and the effects of vaccination on HBV genotype and mutation.
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