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15 2% T % 95 % (hepatitis B virus, HBV) B3 & 4 5
F B, Z B R % BRI SR (hepatitis B virus surface anti-
gen, HBsAg) & e #i [ (hepatitis B virus e antigen, HBeAg) 7
ARGBREARRNRA, XEHEN N RS HRYEHRE
R REF G, B, BaiREREEZ BRI
B LRI R 2 HBeAg FATEFI HBeAg FAME AR M £
RIFF 4N, MEMBRER, TiL L HBsAg £ &2 HBeAg 5
B R R RRULERMEX, B R EZ B RN L8R
WITPHAEREEEM, 4%, HBsAg 71 HBeAg i RS JU
BB MR TRK, fEEam L, X EE e
FREW HBV WRAFEN A SHIGEHERRE, 8%
PG BITROE M BB TR R,

1 HBsAg E R A AEKE X

B Hi, i K B T HBsAg B8 B &l £ % L2 RO
PP RBEEAR (FEHE A A Architect B Axym, FRAAH
RHBsAg I1 & B & ) ) , H 4 @1 5 B 5 0.05~250 1U/mL, &1
brAERE BEEE B 3R B W LA E 125 000 IU/mL,

ERB T2V R Y]  HBsAg B 5 HBV MR & RILM
DNA (cceDNA) 3, B B — E B F R FE
EHKEREZE MEALSFREAELCBEEMAX., EX2H0K
RO FTIE 2 B A T IR M X HBV &R 3k 2 5 18 97 T 00T
Rk EREEL,

B —BRAIBARGTFNT 8 AEZRZ _BETH
FIGIT 0 HBeAg FAEBMHZ B R B H RIT B w, FHF
BAUWE Bw) M HBsAg ERBRMGER, MRKRTEHEE
HBV DNA % B, 2 2 /5 5 4R A R ¥ 4% 5L, T E DNA K F B¢
R R A R A AR R 2 4, W HBsAg /K T BT
AR EERERFERBENENER, G577 12w,

T3 75 $idfs

HBsAg F B 0.5 log IU/mL &Y FA £ BUHIAE b 89% . BA 4 Tl (L
H 90%, 7597 24 w if HBsAg T F#& 1 log IU/mL &9 FA ¥ 51 84 {6
2 92% FRYE T E K 97%; T H @1t % 3 6 HBsAg B2
F W5 8T X L, HBsAg 9 T B #1 HBV DNA BRI R R H A
Y,

—TAREHE © BAAT 2491 4
HBeAg FA ¥ 8945 AT 58 {918 ¢ HBV B3, 51 3 HBsAg 89
AR R R SATRTBEE R R B, K AL B I HBsAg &
Bk ] T 26 8 F HBsAg WBAFE . IR A4 8f HBsAg
T B KF/NF 100 IU/mL, W 44 3L HBsAg BA%E i 4 X fs [ B
{H% 10.96, 10 R B & HBV DNA BHH A M B B & 5 &
0 10 4F HBsAg 1% B 32 iy HE 8 BE 43 51 2 89% 1 84%,, X IRBF
FKiLHAT HBsAg EBXM FRA#THABIRITEENE
H Wi A — A,

FRITHEE, —TBR © WAT 59 6 HBV &3
HIV B %, Hb 36 6 HBeAg P ,23 # HBeAg B 1,
HRUBEIRFRITTEREEEL W HBsAg % , BAHF
HBsAg E R REBRFITE HBsAg HEMERE, XWMBIREHA,
*t FH HBY I B %, HBsAg%E%ﬁzﬂJ HBsAg Il 1§ % ¥
B EEIGIR, B A —TABFZ S 20 618 FI SR B RITH
HBeAgm&@ﬁaﬂﬁﬁﬁﬁﬁﬁﬁxﬂ? 7l # % 31 HBsAg
E B2 HBeAg I i F e W EE MM IEIF,

2N HBsAg S8HEZ BT RMHEHTHBHRE,
Bl - WBRACRSE, MR AEE AT S KBS HBsAg
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ARIBERRFARARNIRE 22+ 8 , KA BIFA 4%
T HERS [ 1515 90% LA I, T ERlSC 5 b = 8] ,HBV #i 3L 68
T T AU A, B T AR AL AR, 3P A M SR (R A
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REMEF, o, EH —8¥EN R, 5 HBV DNA KF
HH H. ,HBsAg & B A 3 B8 F 17 0 R WL AF 1 cceDNA K, i f5
EHNERTERE LM EERTHRN,

H AT R BT 5T % B0 HBsAg A9 B I 76 3 I B8 5 9T T
ERAREFETEHAERS FHSRERRAEREEM
X%, EEFREBTF MM A HBYV H 4k F, Hit, HBsAg &
BERMANRE DRI R BW R, BEX FRBITH
HBV 3 8 5 H/5 HI W7 49 B AT 1645
2 HBeAg EREINIEFEX

HBeAg E@MZHF R AR P AEEEH K50 ER
GMAREIERMES HBV ERSEFRFEHEAH, RiE—
TERB 5T % B HBeAg BT T 4k 9 W 38R 40 M B9 T B,
5k HBeAg XA AT RE T3 T 40 Mah B3, 7E18 M 2 BUBF
BEMBRES HBeAg HARBEEMN -k, HNH
# HBeAg MBI/  WEEHRE R G R R N 52 FE
RIERAM, REMEEZRFRIEHEOHEBIEZ R RE
#F %8 HBeAg A 5 /#4742, Hitk, 5 HBsAg —#%,
HBeAg 2 HBV B P EENREREY,

HAl,HBeAg ERBWHBE R E—WERBEA, X
BRPRABEZORMFETENMR FERESTER, &
Fi #9847 7 PEIU/mL (Paul Ehrlich Institute Unit) , iX # J7 %
¥ FE B9 0.15~200 PEIU/mL, 4 7] LA AT R A U,
Ry EE AN BREMES PEIU/mL € &
PR BRFRRWERER B,

% HBeAg FAEM B Z R R EEHWMEHRPRA,
HBeAg ER B EH NN A XM HBeAg MEH#H ., T H
—TR R, MRERHBERFRITEE HBeAg M T
100 PEIU/mL, B HBV DNA /M F 1000 IU/mL, % # F &% F
WRKIT, MAEIRIT 48 w /5 HBsAg PRI = 8.5%, M
HBeAg Il ¥ MR B &35 149%, MBHRGBRENE
6.7%HBeAg Ifil 7 ¥ # L #0 0.0% 8 HBsAg M K,

BB R @ %60, HBeAg FATE RIS 1 2 BT £ 28
% ,H HBeAg TR F 31 PEIU/mL & , ERARZ BT
REBIFIEH 54%:55 HBeAg M i3, i HBeAg €&
K TF 1294 PEIU/mL & ,7EIRJT G A 24%iA %) HBeAg M 15 %
B, RAEL HBeAg ERTHMBITHE; 12w
HBeAg & &/MNF 10 PEIU/mL, & 53%#) B % 15 8] HBeAg Il
W, e KT 100 PEIU/mL X 10%85 HBeAg Il
B BRI BIKN HBeAg BB EHERME N 51%, 8
Fif) HBeAg SE B B H A TME N 96%., 7ETH HBeAg ¥
57 B AT, HBeAg & B B MERHEE T HBV DNA, AL TEI6 T
il W6 IT 4T HBeAg & B M, 7T W 7 8O R AL 89T
R UFETRENATHRIERINBIT, HRXHH
WHERALSZAREN CRERMEW, BLE LERNRE

TR, ERIFEERNERT  HBeAg & B FE T4
BEMTME,

B2 K% HBsAg fl HBeAg T BEMB AWM Z R A,
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