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[ Abstract] Hepatitis B virus (HBV) infection can cause hepatitis B, and then can progress to liver
cirrhosis, hepatic cellular cancer (HCC) and other diseases, which is a serious threat to human health. The
establishment of effective, stable and simple HBV infection model is helpful to the study of HBV etiology and
the mechanism of infection. In order to screen out drug-resistant inhibitors and furtherly study the mechanism,
researchers have established different HBV infection models in vivo and in vitro. However, there are
problems with all these models, such as low efficiency of infection, high cost of culture, some animal models
will involve ethical issues, etc. The most prominent problem is that none of these models can well simulate
the natural infection process of HBV. At present, with the research and development of anti-HBV drugs, the
requirements for its screening model are also increasing, and finding a better screening model has become an
urgent problem for related researchers to be solved. In this paper, HBV models in vitro and the latest research
progress in the past decade were summarized, in order to provide reference for the establishment of ideal
HBYV models in the future.
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1 Y1 HBV 2500 e A g
Yl A A e sl i
HBVIE N4 A (PHHD YHHBVIERFEANREE A aANE, KEGR, Tk HATHBVREHIREN B2
Yt 4t S, SHBVAREYLRE (A8, NSRRI HN AR
ok Rit) AR SRR, FANMThAEIRTS, Ak
ERK
AR AR (ESCs) VRS AR A A A B D RCRIEA R, AN wTHTHBVESMNETE, £
L, ZFEHBVES, WAL K, AWM R, HWEE A THBVEY M R B
HBVII R YT FE, A7 B8 5T
A e 71 LLPHHR
JFE 40 HepG24H )il £ AN e Fe E RIBHBV 5E 99T B URLAN e B 0 bk AT HF5tHBV DNAZ: K
LAY %I)J‘*“
HepaRG4H il & XHBV S &, A& 0188)  $aRfE™r, o Ramk, Zifk. #jE KHBVIR
S5PHHIEAMIREAME LA B RS, HREEBI ALK ES Mﬁru;&)\mﬂ%fmﬁ@mmﬁ
2% 5 T A A
PLC/PRF/SHIfRZR  REAR & . LM K& ™4  A/~/EHBeAg. HBcAgMHBVIEY: I THHBVZYM L
HBsAg kL
HYHepG2  HepG2.2. 154Utk KR E MW E AR, WKN  SHUKFE, BREZmMETEAREEYT - THBVIEG RSN
Y A Y B B, mErrEd, EREAFERS ARt
AAKZE
HepAD384H itk SRR EE, MR E B THBVE YR R W EE R RN s
P, AIEREERIE i, HFEHTENFRREFHIHBY - Y
HBV-HIR7#- FREZHEA AH S FEAS B TR s 2tk
HBV#: HepG24H itk
Y4 Ad-HBV K FicccDNAITE R, AIHEAT MG A A AR AT HTHBV 25 I 5 %6
flik: 2l 1.3-HepG24Hfkk  SeBEMpmEE L H
I FINTCP 2 7. 1 41 s 74 AICPRIME, BRI, B R RCRAC, RPEEE, B2 IE A THBVIA G R AR
EJ7ff, W RBMHBVSERE WA RKGEESEKE, Fid—5  wWHBVEHIFEF 4K
AR, RN T HABRERIEEE il TR
B YL Huh 744 o s 7 AW ANHBCcAgIE L. HBV  HICHF S AR & THBVIE R RIA 51T
DNA [ & il X HBV i (1 5
W, EHTHBVE XA
HAIE et PgE 7Y EHTHBV S #IE IPRTSE N2 P T HBV§E A #E I 5C

VE: NTCP: BT/ BRI iE E A

—. HBVIES AR

T4 B G HR O B AR AN AR 18 5 1) 208 5 R
B DA B o LA 3 R P 4R . B AR B HB VIR Gl 4t A
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J2& H i A FHBVEE 7R (1 3 240 R

(=) BN JE A4 g 7Y

JEAHT 2R T H T4 ) R 77, XFFHBVH
RENMTESE ], 22— ERAFE R G HB V4 g 5
B, ok nUR MR AR A AR . TR T BRI WSS . A
HZER K. GalleB il FIEHBV ISR IR B 5 A
Aranfe, 78 LM EHBVEE PR (hepatitis B surface
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W, ASREWE FUHB VAR 20 A 2R T 52 42 S 186 G 200 i Fr) - 1
At 2. B ATHB VL Gt Ay 3 Z A 35 JeHep G241 A
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cccDNA, [Ht, AT PASRAN Al A AN AL, AT HUm B
2RI

4. Ad-HBV1.3-HepG24Hifffitk: HBV-/IfJ #-HepG24H il
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