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[ Abstract] The hepatitis B virus (HBV) is a liver-loving, double-stranded, circular DNA
virus. The prevalence of hepatits B surface antigen(HBsAg)in the general population of China is
approximately 6.1%, indicating a large base of HBV-infected individuals. The infection rate of HBV in
the blood dialysis patient population is significantly higher than that in the general population.
Kidney transplant recipients, being in an immunosuppressed state, are susceptible to HBV infection,
and previous HBV infections may reactivate, affecting the long-term survival of the recipient and the
transplanted kidney. To further standardize the diagnosis and treatment of HBV infection after
kidney transplantation, the Transplantation Branch of the Chinese Medical Association has
organized domestic experts to develop this guideline from aspects such as epidemiology, routes of
HBV infection in kidney transplant recipients, indications for kidney transplantation in HBV-infected
individuals, and the diagnosis, prevention, and treatment of HBV infection in kidney transplant
recipients, in order to help kidney transplant professionals standardize and optimize the
management of HBV infection.
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fi it S T A L ZURIE L 2019 4F A Bk — R HE
b Y R 95 B (hepatitis B virus, HBV ) JEL N
3.8%, RZIA 2.96 {18 ¥ HBV L, 2 150 J1 4
K HBV e 5 Frp P R F P 4 X Ol HBV 34T IX
B, 2019 4F — B A REH HBV &L 55 5.9%, 2
L1621 P HBV & YL &, 29 14 J7 Hi & HBV J& ¢
H o MRS, 2016 AR FR [ — HE S BUT AR
18] 1 J& (hepatits B surface antigen, HBsAg) Jii 7%
299 6.1%, 18 1 HBV L3 0 8 600 J7 4. Il #g
BT Y HBV B e B P i Tl A, X
ZRIE i (B A B S IR AR 22 0 I A
WARENTA R, HRIE BoR AERE N R T HBY
YA 7.3% , MM Xy 7.4% . TEFIE , 5 AE
¥ o HBV Z2 ARG . A RHRIE B,
PR 2 2R 3 5 o i L AR BT 5 JF HBV SR 2 0h
11.9% . HBV n] i i B A4 5 12 46, B HERS AR
J5 24 B AL T S e M RIR 2 I, HBV L AT BB % A
PRI , PRI R0 2.09%~9.6% , 38 I T B8 A8 ' it
P A8 I 5 1 R 0T 240 e i 2 ) RS, 52 i
FHLE RS2 5 A TG o DR, SRy B A
' MEFS A 2 45 HBV UL Y2 W NG YT | rhAR B2
S E B S HAENA LT K T B
FEAE 32 HBV B 1 AH S HIF T I R B i R 52 B Y
Fenh b, 2 ZYONHIhE, AT TAER , LA
Bl R B2 U S - b T )5 2 W AR T 5 W RS AL AR
S HBV IR YL

— FRRIE T

AT A [ b s et B M 5 Em AL &
(International Practice Guideline Registration for
Transparency, PREPARE )b LA g RGE v A
7 : PREPARE-2023CN835).,

1. I PR 0] 30 1) e i B o = T AR A% [ N A
SR F 48 e AR T X b X RE A S R
A W KRN I % 14 TN 28 B I AR [ O i G
TR NS, 20 [R) 4 ) A e R 2 BUHE e
T AT B 7 5 1 16 /1 Il PR [P R , 32 2890 12 B itk
RS2 HBV i A DERC Ty AN T 45 7 T o

2. UEHE A R 5 0 e - R BRONHE T 900 0 R 4

5 (population, intervention, comparison, outcome,

PICO) 1) Ji5 DU X6 49 A1 I DR ) R A7 4 R, K &
MEDLINE (PubMed) . Web of Science . Ji 75 % {H %k
s B 55~ 15 R0 o L R R St T, e A e e
R GV R 2 A A b, B PL X BRI 5S
(randomized controlled trial, RCT) .3E RCT BA %1 #ff
% s B8] XoF HECBIF 5 45 2 AR %) TE B 5 4G 2R ) 6L 4
HBV 5 RER AR 27 4k A 85 16 T 40 i 98 55 .
JIT A7 25 AU SCHR A 2R B ] 2 1978 4F 1 H % 2023 4%
7 BB SAESCHR, R R IE T R b o E
o GEMUEIER R T , d I PR ) Hh MR 5K
ZH 8 G R PR A7 B R 4 S IR 3 i S B
SCHR , 1 2 20 A7 BRI PR ) 8% SCHR , 5 L
VE S5 PN SEA TR, WNAEAE 43 8, D)3 2ot 3 [ 358
SR = RS

3. RS o G FUHETE 98 B 0 9 - AT R R
2009 454 R A UEHE 55 9053 AR ZO0 HE A 5 LAY
SCRPUEHRAREA TP, %5 43 TC k408 S 4 ) PR 1)
L R & R IR 2855, B i T % A iy 4
HFREM(ED.

R RHE R RS I i 5 4778 E 23 2

AR GERAF FARfiig

A la  BEHLGIRAFSE 09 R S0P
1b Z5RE XN BERLAT IR 5T
le  BoR“AEICHN” ATATIEH
B 2a  BABIDRGR I R G
2b  HEABASIBFAY
2¢  HTERELRNNIR
3a RGN HEBEST I RGN
3b ARG RIS

C 4 BRI AR A AT SE RN
% B oY
D 5 RFENW

4. HERE R LT I 255 5 SRR L K 3R [
HIERS FHL A HBV e BUIR 45 N K, 45 T A4 2
T IR E B IER AT 52 ¥ HBV B LSY T T 42110 19 %%
AR o A LA RS AR 58 I iR
G e R e dy B B A S HA EE AR
B A AR Z R 2 B RS AR H
S A5 T WA R BEAT I A, 5T AR R 28 A
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. \HBV (105 RS H R YL iR 12

HBV J& —F g I AUk FR Ik DNA 88 . 7EHL
T, HBV B 1 13 R W = R OR [ 2 9%
BEMIURL , 23 591 A K ERTE UKL | /NBRIE J00kE RN A4S T 350
Ko HA AR BRIE Wk E A R v, R R
HBV J50kE , 1 FK K Dane J50KE, T4 K 42 nm, H A
SR PR A B . AL R A 5T L 7 G
4 A BB P 2 B, v A B R 1 4 3 HBsA g i 75
U AL 458 % 0 3 T Y A 58 B T HBY AZ O Bt R
(hepatitis B core antigen, HBcAg) Fl e T )i (hepatitis
B e antigen, HBeAg) , LA S A% 0> PY 5 ) A4S DNA FlI
DNA 2 5

IR B R RS A AZ H HBY £ R AR AT
HBV 281324 i i (46 Bz ik A ZS B /NEY 43 )
PRI . BN 320 20 0 RN R 2 A% 488, 04
S A 2 ™ g O A ARG U P ML L AN B
() BE A QIR EATC R P AT A

B AEREAE AR 5 HBV PR30S i W 7E fE s P R
4G : (1) B 28 Bt CD20 5 5 B A OFI| 2
BB Sb M AR A0 M ER 2R 5 (2) BU-HBs FIPER
255 (3) 2MEHERF R s 5 (4) ABO I BYAFH A S AE
%o HBV BB Ik 3 2 5 (LB HE A HBV Ji i
S IV A7 7 R e A

= B HERHZ A HBV YL A2 W

Il R 180 R 1 4 {7 5 2 W JE A5 A 2 4 v E
B % # B HBV & 3 507

EFEER L E TGS EEH T S
% # ¥t 4T HBsAg., #L-HBs. HBeAg, #i-HBe #7
¥i-HBc ff 2 , W 2 4 4-HBs [ 14 & b f 3 — F 1
M HBV-DNA. (% 58 & A, IEHE % & la)

HBV 5 8 2445 i X 12 W HBV B Ay 240
{8 , f14% : HBsAg . Fi-HBs . HBeAg . J/i-HBe . T-HBc
FIHBV-DNA

HBV BYESCRZS AT 4308 12 P HBV #540IR A
HBeAg FHPE M2 P 2 BT & (16 sl P98 Pk 2 B BT
R) ARG I TE HBsAg #5417 IR (HBeAg BTEIZ M £
R ¢ BB v HBV gy A Ak AR A2 1 At £
W45 12 Wb 0o AR 2 DL 1 & I R Bl
TGFE R (2022 4E ) )M,

1175 HBsAg K AFAE TG (1 I, 2L
TR HBV i 5 56 1 BB I3 436 4, 7T LT 2
PERF 2 42 P I 496 5 JCIE R #57 # o PT-HBs S
HBV 1R 5t A i, R HLAR X HBV A7 e
REST, LT R R BEAE HBV B sl 42 Fh

HBV )5 .

HBeAg J& HH Hij C & BP0 15 29 1 22 40 i
A, HH K 5 9 B 0B LA B B DNA 22 5 il 11 74
KA 3, H I HBeAg FHE 3278 HBV 7E4K P &2
TR R, A 0 A P, 2 L2 BT IS )4 s i A o
WS B IR . Bi-HBe FHPE R R T AR —E 1)
P71, HBV & Hil 68 J1 055 AL Qe M FEAIR

Pi-HBc J& HBcAg I 45 5+ M PT iR . HBcAg &
HBV A FEH H , AFAE T Dane FURAZ Uo7 F 1
i HBsAg JF 8 5 , — AN B3 T R 2R, AN %)
TE ML HARS BSOS VR BRI 5 1 T-HBe 7 AR
FLT B R FREEI R o BT-HBe IgM FH P 3 H
ARG U P27 HBV Ab T & il B B, HAT o
AR YL E | T HE-HBe 1gG BHME 4R 75 BEA: HBV J2t e,
I A B B

HBV-DNA A] B 7 B g 2 13 op i 30, i 2
PRI 5 AT R B, — AT LA 2ok 3R B S
(polymerase chain reaction, PCR) ¥ 52 i} ¢ ) % &
PCR (real-time quantitative PCR, qPCR) &%l , £
tH HBV-DNA BH P2 HBV &2 i AL Y o f vl ¢ 1)
fEhr. AR HBsAg R il n] LA A H 4 K 24 HBV
YL H B B MR (HBsAg B #4:{H HBV-DNA
PR AT 2 R A HBV-DNA SEAFRE . 575 4h,
XA ) HBs A g FHE B35 R & R A807) qPCR
J7iEHE T HBV-DNA K I AT Bl T4 1 25 20 7Y
B, LUE SR H R #E AT B R 5 =

AR 1042 N S £ X 18~70 2 AHE HBsAg.
$1-HBs , HBeAg . #i-HBe fl $ii-HBc Y 4 [ i 2 R
W, 2 [ e ELNAR s LU HBY i 2 5

VU HBV L5 B RS AR N TIE

I PR iE)RE 2: HBV & ¢ & 2 O AL JiT % B 2 &
HUER B S

W B M 2: 4 % HBsAg 7 (5 ) HBV-DNA [
MHEFFERELERENTERFEEETR
EWNEFEATHEZEESM (BEBEAEES
K 1b)

1 P SR e B v L2 e i 2
e M . BEE % (R ) 25 LY (nucleostide
analogues, NAs) )32 i H , H A7\ A 12 #: HBV
RPN SRS AE B A2 3 1 10 AR AEAE R 35
A1 % HBsAg F1 (8%) HBV-DNA FHPE , 76 2k 52 B
FEAF e o 57 B I 1 I FH i 2% ARG 24 NAs [ B
F (entecavir, ETV) 5% & 5 g N By & 5 18 6
(tenofovir alafenamide fumarate, TAF) ], 72 81 145 M
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HBV-DNA & & F HBV IfL75 55 7 2Fbr & . AR
D7 5 I VA 8 3 N T 0, A O 7 i
CT LIHEBR 40 i

HBV YL sh 3] (HBsAg FHVE , £ HBeAg BH 1
5 HBV-DNA BHPE ) 9 35 52 135 BR , 4% Je ko, 73X
PG OL S W2 00 & 28 LURA S RS AR T B0 25
TRYT, Fr A IR H D Re RS e 5 PR A T
PERSAE

LR B R A IF HBV A O 2R W B
H L EAT AN PEAS AR TSR 2505 , AT 2% e A7 B Bk
GHAE

B ER AT HBV B A4 1 B

(—) it HBV JE& YL B PEAS 1 HBsAg FHPEAL
SRR R

Il A i) @8 32 4im {57 3t 2 By HBV R 2 1 DL AT
i 27

HEFEER 34 % 347 L F HBsAg,
#-HBs, HBeAg. #i-HBe. #i-HBc 4 Ml , & # 45
#-HBs [H M % 4t 5L 3 4T HBV-DNA A& Il DL iF &
HBV R ZE M (EFRE A, EFEE L 1a)

B JUE RS AR AR B0 HEA T HBV 8 25 27 4610 I B A
Bt HBV B YR L3 Al S K 8 . HBV
I 75 95 7 27 A% a2 ) AT HBV-DNA 2 3745 ik 3% HBV
VB2 CR NN 1 B BN (= M B 2 = e o A R 1 R
Pi-HBs BHYERT , LB 145 HBV A9 AT e M AR, oAt
5 0 U AF A6 [ B2 R 0 A% B KU A xt
HBsAg. $i-HBs . HBeAg . $ii-HBe F4ii-HBe 1) 45 Il
SR AR 25 LAY HBV i A S w2

Ilf PR 18] % 4 : HBsAg v (2 )HBV-DNA [ {4+ & fI
& HFEHBY B E R R? & & T A A k%
BB 7

HEFFE W 4: HBsAg A1 (3 )HBV-DNA [H & & I
HE—EHNHBVEHE NG, BV E S IF-HETH
B, xotm BEXFE (EEFREEB,IEFEF
& 2c)

EERIS: 57 7 o0 R f 3K %5 3 3k
BEEHERERZE, % EME A HBsAg 1 ()
HBV-DNA [E W, % # KB F K ETV
5 TAF ,HBsAg [ P& % f5 % A J5 7 %148 % n Al HBV
RIEERE G (hepatitis B immune globulin, HBIG)
(& Z B, L% % 2c)

HBsAg FHMEHE A — 5 19 HBV 1% 17 KUK | 8
WIS A4S HBsAg FHVE /3 IR0 #
25 HBsAg BIPER 3281 SR, 76 3043 A [F)

FUE 2 1 07 s [ FH HBIG F (B8 P 55 245
Y11, HBsAg 114 45 145 # #:52 HBsAg FH AL B A
G RAFSE R . % Hi-HBs % £ <100 U/L 1 %15
L EEBM S AN E RS S #H 2D
FE A S5 AT 6~12 4> H P9l 38 %00 NAs -5 8 N F
HBIG"",

B P — 00 R B AR B rp s F 5T B R 2 83 4]
HBsAg WIPE 32 T HBsAg [HME 35 AL 5, 75
5 5 it AR i L 4K 72 4% T HBsAg A HBV-DNA 7K 3%
DL 3% 35 REAT HTHT-HBs 1% B2 /K PSRk P s s HBIG 76
BHIAT SR 4G T2 000 U, PR 2 29 ITEAR G55 1 K
FEHG R o AP RE T 36 A H R, R A 2 4
(2.41%) %24 HBsAg BHYE (HBV-DNA A , 3 2 6]
ZHARFIP-HBs BATE .

73— WY w65 5252 HBsAg FHAEfIL
MHT-HBs [ 24, tEFAR Y KRG 1~ HAT
HBIG, H: 7 il 5252 HBV-DNA [ 5 ) 52 % 45
J& 45 7 HBIG, 48 %5 3 4 A, [a] i 48 £5 H 0K e
(lamivudine, LAM) FT i 6 1~ H 5 F 2 B /5 30 4~ H
Jei FUA 16152 3 HBsAg 75 FA , (H 3G FF30 45 504G
] HBV-DNA"™ . 48 13 FH HBIG F 0 75 19 bl
TE B WERS A A2 5 U A Tl i 45 28 A i
FETIB 7 AR RFER T -

MR B AR S: HBsAg A S5 H 2 67 EZ
HT HBc [H 112 HBsAg [A M oy {4 157

HEFZE I 6: F0-HBc [H 1 F HBsAg [A M § &
4 HBV 1% 3% 8y KU 51K, 3 3 78 xT KU An gk 45 o
ANEM IR G EFZE TR ERE, FRA
HBsAg [H MR 2% HH (B FREB,LEER
2a) ;I # B &K 14t ETV & TAF 7 17 % A 24,
H1-HBs 7# £ <10 U/L# WA A & 7 3 5 F HBIG.
(HHEEC,LHEER)

A HEF IS HT-HBe BHAE 1M HBsAg B4 , 7T RE
oIt BE A Y HBV JF C A, sl B KB 1
HBV JEge , ki # Je 8 PH I, 2R L 5 28 B 4 4% HBV
B XURS: B fiK  — T A 7% 9 00 R £ A 9% 19 3R 4 45
WU R, 7E 1385 Bl B2 &2 Pi-HBe FH M 4L 1Y
HBsAg B RS AE 32 35 AN 45 1] (3.2%) 52 & 1 1
B HBV ML 1R bn i W) o AR IR
T 32 3 BU-HBs R 25 151 B 5 it 1) 52 ), {H HBsAg
BRI 0.29% , HAEA IF R IGIR R . 78
HBsAg #5822 & v, B A AN 2 35 1) IR &5 )= 9F:
T A, —TORB B R, 5%
Ht-HBe B ML B 1Y) 32 35 A 1L, 3532 Hi-HBe FH AL
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B 32  P-HBe I 2 5% 3 & A2 R & (P<
0.002) , {H P £H 52 4 1) HBsAg BHEL RAH L, AR T
B P40 B FH 24 1 S AR R i 1) H R AS T 2 L (R
40 FIUFR OIS KURS: E 2 AR B Al s R (124
H W) ,ETV A1 TAF 255040 NAs B 75— e 0k g
FFIGIRSE B . H AT FHEZ2di-HBe FHPE LS
) 3% & W HBIG M B A B, M N iE X E A
PL-HBs 132 # & B A 1, Rl & 7E Bt & HBsAg ]
PEFTHBV-DNA BPERGIE AL T2 3R E
J& HBV i KU i A7 X, HBV JEe & 3L 80K, if i
Pi-HBe FHME A5 & 22 fE A — 5 W B & P HBV
FERE IR . R, I HBIG 7] e A 352 0 96
BT H XS HBV AR 7 Az 2 1 HBsAg B4 B JIE RS A
ZHREE T

() B R Z E ARG HBV 37 & B
SOFTPES

Ilfs B i3] /B 6: HBsAg [A ¥ % # 4o (T 347 = 21
HBV %727

R 7 46 F H1-HBs A # F7 HBsAg [A 14 &Y
B A S R R R AT A HBV R B A R E
A 4i-HBs 7 B, 4 R R & & ¥ BLA T S
R FE 308 (G £ <10 U/L) , | 8 4 4 0/ n B8 32 A
M HER S E=100U/L, (##F R EB,iLEE
%% 2b)

B RS AR A S5 HBV BRY (14) F Bl 5 s 75 AR 45 2
FHBV MG A5 BT o a2 A8 F Bi-HBs BPEFI
HBsAg B4 , S 7] fig 76 AR Hij 56 i HBV J 1
T2 R S feft P g2 91 o 7] 25 5 B0 1 N 25 R
FEAANPL-HBs 17 B WA T B o S8 MLy R4/
Jei , FUA 24 50% 1 I 02 B SR R 21 209% 1) B
M2 & H B P P HT-HBs W (510 U/L) 2,
PR L A U FH 40 we 3 FP 7, 7E O 1R 6~ H 34
R [R) A IR 45 250, 58 K HBV RE 1 27 4~6 JH e
K I 40-HBs % B o It R s 30 W I Bi-HBs ik
B, PR AR B v] RE R G B R HERS T R . AL
I BE<10 U/L, T LR S $E A0 HBY S ity . 4538
WA R HT-HBs i B >10 U/L & B A 4 ey, (B 4
REDIREAR T 1 B IERS AR 32 35 1 S s i iR 25
P, 4 Hi-HBs i FE <100 U/L I, B IE R AH 32 3 (04t
AT AR A S TG, BRI, R HBY A g 2R
/N BUAE BT-HBs 3 B2 IR T 100 U/L B B 347
SRR

IV PR 1808 7 : = % 4 A M X 475-HBs [H M A
Hy 47.-HBe [H 7% EH HBsAg/HBV-DNA [H & 4 # # K

& &% 7 HBV B iE Ak 7

HEFEE N 8: fi-HBc [H 4 F HBsAg/HBV-DNA
MHEEEERBHEARERETRENRRK, —
AR EZTRETNGAG EE2PERELIERA
U M HBsAg A7 HBV-DNA, (¥ % % % B, if 48 %
2% 3b)

B NER A A 5 HBV 37 & I 48 R 41-HBs S
A ML 75 24 bR R 0 I H HBV-DNA B 5 78
B JE 7% A R J5 HBV-DNA i BA R %% b BHE , 58
HBsAg H1 B ERE R PR . B IER A AR 5 HBV HH3
15 45 HBsAg [ B HT-HBe P 35 75 B E RS Al AR
J5 HBV-DNA # Jt 28 F+ & >10°1U/ml, 5% % 4
HBV-DNA BH M35 5 o0 FHA , 5% HBsAg H BHPEFE -y
P

$i-HBc PP H HBsAg [ AT g8 2 REA B L 1)
WS o BB DR ST R, SR APT-HBe FHA: 1) B3
(FEERAEBT-HBY BT IRYT ) B IERS A )5 96 75 Pk
T KUK (<5% ) ) A L2 44552 B IR AT, —
M AT AN 2 B R ST 2 (H AU ERS AR 5
SEW W HBsAg F1 HBV-DNA , B E B4 14E,

I PR 1) 7% 8 : HBsAg A 1 {2 470-HBe [ 1% % 3 %
T M IE T B T4 M i HBV B & By K7

WFZE I 9: HBsAg [F M EH1-HBc [ % # &
Z 30 CD20 % 7 B AR T KA EAE K U E
i ig 4m fe 3k B B F BT 2 B % 3 n HBV B g i
R (EFREAEREER 1a)

EEER10: R EHBV R L 2 FAES @
697 B B BT DA HBV 3B 97, 72 b3 4k 40 )
B EREN A EEFHHBVIETE P 6NMA K
LA 4T CD20 S 3¢ [% 370 1K & RE 48 #5350 HBV 6 57
ED12AH R BT HEE3ANA RN — KA
oy ft HBV i ¥ & & #4710 47 7n HBV-DNA ., (#f %
BEJE AL EEE S 1b)

Bt CD20 F vE LA FF 2 v e 39 o B2 T
ORI SE 00 IR JE AR > 10 me/d , FFE2 A [A] >
4 J8] 5 i ) Sk S RGN R TR JE A >20 mg/d, FRESL
6] >4 J& ) RN BT i B 20 At Bk 2R P S 88 4 0 e
HBV P30T 18 KRS A ) 136 20 1 2 B e 1 4
Tl A Se s R NAs 697 g 3 PR AR
HBV F- 3800 1) & A 38 78 45 52§11 CD20 5 5 B4t
UNEEE DN Evi YA E RN, () R R
o BE M RIIE T7 45 5 R Ak e 4k R UR 2 1R )T 240
6~ A, Horp i BT CD20 2 5w B4 1A 2 ) 7 4+
2012407 WE 5 34 A KD RE VHBV ILE
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W TEAPRICHY F HBV-DNA 4

ANV RS AEAR S HBV I8 1) 45

(—) B HERS AR AR T HBV 35 A S/ P80 1) Wi
MANEST

Il A 1) /L 9 : 4n {7 i 0 I % A K 5 HBV 89 F
WE BT R R 7

EEERIL: AN A HESEE 1 FNE
34 A #3 1 X HBsAg %1 HBV-DNA, M, 5 4 6 4~ A
il 1k (EFRE D, IEFHEELS)

HBV BEYL 14 1 B R AL 52 8 LT 1 AU
S UL i R R s PN RS A R T . RS
FEAR G 2 RGO HBV 114 P30 3308 A& SR G IR
KR shyTREEIR YT, 7T LA &Ml HBV & il , Ik
A2 JIF 440 i 4% 1 YR B AT 2 4 Ak, SiE 28 sk 20 T A
b A0 g DL R LA I R RE Y A AT
e B WER A 32 38 1) A 16 IO I 4 AR A ]

Il B 18] 8% 10: HBsAg 71 ( 5 ) HBV-DNA [H £
JIE % AE % 2 5 HBV 36 57t 5 52 i J8] 2

W2 0 12 4% % HBsAg # (5 )HBV-DNA [
MERESHEXEKPTRFRT (RBEEEA,IL
FEER la)

— I — AT R TFR I R SRR A T
D7 BEVTI =124 F B2 1 2 B 5 B, ]34
F HBeAg % 5 152 NAs , Z5 39007 s 18 4 2, 28
JHF 98 W 2 27 52 R R PR A2 & 1) SRR R A 3243 5
64~ H B 449% F117% F1 12 4~ A 151 63% Fil
35% . B WERSAE A7 R AL T A B DR A
437 HBsAg H1 (5F )HBV-DNA BHE H 3 AR5 75 K 4
fifi I NAs DLAERE HBV (175 BRI By 1k 18 4k 2, 7Y
JH A By J

e oS 120 858 112 ' 7 M % & A4 HBV 37 & K
S /BB TE RL A AT R R R AT 2 4 7

R 13: A WARIESE G R
T R ik B AR A % 40 1 58 DL RO D B R RO &
Wy B B, fE HBV 35 20 M R % 30 1) 8 & fF B
CD20 3 5 & Uk (35 5 o & 1) & 0 T 3 & fo 4
Bafgsmfpaksm A% ([EREC,IERFERS)

"I G5 00 ) 24 245 ) A6 0] Ao 2 Tl 1R I 411
TR P L S 2R 25 ) I FL S P TR A A R AR
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