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Abstract: Functional cure is currently the ideal treatment endpoint for chronic hepatitis B (CHB) in China and globally. HBsAg
seroclearance and HBV DNA that cannot be detected in peripheral blood for more than 24 weeks marks the regression of hepatitis B
virus (HBV) infection. However, there is still a lack of systematic description of the characteristics of intrahepatic HBV markers after
HBsAg seroclearance. This article elaborates on the issues including the latest definition of functional cure, the characteristics of
intrahepatic virological markers after HBsAg seroclearance, the significance of ultrasensitive serum HBsAg detection, and antiviral

therapy for CHB patients with a low level of HBsAg, so as to improve the understanding of functional cure among clinicians.
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H 5., SNP rs7519753 ) C 257 HE K A T TP53BP2 7E AT
JUE Hh A 7 6 3k, TPS3BP2 fE % 3 5 TFN- o 1Y 058 3 AF
RS IR IR 2 & PR, STAT4 (157574865 ) A5 (R 15
PEG-IFN 1477 H 2 1 1ML 15 HBsAg W B3 22 6] 7715 5. 35 40 ¢
PE. 78 B EE K A HBV L [ 5 | 157574865 TT (35
H 7. 7% ) HBsAg 75 B3 , T NAs YA T (1) 5 v 1s7574865
HEN A I 3 HBsAg T BR TGRS, DL EBFgsd R 1 &
11435 1% R 2 7 PEG-IEN VYT TP R #E E 2R, RSk nl
T AG I rs 7519753 Fl rs7574865 1Y 3 [K 7Y Sk A SR W) B
TSP REMEIA A (0 CHB &, SEEL MR IA YT 125

4  %1%F cccDNA HIFIR S8 TT

PRA 8 NAs & PEG-IFN 1] LU 5 25 2 ) L (E0 T

1E BR cceDNA F-ToH 50VEH o cceDNA W] 38 33 200 ffd 14 1
IRFNA L AMIE PR AR AR A TANE . A reDNA BYAZAR
5C A] 6z 2 A A% LA L DB PR D FE cccDNA ML, RIS,
BE LY HBY DNA 5 BERURL IR 1T 1 A B J- 4 P 15t
LA reDNA #E A 40 B A% N, JE B cccDNA Z1G P8 %k
Foo BEAA N SEEGHGE , cceDNA 25K [ 40 i G R,
SR E TG L BE A A AN FE , DLGERF cccDNA
O A 2 2 R 30 B o) 300 AT L i L A A
SEIE N HBV &, BH#F cccDNA PG AR FE , 4
ABI-H0731 1 RO7049389 FJ i % i /> HBV DNA Fl HBV
RNA'! ], 515t HBV 3 b 4 25 - 24 il i i 2 4
1z B B T 20 6 ) 40 L S MIG A L B, Myreludex-B
A 59055 Pre-S1 JE 7 50 44 25 -4+ e IR R M e iz JR 1

284, AT BELOBT HBV B 7. B T BELBT cecDNA FU P FE
PLAN, 5 B BIPT cceDNA 5 W 2 7 53 M B A% cccDNA
ITIHA TSR , O AIR/NF cceDNA 35 cec_RO8 1]
A B cccDNA K, TG4 A DNA JE W S s 7
H AT, 5T CRISPR/Cas9 1) 5 K 21 4 48 £ AR AN B IR
HBV cceDNA iR BEVIHIEE A1 HBV DNA  (HIZH AR A5
i LR A FAE AR AE B KU . BRIELAS , ceeDNA
F14) & W38 1 6 VA TR0 2 ] 38 SR i L R A S, 4
YEF T cccDNA FHOCHL 2 19 S B AL AT b it 72 . BR
TR AN AR A DG 1 cceDNA T BR A1, 75 AT 3 1
B A D RE T IEBR cccDNA, 41 Toll B 37 1434 56
FUFAR P PESE T 32 04 1 BHWT R 45 . K LIS HBV 52 il i
PR BTN B 259 5 1 6 S e 9 9 50 45 5 T B s P
RO, AP RRA T R

5 HBsAg<100 IU/mL 2 CHB I 8t 148 B & R8T
H#RE?

FHAL T 1ML HBsAg W BR 1 IR IR TP A 1P 2 18
B A PURFEIRIT S HBsAg B FEIF4ERRAEIR K- 2 B
TR B 1% 1L 7 HBsAg<100 TU/mL (1) CHB 35 4k 4L
R BEIRYT 1B K 7% HBsAg Vi B2 A I KK 25 A7 1E
i, IMLE HBsAg<100 [U/mL % CHB £ 3% % A& i £k 1)
SRR H7 4. 8%, K& H HCC (1 BFUNG K 1. 4% ™, #
WF5E ™G 135 HBsAg 7K T-7E 100 ~ 999 TU/mL ALY R %
AHEL T 175 HBsAg<100 TU/mL 4 H 3, & A iFig 4k ) HCC
R JRURGE EL 43934 1. 68 11 2. 205 i 75 53 — T X HBeAg [
PR BT HBsAg 7K SF-#E 100 ~ 999 TU/mL 4L 5
HBsAg<100 IU/mL 41 Z [8]{) HCC KA R I T2 5H o B4t
HBsAg<100 [U/mL CHB £ 3 i) JH- A 4k K S i Az XUR: 2F
fili, RS BERTHEYE Z DR dE— SRR . AicE b
HBV K] HBV DNA %% 45 K HBsAg 5748 45 A 52 1A il i
HBsAg 434 73247300 2 25 ] [ 22 S8 AE 43 BT 11375 HBsAg
JKF-5 HCC HY RS I, 75 g A B IR R X HBsAg 73
FE 7Y S2 IR, DT SN A7 b B 6 1 785 HBs A g 7K -3 )2
HHCCEA N LR .

I3 HBsAg<100 TU/mL {H HBV DNA>10"#% Il /mL i
B HCC & A AR #5 HBsAg<100 1U/mL H HBV DNA<
10* 45 DU/mL (B B0 1. 42 f% , 35 JFF A 4k 2% A8 KU 8
it 75 X 4875 HBV DNA 7K F 5 1% HBsAg 7K - A
FERA HCCE UM G . AN, BRI 2P
1675 IMLTE HBsAg K-V T R, {H 2 HBsAg 7K~F-H 5 fin
5 HBV BE S 1 HCC B UIAR 57, D M S S U0 56 1 1
5 HBsAg S 1728 4k, 75 7% 18 HBsAg M4 281k, R
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>k HBsAg i o3 #5019 e RAN(ELEL A 32— 2B AF9E . 45 b
FIFR | 1% HBsAg<100 TU/mL 1Y #3415 4 % 26 1T 9es S BT
B Ak B JXURS , 75 B 45 45 HBV DNA 2 it 2 75 4 I HT Ak
Fe HBsAg 2H 543 1 75 Ak 45 EAT JI WG | [] B 5 2225 18
HBeAg HBV KK B T4k S HCC A A= 520

—J7 1, A B AR A AR A 1M 7 HBsAg /K F- 545 11
NAs A I7 5 L7 HBsAg 1 BRAHOC , BRI JE7E L35 HBsAg<
100 [U/mL F1/5% HBerAg fIRFA5M T FR AR & 5[]
I HBV BN 2 S M LI HBsAg BT, (s
TS 1k NASTRYT BUAHSCHIF ST S B3, 2526 4 Hrde
s 1k NAs BT B T R AR E R RAE SR D Rg 2k
TR BB U2 M 1. 21% , 1T B AEAI G AE T BT RS A
BEB BN 0.37%. AKE X NAs 15 25% AT
AT 2O I RTETEDTFY A 70 2 A B DTN [R) A B i)
Wgegt e X, 55T, 1% HBsAg<100 TU/mL 1)
FH A2 PEG-IFN JAYT 5 B HBsAg T BR R Al ik 81. 1%, $7R
LT HBsAg /K - .35 75 5 115 HBsAg 15 KR . % Tl
1# HBsAg<100 IU/mL 1Y 8 5 #% 52 NAs 8¢ PEG-IFN V&2 /7 J5
ARG PR AR 225 1 D0 , A T 76 T 1 I R 52 v i — 25
PRE W B0 BERYT o FIR UM B IR YT 4L ML HBsAg<
100 TU/mL ) £ 5 B g BT REAL 45 A AT o5 57, LLIB
R B 2 YU BHAYT S R A IR R 45

6 RE

CHB Iy REMEIR A AT SR & H FT By FLARA 7 24000 Bl
WF5E AR BIR A, CHB DI REPE VA @R & 3 /0 v RE T 436
F| cceDNA R T H0 F BR , {H i1 T cccDNA F1 HBV DNA
AT A A NARMETEBR , B AT RP0W #8075 A0
AEXEIRF] CHB 5 296 7T .

H AT, &1 %) cceDNA B HBV DNA & & 14387 25 0F & 4TS
TESEAT R, sIRNA IR X RNA A] DL i 25 4 cceDNA 5
HBV DNA £ 4 2K I A9 mRNA , #U [ HBV RNA % 3¢5
VEECINTTRIR 5 =37 i i N S LR 5 N A O R
cccDNA S #45 HBV DNA JRA —E Al 5t . W& 1 R
T CHB Dy BEEI6 1 L TE 27 Am 25 40 1Y T S A 2%
BT FEIR T SR (4 77 A ARAE 6T CHB AT LA JC R #4
i BTt o b

FEBMRFER: AL RA LA BT R

EERHER: AT LFEE;HERATMES
HER o5 LFRE Bt Lt RE 2.
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