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[Abstract] Chronic hepatitis B functional (clinical) cure is currently an important therapeutic
endpoint, which significantly reduces the incidence risk of cirrhosis and liver cancer. This expert
consensus focuses on key clinical issues on the basis of previous studies, systematically elaborates
population stratification and stepwise treatment strategies based on patient characteristics, consolidation therapy,
relapse management, long-term monitoring after serum HBsAg clearance, and optimal management for patients
who have not achieved the cure goal, and formulates suitable clinical guidance recommendations tailored to the
characteristics of Chinese patients, providing scientific evidence and decision-making pathways so as to further
standardize and guide the practice of functional (clinical) cure of chronic hepatitis B in China.
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HAERES®H B FAXRFLEATH) L F#E
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ME+TECHBIE Rip & (ki) TEME .
OSST # % New Switch # 5 | “ 2 "4 & | "4 7
TE RO TE %S TALWE R R HE, EX
FEAGRE(ER)ERERDEEFF L RAA
2. fE# E CHB e M (I JK) 6 &0 Y I K S5 B
e PR — 2 B A T e & — 7 5 345 B 4 A X S I AL,
X S6 1] AR 3 T e (I K ) I & B A B R ik LR
WY FEE TG RN AT i
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EArE B TR YN BT — AP R, it
— S e RE SR (ER) BN L E®, &
g T ACF hEEFTHTE, B AMHXAEE K
BRI R T Al KL BEKER, U hF
EICHBE#d etk (I R) e RBHAES T £.

A FE IR B 45 i) CHB 2 86 1 (g R ) i & 2 SO
FLEHAEHERT24AE FEMnF LR RERE
#i B (hepatitis B surface antigen, HBsAg) [ #
(HBsAg<0.05 IU/mL) # HBV DNA £ F % & T [&
(lower limit of quantitation, LLOQ; 1% -F 10 IU/mL) ,
PSR HA-HBs W 3, F B % 0% R 1 7 HBeAg
B4 . WA % # 4 B (alanine transaminase,
ALT) & % B 4k 173 JF 4L R % 2 % I % K HCC Y
KA R, B AT BE & 7 5% 7 3L | 4 3%k DNA
(covalently closed circular DNA | cccDNA) X % &
HBV DNA™?,

— .CHB 2 1% (s )R ) 76 AR 09 L 4

ETHEEELFMELS BT NEWBHKLSEER
s T o L CHB I T A B2, RE YT
BHE(ER) RN IAETEES THEMRS AR (2
Ve & XT CHB 49 AL %1 A R a A0 3 AL 00 & 25 40
R B K T B (R ) J6 RSk e i 3 R S B
KEST A NKTAEFN EXHRFETH
CHBEZ#M AL My (lER) e &ME L, 4
t, A RLEEHRIERE A5 EHE AR, % CHB &
F RO A REART RSB R (B L) #
WZAER, BAED MR KRGFERI S BB
AT BRI ERKEAE(RD) . hEHE K E
2 K HBsAg 7k F (<500 IU/mL) ¥y B 2, & % #] 2 ¢
Pl IR ) 78 &5 18 97 B P ABE R BB IR T HE
4% HBsAg 2 F B 1% A& F (500~1 500 IU/mL) =% E %

R m M (e ot ) B B o st (R
BRKE W EER R (B )BT Z 3 ¥
RAF LA ENEF HEELOCRBELFLEMN
Vi FERT BFWEEE NN RSt B,

(—)CHB 3 1 (Il R ) 6 Rk A K

% (B ) 2 L4 [nucleot(s)ide analogues, NAs]
236 ANBEH W iE HBsAg<500 IU/mL, {# F £ T %
7, — T T # % -a(pegylated interferon-o, PEG-IFN-a.)
R =BT £ 48 A J5 , i ik HBsAg & [ E H
58.44%, [ & F & HBsAg A F Wy 3 — 2F X, 7 1 7%
HBsAg <100 [U/mL A # & | i1 7 HBsAg i [ 2 3 —
FRAZ60.78%", BERAFARLERET, RILFA
#4797 W HBeAg [ . HBsAg <100 IU/mL . ALT IF
W EZ T B P25 A T, 10% Y B
LI HBsAg By B K % ' B 38 sk R 3 SE A
EH(ER)ERMTEX R, EEAKE, FFH
M £ E 4 R 1% # 2 (inactive HBsAg carriers, [HC)
% 48 Bl 2 T PEG-IFN-a th 67 7 £ )5, & &
HBsAg<500 IU/mL #y & & , i1 7 HBsAg 7 [ £ %
60%[95% & 1z X |9 (confidence interval, CI) . 48% ~
T1%]™, 8K # # 2 HBsAg /K F 2 # T PEG-IFN-a
BT B B 7 HBsAg 7 i 8 BTN H &,

H 4 o 7% HBsAg X A F ) CHB & R &
B W HBsAg # % %, 7 86 0 B T 1608 & £ FR & fn
TE £ 4 HBV %% W 3 Wk 2 . i 7% HBsAg #y K
FAEE R BT BTN cccDNA £ 4| #1/5, HBV DNA %
AEHZENE., RAHERT, FEFREFF A
HBeAg [A 14 # CHB & # M5 T %zt & " # A" %
BB AR E N HBY & 5 T4 R N, 3x
B JE St HBsAg IR R 41 T BT oy A A,
22 FRrR | 46T M HBsAg< 500 TU/mL #y & %
H 2T PEG-IFN-ai6J7 7 ¥ 6 (Rt R, &
7H HBsAg AT s i 3 i 7 HBsAg R EH 5 .

(Z)CHB 3 1 (Il R ) 36 & #h Tk %A 1K

7 i % HBsAg<l 500 IU/mL # NAs & & & %
¥ ¢ Jf| 2 F PEG-IFN-0. 3697 48 & i HBsAg & 4 &
A 33.8%", R A, —TUNERFRKE R R, E
% HBsAg /> F 500~ 1 500 IU/mL # NAs % 4 CHB
B8 1t 7% HBSAE ¥ [ R 4 32.26%"™, % THC ABEH
B % % 7~ , PEG-IFN-a. 35 77 48 2] i £ HBsAg 7 fr 7]
A 30%™ 5 — R K Bon T RAE T JE L ML
& 2 M 24 8 B, £ 2 HBsAg 7 500~ 1 000 IU/mL Fn
1 000~1 500 IU/mL #y #F 4 HBsAg 7 [ % 4~ l A
27.3%F118.2% ", — T /N AE AR B M B R 4 R AR
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7,18 HBV R % H HBeAg [l M # 7= 5 & M (£ %
HBsAg <3 000 TU/mL, HBV DNA<2 000 IU/mL) $
% 48 Jil PEG-IFN-a 4115 % 16 /7 , HBsAg 7& [& % 7 ik
51.06%"", k. 4b, — 30 Al B M AT R % HBeAg [H 1 |
ALTE# # CHBILEAF DFH R F BT RET
EERUE., ZHRER LT, KA PEG-IFN-a &
NAs 3437 24 N A, % K HBsAg 7 [ 5 7 1 48.15%,
Ho3F7% % Lt HBsAg & % R 5 14 64.3%, T
TE 184 4308%™, FHEYMILEEATHE
7677 CHBI7 s iy x B &, F i 5 HBsAg iH R &
fAE X, P B o % HBsAg & °F \NAs & i |
IHC ILEXFE#ZEZCHB I BE T o # it
(I 5K ) 6 R By o1 B A AR )

(=Z)CHB 3 . 1& (llﬁﬁﬁ)zé‘@ﬁtiﬁ(%i)ﬁﬁi

CHB &7 FTi8 K 8y | 23697 B A A o 861 (s
K)zé@,uﬁ%m)ﬂ%@ﬂcﬁﬂccﬂ%% Ak,
WX A& XTE T H &% & 677 W CHB B
H AR EHMATERGEE(EKR) EQHE L,
KRFB| LB R BTN BRI ESE
f»%#%ﬁ(ﬁuﬁ%%%ﬁ BERTRSF) B R

WEATE  FWEALS AR, NTE R %

(g R) R, FRBUE A 3K, X i HBsAg
T &S KT R F PEG-IFN-a J6 7
&, Z ¥ LI M FHBsAg F IR, A TRMME R 41
REHARFENEF WFEEE(ER)ETEH.
ExRNERBENR SR EAEERFETERN
AR T, 7% & 5 F 2T PEG-IFN-o i 3697 7 £, I
SE 3 HBsAg 7 [ ok MR 1T 3 & R MR % (23657
208 TR M DA R e,
HESEN1:.CHB £ 24 HBsAg7J(5F—<1 500 TU/mL,
A <500 TU/mL #y &+ THC, 45 & A#F (1077 5 %
MILE)EZ LA EE(ER)ERG AR TEL
HFERIERF AT HE BRRBEREETE
& R 2T PEG-IFN-a #3657 77 % .
WEBM 2% Tt & HBsAg A F AR 8 & 8 B4

BER BN B R B AR BT ek B S A
B F 5% ¥ B HBsAg AT, 4 BU% “fh 3% (8
BB SN B R EE AR,
WEBRS: KA EFHREHFENELE DKL
CHB 2 st M (s JR ) 6 &t & o0 4 2 R 3k 22
REEREZZRHERT, £ K KA NAsFK &
PEG-IFN-a #3677 , 18 3677 #1185 ™ % W,

= SLHLCHB 7 bt (I K ) 6 A Y 00w & 96 77
K s Fu iy R

(—) £ 30 CHB 2 # 14 (I R ) Ja & 89 0% & 8
UES

el (ER) SN EERROETREANT
(% HBV DNA # & #n & HBsAg i1 JE ) | f§ £ 4t &
HBYV 8 % 3% J7 % % 1, WA KT 7 #5527 7 # cccDNA
1 HBV DNA # 4, LI CHB 3y 86 (5 )R ) 76 & F
T Z 47 % HBV DNA £ | (I %k 2t 7% % cccDNA &
HBV DNA # 4 ) R Ik & 5 £ 4 X HBV & %% iv
BRXBAREHNHBAERARTALEN, YT
EHE(ER)ECH A FET T EKREZ U
PEG-IFN-a 677 77 % 4 F 8l , 7 4 4 NAs Bt 6 207 7
PEG-IFN-0, H #4148 4067 IE4E M A 72 B 4048
Bk 638 J7 #y HBsAg ¥ [ 18 T NAs fn fl & JF &/
PEG-IFN-a 76 57™, FH#EFEREHFENEH F
£ Al NAs J7 7 PEG-IFN-0. 77 % , % 1f 77 72 & K M AT R
o HFAE AL & 42 R, 2 3 NAs B 4 PEG-IFN-a 77
ZP HHRR R, 5w H "PEG-IFN-o % w48 t, 7
# PEG-IFN-a 5 ¥ ¥ 9] #f 52 31, 7% HBsAg 7 4 (14%
P 8%) , fB 3% T 5% Bk = 3k 5 3k Ay LA™Y,
SR E AT E LB A EE F B +PEG-IFN-a /4 7
B# % HBsAg MW WPl B Z 8 TEX E ZREE
18 = B 2 PEG-IFN-a . 24 J6 07 By B4, ARES#H 7 4
RIRT, 7 HBeAg [ £ #) CHB £ % # . PEG-IFN-a 1
R A HBsAg K- FTHEEE TREFFEA S
AP, R, X B2 8% NAs i CHB & 4 4 %
/ﬁé“ﬁﬂ}ﬂ "PEG-IFN-o 5 #7  — At X 4 R B R,

Marcellin

R ETS BE BRI 5

i H IR AA LRI ES Pk (B ) Bk
O bRiE 4 HBsAg<500 1U/mL F:4k 500 TU/mL<HBsAg<l 500 1U/mL, #:£kHBsAg>1 500 IU/mL
IHC, JL#, /= fe e S ¢ CHB =10
T HBsAg G FRE  >40% >20% FEG R
W OIRYT SR 7 NAs £ fih il PEG-IFN-a, 7 {; e e 4k T N As A5 25 5087 1A
THC A\ nl i f] PEG-IFN-o BL2Y B GRS
PEG-IFN-a Bt A NAs
HIHR BURAIA BRI R G R EIE MR 5, B AT R

L THC ARG Stk R MU & s CHB 18k LU 498 s NAs AT (AR

1) L0 s PEG-IFN 3 & B TR
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R4 & % PEG-IFN-o. 41 1 /™ F # NAs 5 PEG-IFN-a,
B E & {82 M % F NAs ti /| PEG-IFN-a 41 ,NAs
J¥ % PEG-IFN-o. 21 oy 7 5 % & & % (79.6% . 7.1%)
Pl R E K F(13.6% L 1%) A B EAE, A TR
697 [ 4% IE 8 H (odds ratio, OR)=15.04] 1 HBeAg
PR A (IRIEOR=643) 5 # T2 Al KRB X B #EH
X, N BSR4 HBeAg [ £ #y CHB & 3
F i iE A T NAs B & PEG-IFN-a 47 7 % . H Al
A 5% B SR Y NAs Bt A PEG-IFN-a & NAs 5 &
PEG-IFN-a %7 £ AR F LKA ER#F—F T
TREHWFERE FEoWHE SEFLEEREN
FHERE RRMEFRENNEA L 2WTR,

BEAE ) 8 XA B %, # % PEG-IFN-a 3697 B
IHC % #% HBsAg ¥ & ¥ B # & T & 1 1 PEG-IFN-a
W97 4, $& & IHC 75 & £ Fl PEG-IFN-a 36 57 7 &
% A, H 1% (G )HBV DNA # & R & 4 HBsAg
HRESLT A",

BEERA: "L X L#H"CHB &% ##F1L
45 % B 7E NAs #2 _+ fim A/l PEG-IFN-o #3677 % ¥ ,
WFE S IHC A # ¥ £ Al PEG-IFN-o ¥ %
PEG-IFN-a Bt & NAs i 57 18 4 £ 3 o 66 M (15 K ) 3
oy R

(=) A T % K PEG-IFN-a 7877 oy &4

PEG-IFN-a j4 J7 48 J& 1B 5k % /% i 7 HBsAg i [&
iy B A4 %K PEG-IFN-a.J7 42 7 3 fn ifn 7 HBsAg 7% [%
(B H AR R B 6 e R (2022 4F R ) Y E L
PEG-IFN-o A 207 2 4 48 B, W AR I F B Y
HEKTE ERTHETIREY, REFTLEERT,
HBeAg [ 1+ CHB # #  #: % PEG-IFN-a. 3557 % 48 &
it HBsAg & £ <2.070 log,, IU/mL it , 7 ¥ PEG-IFN-q
BT E M HBsAg R X B FY, BFHARLERE
7697 % 48 & i 10 ITU/mL<HBsAg<100 TU/mL 41 A
K HBsAg<10 IU/mL 41 # % K & J7 HBsAg 7 [& % 2~
Bl A 318% fn 67.7%, F B ET N A RHET
(response guided therapy , RGT) J& | 8 7 £ & 7~ , 5
J7 24 J& Bt HBsAg /K F %% & 4 T f#>1 log,, IU/mL 5k
#<200 IU/mL ,HBeAg [ M FLTif % & B 4 oy B 7 &
KE 72 396 B & F H fn % HBsAg 7 [ =77
BEAERF 7 4 R4R 7, 4176 HBeAg [/ £ CHB & # 3 1T
% Y % K PEG-IFN-o 3 77 7 £2, 71 % HBsAg 7% [4 £ )
3.7% (48 & B )48 A+ £ 11.1% (96 A B )™, & &
HBsAg 7 F 12 &l HBsAg 7k “F Fn & 3 K 42 1 AT A2 4L,
92 % " PEG-IFN-0 it 77 )T R EE H &, Y &4
HBsAg<I log,, IU/mL ff , PEG-IFN-a, F 35 6 7 57 12 %

17.62 & ; ¥4 # % HBsAg>3 log,, IU/mL i | £ F 34 i 57
7742 4 59.36 FY, H b, X T — 2 3 4 HBsAg & A
Foianie BETE Y KT RN A M (ER)
B,
HEF R 6: 4 % PEG-IFN-0. 477 #) HBeAg [ £ & 3,
F BT 24 J B HBsAg K F B £ L& T E=1 log,, [U/mL
5 <200 IU/mL =, 48 J& it HBsAg< 100 IU/mL, ¥ # &
oy A K 2 72 B 24 96 F LA 4% B HBsAg i fr %,

ZCHBH @M (lERK) R BRFFELEN
B 0w AT RALEE R

(—)CHB e (R R R F FEER
E Y S5 E AT

PEG-IFN-a 2% 28 oy #7008 & 18 7 K T At
MNEE¥ AR FRZLEHET REFHNER
RPEETR, 7 LEY FEE W HEE PEG-IFN-a
AR, P B RRFER. DETMN, FR
SR RN R SR VT RS
BRBLE IR R R B, #% PEG-IFN-a 81 R B K
MABEERLHAT REHFENEETETH
wal,

R A #2412 B 24 F K 48 JA 3 A WL HBsAg
B ALT AP, D3 — F 30607 7 oA i,
W By K PEG-IFN-a 3657 7 £ WP 6, BREFARE
42K ,HBeAg [ 1 # CHB # 3% 3 % PEG-IFN-a 3
57 12 JE B HBsAg T %18 & ( >0.5 log,, IU/mL) .24 J&
# HBsAg T & 18 E (=1 log,IU/mL) = 24 & &
HBsAg<200 1U/mL & 7 | HBsAg ¥ [ #) x # 45
AR B R B 0T NAs £ 74 #h HBeAg [ 1 &
# & EHZ PEG-IFN-a ()7 7 /5 & ) 1877 24 B Bt o
7 HBsAg A& F & £ 500 TU/mL P\ T, 3 48 B B ¢
HBsAg 7 |4 & 7 3k 36.7%, 18 36 97 24 J& i HBsAg 7k
F 47 & T 500 IU/mL #y B 2 4k 503697 £ 48 A iy
HBsAg 7 fp F X 4 1.3%™*, #6724 A o
HBsAg T [#>1 log,, IU/mL # {f % f % 2, 3t 7657
48 A Bf HBsAg 7k F E. [ Z (£ K F (4r<100 IU/mL) B
B TEYETREKRNERGEE(EKR) S
el by 12 24 A ALT 5 7 8T~ &
% vk, Bl B HBsAg T [# %2 W ALT & # & & 7l
12 & FF #6 , # & ALT & ¥ # & #1 J5 4 HBsAg 7 %
FAHRYY, ETHCH ABFRFELXAE 124
ALT & F # # & (OR=3.52,95% CI.1.37~9.05) 7 il
| i 7 HBsAg 7 R,

E Rl ey TR EE W IR 7 SO AR
£ 1 3% HBsAg (% Il T [& % 0.05 IU/mL) #2 HBV
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DNA #& Il (LLOQ % 10 TU/mL) , 2 3% il & Fr 2k
477 HBsAg X HBVDNA £ B4l k. BT
$i-HBs A& F , B 87 M 70 At 8 2 s A S 4 ik B
BR A HBY B £ R % KA B £ 2% K E M
X i AR S IR AT B R A R RO K,

7 B PEG-IFN-o % 3 &l o 3177 & 677 £ %
RN 4 A E % 48 & 6 97 (baseline guided therapy,
BGT) #1 RGT J& | , [ B AR 48 A B R B 384T 7| & R
B RAEAE, BGT # {Rt# 6% A# RGTHE
ot 3 A A& LI AR BT B & fE /L PEG-IFN-a
BITHREEZAHKE,
WEBI T:PEG-IFN-a 7657 £ 18], B 2 37 Wl R B
R HREHFEMEEFAFHELREN, — B4
AR R R, B 1A K 48 87 2k 3R R AT AL TE AL
A,
WHEBDNS: i6J7 % 24 ] HBsAg T %=1 log,, IlU/mL
K ALT ACF 5 % , 487 48 & i % HBsAg i R %2 7,
WFERIG: 677 24 A M B H L& T <1 log, [U/mL
5 HBsAg > 500 IU/mL ¥ i # /& i}t PEG-IFN-a, {#
)ﬂNASéE#f/nf

(=) 7% HBsAg 7 & & i JLE 6 97 7 %

1. 2 F PEG-IFN-a py L W67 7 % . R E# R
2 B 42 o7 | 1 3 Hii-HBs >100 mIU/mL 5 PEG-IFN-a
%3 HBsAg # [k B KA & K fe & 4148 X, &
7 HBsAg 7 [ J5 {8 K 7= 4 47-HBs oy B & o £ A
12~24 & PEG-IFN-o /L [ 36 7 A | T 47-HBs # #
—FFAEFRDE XN — R EEL K
% 1% L % HBsAg ¥ B 89 #F %8 ( F £ B 37 B 18] 4
1314 )4 R B 7  HBsAg #5274 %k F 4 96%, if H
BTN 251 A, T7% 7= & 7 #5740 6
Fi-HBs™ , [F b A B KA QR R
& 6 7 DAR #E Hi-HBs 7= 4 KR 4 i % HBsAg &
H#HATTHEE., — R RHNT PEG-IFN-0. % 5 At
FH HBsAg EfR Y B3 FF 0. 1.6 /N A AL 5 30K
20 pg B 4L 7,5 BT % v (68.1% ABEREZ >3 H B ),
A It HBV % & & %| #% i & (45 -HBs & F >
100 mIU/mL) 5 % i 7% HBsAg & FH R 48 ¢ (X e Hh=
0.246)™, 7 — I {F F &4 B % 3% (20 pg/Al
HALB A O B AR TR A 2 248 ) 8y E A R

RWBT A Z Wi B HA-HBs & F>

100 mIU/mL & # bl T 6 A 1 ~8 Fl iy B3
(85.8% 1. 52.6%)", —F N MERKXLERLLT, &
# 7€ PEG-IFN-o 91, [ 36 J7 21 [F] & 4 J& £ ## 20 pg 7, A
R SRR 60k, T LA 4R B Hi-HBs i1 7% F #4 3#,

e B 5 B4 6 9T B 1) 3¢ 40 e Tth 41 e & B 2
e, EREEME, BHF R tHTm/%"HBsAg
1B HL-HBs [ M By B a R ORI R
(20 ug/ifﬂ,¥i@%ﬁ%ﬁ$3%¥i€ﬁm%ﬁﬂmﬁ
HBsAg R G 14N A ) R E B A5 kEMEH
40 # H.-HBs [H 14 H ) A8 AL (60% b 65%) |, 3% T #F %
RHEMHCARREESH-HBs A 5 FH 1
X,

2. T NAs I E 657 I % . RE # T PEG-IFN-a
B 697 L FINAs 67 i HBsAg B R X 5 (24
1/4 # B 2 # # % & T PEG-IFN-a 36 7 3 2| i1 7%
HBsAg i & & , If 0 17 A 7% @ HBsAg"™", ix & fif
W % ¥ HBsAg £ % X H % 4 HBV DNA fu/%
cccDNA B 15 A F # %', 7 NAs F 5 & 1 7
HBsAg i [} J& , 17 il NAs 5 4k 22 (F ] NAs JL [ i 57
A8 b, FF K H An HBsAg & [ \HBV DNA B4 H #7 X,
f {8 AT & 7% HBsAg & [0 8§ — N E Z & e
Z AN FTFFEANEF L AHKATETRE
B M, B OR, H — BE R M AR R
PEG-IFN-0 7 77 /& 5 Il HBsAg i [ B9 B #4177
S, R B 7, {2 1k PEG-IFN-a 7457 J5 4k 42 & A
NAs JU [ i 57 & i % HBsAg & 6 & B [ K T AE X
W', 3x % 5 NAs 25 4 1 86 B 8 1E Al T cccDNA X
# 4 # HBV DNA A %, (X TAF % 7 N\ 4L 8 R
RRFRE A B 8D R BB 1k 78 3K 43 3% HBsAg
FRENRENFENEF R ETTEF ENASH
BT . AR RAEmEINA S REHE & RE
MOARRFEARERBATRF BT ARFLE
NAs 3697 , D # % AT o 6 & R4 0 o KU,
Bk M AT 4 2025 BB M 2B RF K I R S B AE
A T REZBFE A H NAs 7 2 2 &
P & . A\ HBsAg 7 R & , JF i#§ & HBsAg i1 7
% % 4% (B HBsAg 7 % E 4i-HBs [ £ ) 3 HBsAg i
BEZED12NAHIEBRT, KT, B XK
T2 H AT AL B 4 A HBsAg [ J5 8 & % 2 1% L NAs
B, A H R # & E % NAs F1 PEG-IFN-0. 35 57 B
# HBsAg & R F W, & % MRS A A b e, otk
HEHREMAEESV ., AREFEL R TTEH
ARG ERTE - PP ERERTENAES
I HBsAg R E I NAs g o fu K4 F .
#EFE M 10 PEG-IFN-a 34 J7 3k /5 i 7% HBsAg 7 %
J& B W R PR A R ALK, 2 W PEG-IFN-0 9L [ 36
T 12~24 .
WFEM 11, 75 47-HBs B 3L B 1E 4 5 k12 24 45
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L EEEMRCAEFREEIERELS L,
WFEB M2 3% 17 i 7 HBsAg 7% [ vy (R 42 3 TR AL
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