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RNAi #K$8[5 HBV HHX1E £ & Fig7r
S CRIFRIRIERE

RRR HKH K #”
(IR 2252215 S L 26 ST, 57 250012)

E A KI5 B (hepatitis B virus, HBV )& —FIET¥: DNA 2. HBV BY:EYLE SEOF & . 1L L JTE B —A
HEEFRFE. 55 HBV B AU SRR — M2 0 10 HBY H S HHT T, GIEZMAY. TIRRAME. SR, BHTRELSRE,
B G RAME, EFETRFERIBITIE AR S HBV N2 B LAREMCNE E&EE, X b8t HBV BIHEsT
R TR A . Rk, BT RNAL BRI RTE 8 At HBY HISEBS 2 RIHF 8 K bk, IF BLEUE B I IREIT 20

R AROR XX — HF T ) fre B i R A — £RIA

XHR HBV, f5E®EMA, RNAi
FRHES R967

T IT 4% 993 7 (hepatitis B virus, HBV )& T
1966 i % E, A —MEELTME. EHAR%
BV A0 TE SRR VRO AR AL R IR WE I 1 DNA i 5. 12
PE HBV YL SR 2 . FFIE Ak DA K T 1) —
HERRK. Hur, attFoLfmi@d 24 ¢ HBV
e, FHESET HBV 18 M B 50% 19 A\
IS 70 JU. W E AR R HBV B E K X .
I, THRTECR KK HBV R MIZET: A B, Tk
TR G718 HBV 88 G 55 1 — B I PR 2 2 A
AL A BTG E KBk

HAEl, IRR BT HBV MY EEH TR
AR | R N RoK K E P4 T
BERFE). ({2, THENT HBeAg BTN E
HHRIFAEE, ENFEEML(~30%), HEI1EH
WK, HWAERER T . B, WS ARARRND. B
IR/ R AT @ i f ) HBV DNA 2 %
B PR TG PR T B BRI AR B ], T AT R AR i
jE HBV [ DNA & &. {Hi2, HBiriEibE S H
SR, IR 5 5 85 AR P AR I 2451, I AT
JE R RIS T HBV L EOR k. R,
FHA IS HBV YR IT SRS A2 B Al iR A5
i L ) ) L
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RNA T #(RNA interference, RNAi)#; AR [ it
AAEAF ANATRT DUARYE B TR 2 &2 e ik
75 mRNA, AT 05 55 B = A2, 9 B 0k
e KAH R IT IR T — RS, S35k, B TR
B E SIS T KRS F AR A R,
I, FEABEME ERRTR T, FH RNAL AR M
T HBV QLA R 1) Bt 18 £ 1, A B O g I
HBV GG 1T 1T SR

1 RNAi#l[@ HBV &R 4R

RNAi & F8 H /M JEZm S RNA i 5 #5 mRNA [%
fife, FECRHREANER B R AL e Y AU R, T
BRI R ZRIE, P2 AR A B Th e 3R B sl R B LB
HBV 72 H A O %0 02 58 N 2K 5 /N 1 XU DNA i
B, HRTAAFEENERTS], HOLERH] S
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%, FIHERE, e gmiDm A0 HER 2 M
gy, HPEAER 4 AN ERARES, C Py X A,
BARELET 4 MAFEMEBIT, HEfZiFR—
A% BRI AL A, Big b B siRNA (small
interfering RNA) 1] DL [A] B T BR 4 F 7 B mRNA.
FAk, HBV 7E H A il ik 72 o R B & a5
ZH RNA (pregenomic RNA, pgRNA)K ¥ 4% 5% & K,
DNA. [k, RNAi AATLUEE A T ER HBV JE A
PHIFE A RIS, WAL HBV pgRNA #)i4]
WA, T RNALF AT LN A T-18 7 HBV &
PIBITe,

Wit A T HBV ZE A X ) siRNA, /& RNAi
Fi AR T8 HBV BRI 97 i Wi B 22 10 B

FLJ7i% . RNAL BRI T2 1% HBV 4R 7 &
TR T WA EERR, 2R R IEm . AR
UUER HBV ZE[HZH 1 siRNA #7541, i HAz e R
5, &N siRNA 3 siRNA RIEHAIF R L8
ML RGN, KESLIEY], B0 AN A S
siRNA X #1hi] HBV ) & il £ 3L 47 P & 34 )k DNA
(covalently closed circular DNA, cccDNA). mRNA
M A BUKE EXEBIWUNACR . )L, A
RNAi B 3& B 112 7 HBV 8 G2 I PR B 1) 75 22,
V2 S E 5N RNA P 5L 22180 #65
T3 B B SRS B 655 U T BEAT 1 KBV
(& 1).

Table 1 Studies using RNAIi to target HBV genome
%1 7IA RNAi &A@ F HBV EFAMFHR

A5 S HIRIEIE

Sibe =N g5 SCHR

H1 25 shRNA ik &k 4

X U6 JE3)I1¥) shRNA ik JiUkE
B
X Guanidinopropyl (GP) & i [
siRNA

HBV JER A RSP XL siRNA 55 5% AT M AH [ B 2L 50

st HIK(NAG-MLP)

S. C. P. X % % HBV siRNA 25 LR &

S. C. P. X 3 % HBV-siRNA %5 L4 iR &

WL R B R AT AR A

% e fE 3 YK % (MEND)

[ I} % & shRNA 1 “ tough PFHWT siRNA IE SCEEMAERE RS, $2  [9]
decoy” FIXUN B2 B od 2 24K

B 1 RNA TR Re ek, S hn 22 4
AR HBV 75/ B4 A I 5]

R WA BR s OB IR Resed. A RO0INH HBY ZHIKiE  [10]

8w

&40 5 1) siRNA il FIRETE 22 4 %2 [11]
SE MM HBV 75 /N B P4 0 52 1)

N- ZEE AN B iR iR 2 ik HBV HLE A DNA £ Mmoo, [12]

BYGES— DA A, R guR
HHiE 99%, HACRFE.

AR BE N Thi#i% sSIRNA ZAF N, & [13]
AN ¥ BE B {K HBV DNA.
HBsAg fl HBeAg

N- 2% D A B 2 AEF 5 10 3 1% 4 siRNA N R4 [14]
LR B A

P B I A e 2 e i 5 2 O AE
SRL,  HAREW siRNA TR AR

Fimgia: X, X EH; C ZOLIiE; P, BEE; S, RMEMPLE; NAG-MLP, N-acetylgalactosamine-conjugated melittin-like peptide; MEND,

multifunctional envelope-type nano device.

2 RNAi #[7E EFE R EMH HBV BEE
T SR B

KEWTRIRE, ZFHEFEEAXNT HBV 7215
EHRNFFEAFEREREEN. HEEATS
HBV W& HAHEAEH, 20 HBV g, &l
AR i FE B, A8 B AN W O RN R 5 1 R PR B,
RARBNTEBEEHREFWEN. B4 N T

HBV A\ {3 -4 i DL Je Rl e 92 3 3 A7 5% 1918 00 7
FEM2PE HBV 2% Gy 15 b [F) 4 47 8 A5 22 22 A 0009,

Rk, 5 HBV AH ¢ 8915 32 355 R 0] DR RNA
BT — N bR, JFE, SEEERUEIERL
HIANE, LATE £ & O S HT HBV 1697 A Xt
WA R S, MBS B, KIERAR S
FEAE R R RS K IR, Hhh, S5Hm
T HBV ZERHAM L, PLfE 3 & E A A RNAI
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TBIT RORFEAR T BT 8 S8 Fr 5 A i TR R R A
SR, Nk, RIS T ECAPUE M HBV K
YR IT I FE 3.
2.1 #E HBV AMEMEEER

5 HBV N4 MA S TE 3 & A2 JAR 50
RO, ZEMER B BE & 1 24K | (asialoglycoprotein
receptor 1, ASGPRI)s& — iy 7t 11 2 ik 78 - E 324K
ZINER ARV I AN PR JHF SEZ R 40 i 2 T (0 3% S o, 2
B\ 5 X 2 P R A R T T R SR B i
ASGPRI 7] 5 HBV Ji 3 BURL R e 455, R
HAENRF4npEese. F R ASGPRI Bk, Hifk. &
NAZIRE T AW % % J5, AT B R A0H] HBV X
FEEH R N2, 3T 2 HBV [ & 0. SR H
microRNA 1 5 ) RNAi $ &R it 8t ASGPRI 7
HepG2.2.15 ZH il iy 32 ik, A a3 7% B P
HBsAg. HBeAg fll HBV DNA /K V13 B & F [%;
IR HepG2.2.15 4t il (1 14 58 - 5 A 2 25 g i ),
FLAE B WA TS AN R 344 N R B0ms 28 28R DA RO 1
A B PRSI G T DA R
22 ¥ 5 HBV #RiEXAE EHEE

NJE La 5 M (hLa) & & 7 B RANi £ AR $7)
HBV &7 ME EE AT, ZEAFET RNA 45
HEAXEN—R, & —RRFHN RNA 45 3%
k& B, & f RNA % 5 (RNA recognition
motifs, RRMs), £ 5 RNA HJfCi, 21k RNA
Pol Ml )¥%5%, HE5 2 Fk#E RNA M40 RNA AH
HAER, EEIFE RNA FI{EH. La & A 68 LA
T 1k e B X 5 HBV RNA 45 &, {3 HBV
mRNA %2 %R AR, M HBV [ 5 il F
AR DUBCR EATR. BEFCARIE, #0057 P La 25
EETE S, BRI EEME R s EAN 2 S HBY A&
17122 LncRNA (long noncoading RNA) I miRNA
(microRNA), MIAZANE HBV W&, &—4
IR UF B HBV 6 7 #0 55 224, O 80 JH) La 25 A 1
SIRNA 7415 4« N\ HepG2.2.15 4l J5, 767 240
#l La R IXMER, HBV mRNA %k 5% 55 3%
0], 1 HBsAg F1 HBeAg 73 b /KT 3 oK & A
B, EfFERRE, VOB T E 4 M
AN S 7 A B S 1 2 S
23 #m@5 HBV EFIEXHEEER

RHMEHI DNA 456 5 H 2 G4 (UV-damaged
DNA-binding protein, UVDDB, {##% DDB)RE4E &
F UV #i451 DNA, HA & VIRE S 6,
I HAEEE/ER T HBx 51, £ HBV &l K4l

) SRR T % R R E AR Y. Tang 2529
FRI, HH siRNA JUEREE DDB1 £ J5, 41X
REHNH HBV fI%6 3%, FHB HBV FIE Hd R, &
REPFS HBx AR EE. 25113k HBx 1 siRNA Bk
R B, ATEE— B 4mE HBY R EH. FFE, Guo
DB E R, I RNAi B A A% DDB1 f 3% M
J&, HBV W6 FEE R KX &2 256 IR
W, fExX—d R, mREE S ) HBx 5 A
DDBI1- B3 iz RIE Mg 4h &, AT #E ) P& A mT {2 ik
HBV cccDNA JE R 115 PR Kl F sme5/6 A1,
HETT RN B AR R e %, FHIT HBV ) 52 1],
WF7E 8 KB, DUER HBV L4 i /) DDBI J& 3R
SRS MR GE,  ELAS 20 T 32 A e A B S 1)
BRSO, %R AP I HBV RS2 1 i e 2 it
T FEHNT R

i = 1 % & BE W% B — B8 B (topoisomerase,
TDP) & — F DNA & & i, . #5 TDP1 f1 TDP2,
Al URE 7 PO AE S 46 4 5 A B (TOP) A 3 1)
DNA #i1i, 592 BB aiEsh, W
S F SRR A% HBV B BURLEE N
Y )5, Sid— R FE R R P B A )
¥ 5t P4 Jk DNA (relaxed circularDNA, rcDNA), B
J& TDP /Kfi# P 215 rcDNA 2 [a] ik BR — g 2,
f# rcDNA IR [ cccDNA #4k. W15 K I, TDP2
TEIEE A EE A -DNA &Rt fErh R 5 =
ERAER, @I RNAL B AR IR 440 i 6
TDP2 J&, fig # ] HBV rcDNA [A] cccDNA [f]
AP, X —E KRS HBV BGL G T Hfit
TN —HEAR. SR, TDP 1E Jyik 4E 4 & I
DNA &5 8, H 7wk HAE 78 AR i 4k T 41 2 B
B, HUAFH 9 SR ISR R R D, BRI
FALXE F W2 7 — DR AR

Kinoshita 2523 i siRNA 7538 & i i 5 AR &
P4 £ K PRPF31(pre-mRNA processing factor 31)
7f HBV cccDNA Rt feh R IEF HE/EH. @
it siRNA VIBRZ 3 1 )5, AEFE{K HBV cccDNA
e, I B E A=A s s . [,
%> T4 RN PH I HBV cccDNA FF BRI 4 15 1)
R
24 HENS HBV ZKFEHENEEER

WA e 2T B DNA S I3 T, 1597 8 =
JERLE — RAS R, ARG R R A E
T T REfR I BB E R AR, TERREE R
R, AR FEIES T E DNA R Ak,
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A FEAE HBV [ 51l S S QL4577 T E A B 22 1 AE
H, THAZAK SR R o & B R 2 201 &
EAH, ATRES AN RNAL N T8 1 HBV K4 A
ST S 2 —.

I IFYREL [ 70(heat shock cognate 70, Hsc70)
J& T #1170 (heat shock protein 70, Hsp70) &
R, E—Fh ATP 54 HEH, W& ATP 4Gk, £
JREE -GN C Rumab i, G 7R, Hse70 LA
ZM S MR A FAHTAER, R 4R
HBV KEEAMIEA, #W HBV KA. 54k,
Hsc70 % HBV & & Bl i 1t A7 3 2/ B, 1A
I, Hsc70 4> F7F HBV B & Hil ik 72 v & 44 25
YEF . Wang 2595 H RNAi SR VTERZ 9 7 »
KILHBV {5 ) 52 2] 2 2 #011], HBV DNA & #
R, (HRUTER Hsc70 FH R 2 520 1 3 40 i 4B
K. AAFREI, “FH siRNA [F B 1B
HBV A 411 Hsc70 Bf, ] HBV FIRUR 2 B3
FEFLa.

PO B KR 53— Ao T RBUEE A 90(heat
shock protein, Hsp90)fit5 HBc & H H — B4R AH B
EH, #tmdERriz K7 rfRE. A siRNA JIER
HepG2.2.15 4l 07 Hsp90 J&, HE & 21| HBV £
M= AR, 54k, Bl —TiRIETR Y, R
1 Hsp90 v/ N iE 697 T i) — AN Fr i s, B
B A 9% Hsp90 WA Fe4RE #0/>, FLAE T 4 f i)
BARD g RS 72 B TR B, DAt HAR
N HBV &SR0T #E AT 75 R EIRANBE AL

EERT 2 #kEH, 2 MEZRS 786
T, 75 HBV AT G B I B SRR O 72
RIEFEEBEMER. ZE k&R 369~377
P BRI Uz R T 456 KEUIM) 52 £ 5
T4ih, y2HELkEAWZ R, £ HBcEH L
PPAY 45 #3848 55 1) Neddd vz R EZEHI/ER T,
Z A y2 H23k B B U HBe 5 36 96 A
TR K 5 I8 5 A5G, /T HBV K
FEM R SR FIA T y2 Bk B A1 siRNA JF
AN 2220 HBV A A B 73 i, {22 HBV M
RLIRE RS2 2 R 0. BT, $ERZ ST e
B ) 500 1 A B A
2.5 ¥B[6) HBV Rz iki&BXMEEER

JFFEH PR AN I A B LA S 2y, 7R )
AR I ThRE, 2 HE MRS R4, ENLE
Ry =g S R/ SR S Nt B K VAN [kt AN
M5, 40 M — 5 T m DASOE B B 1) PR S,

1E— @ 2 EAHI AE B HBV; R, 405
WK B KRR GIER T FHF RGBT NE, i
RIS SR USRI R S e R 4. 2
5%, HBV fEME F RBERMNIEST, TRl —
S ST B E ALK S DhRE, [E150 B H &
REBETE T A0 M N FESEAZTE. W, BOASE P Treg %5
FOH AN R 5, TGF-B. IL-10 25 40 1t 28 o 4]
T K& 754, P& PD-1/PD-L1. CTLA-4 Fl
TIM-3 Z& L3Nk PE 7> T HIRIE ERSE, i
IR RE N, SEHBV )5 5% 6%,

T 20 AENS % HBV Bgs R #5545 2 0 B 2L 1)
FOBRTEAEN, (HRLE HBV 8RB kN, T
YHH ) h R T A B T, 2 —MheE IR
A wFURI, H1@ R AL, CHB R A4
UL I 1 4 7 PD-L1 RIAW & LE®, JFH
CDS8' T MR M ) PD-19%, CTLA-4%*%, TIM-3U14ll
Bim 55 SN 1 4 7 R8RS B B s, FE T
) T4 Thee, HReERamFtE. K=
W R I, 1 BRI U4 BRI PD-L1/PD- 1144450,
CTLA-4PUAI TIM-3®M5 S i@ %, 7 LLli%: CD8' T
M RE I FE, HYORNLADIREERE /). Jiang ¥R
FEAHSIR I, 24 siRNA UTER HBV 33 K/ B4k
M DC 4ffi i) PD-L1, fefR#Em DC A&
T 40 e Th g, B S48 0 /N BRAR N I P B
. T1Ah, Yu FFEEFEAR SRR siRNA JTER HBV
18 14 2 s N bk B 4E R T ) CTLA 4 7 F )5
RO AL 51958 Th1/Th2 N2, TFN-y F1IL-2 ff)
Sy UG, fE— e FERE L iG] HBV &g, A
1, FH RNAL TP AR 16 L S0 i) 14 43 (1) 5
FIVATT, NIRESTEPUIE M HBV Y IEIT o oA
7 SR ) L

BT, OF 4 Mot s E W 5ee 26 &
i AN 250 B R (FD AL HE B T IR IR YBT3l 2
CTLA-4 4 (ipilimumab). PD-1 7 (nivolumab A1
pembrolizumab) &2 PD-L1 .4 (atezolizumab). iX L&
ZYAERR oy B TG R IG YT IS T AT BIRIT A
B, A KR B E RS IR A RS, A,
oy B E IR IT R AR A OSSR R B
(immune-related adverse events, irAEs), Ul %
TS PETE 5S4 M. P o b O B I A2 45
LZPPOREST. L, ATRIA RNA FHEEA
BH Wi 6 G e A A s R AR A, RS 97 R K
XU B SR 2 8] )~ AVPAl %6 97 Sms FH T
Pt HBV 697 I RIAT 1.
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26 LEBEBEEARBERS

F1a) 5 HBV B A ST A O (11 32 R R D &
F RNAi $U12 M HBV BRI IR 9T 0 5T R T — 4080
B BRT RIREES AL, ATREIEAFTEIR 2R
M BEIRATRREB T, Flln, 4R R IA 14
BT - 4 i E IR 3L #5328 £ K (sodium taurocholate
co-transporting polypeptide, NCTP), /& HAj/ N
% HBV W A DhRe 24k, &7 5 HBV
KE A preS1 HIZ LM R AR eSS &, M
/5 HBV HINIR, & HBV B4 i ) 0 B 45058,
BE#& NCTP ()& 8L, DL NCTP @B A #1259
WAWHIM R, WHfE A KLGTEY, &
FDA it BTG, 78 HBV M SR iA T ELS &
FRE e, Kk, NCTP H) & 3N RNAI AR
TP ORI FEAE T8 1 s RN SR, oA
Feft 7 —F HBV 097 U B 5T 07 m AT . 5
Ab . BTEABE AR B, R R SRR R ) )
ABHT2. EREG Fl Hsp60 % 7> T )5, 34 fig i3
il HBV 7E M Py & il 6, 3x 2 34 0] G 42 P18 vk
HBV YL L . WF T3 519 HBV & Hl1)
IR %, DL 3 B O HE s P 3 80 v]
REAN . Uk, 7ESE[R HBV EEH M FIR, B
HETE FEE, IR DLEIE R IB B i R AT

HRIT, TR R B I HVE YT SR
3 2 ZHF RNAiI ARG RBIFFR

BT, 24612530 F RNAL 25015 1% 5k
WS TR R, LTSI FH AR IR FE A 2 siRNA, 5E
SiRNA P& 2 A7 b, F 75 5 1 4 R i,
BOH S SR, #0h HBV JEIZH 2 A RNAI 24
Yo NI PRSI M B (R 2). HH, Arrowhead
/N T B ARC-520 Al ARC-521 RNAi 254 F B8 [A)
HBV cccDNA HI¥e A, RHHMA K EX1(31%&
ZMIRER R G0 ik R BRE AT kA 2, Gt
KGMaAEMN MmN RE MR E. Am, HT
ARC-520 [ — T S7 S 56 o B s 06 R K2R sh i
IFET:, [E FDA Sk ke 7 i e B X W Fh 254
ATl R X AR o), 7E b 3L At -, Arrowhead 2
AR T T8 O RIT I =R TR 2
77 ARO-HBV, JFF425 7 I R Il AR 56 () HRE
Al H TRIMTM ¥ & #E [\ I IR 8 56 O 55 4k,
Alnylam 1] 25 A & #f & B RNAi 16 J77 25 W)
ALN-HBV # ] HBX J& K, If R AT 5256 2 B 2 AE
SRS ) 2 BT R AL ob A % FF A BRAK HBsAg 7K.
HAl, X289t 5 IEALTE T /11 8 1 PR R 58
B, BIERZRIX KA BIG RN 52 5 22 4 P,

Table 2 RNAI therapeutics in clinical development for treatment of chronic HBV infection
*2 BHRCRZEMTRRFS RNAI ARG ART RER

2 Y= 1% BT B A
) HRIk N 2 . -
ARC-520 cccDNA [1J#53%A . G AR RS, %1k Arrowhead il 254 7
DPC ¥k R4
ARC521 cccDNA F1#245 315 & DNA Felik N 4h 2 BAREMZAE /T Arrowhead 125/ 7]
) owhead ijil] Z, =]
H1 i) HBV DNA 7245 [ st A DPC #fii% &4t G RIREE, 21k .
cccDNA F1#245 315 & DNA /10 57 a3 I PR
ARO-HBV TRIM™ - & Arrowhead |24 /> 7]
1t HBY DNA 74 05 5t B9t EAEAT owhead 1252
B RS2 I/ RS, IEAE B
ALN-HBV X ) . e Alnylam il 25 A 7]
ESC-GalNAc-siRNA FLHi# A AT

AiwgiA: X, X B H; cccDNA, covalently closed circular DNA; DPC, dynamic polyconjugates; ESC-GalNAc-siRNA, enhanced stabilization

chemistry-N-acetylgalactosamine-siRNA.

4 4 5

EIRIE I I 15 1 B D #EAT R PE HBV & G4R
J7 AT LRI F 0 B SR AR BT 1R A BE 1R HBV 2 [A]
ALY siRNA JUERHCRARSE (7], H 2 40 fig E 2

PRI A] R 1 E A et 55, PR AR AN e Al R RIE
M. Bk, fEIESRE R FE TR S, %5
T ZITE HBV 5 il i F2 v & 4 5 2 00 H E 1 E
R, I BAE— 8 5% AF AL 20 i = A= 25 il 4
M. fECHA B CERIRIEH, JTE ASGPRI. hLa.
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DDBI1. PRPF31 K Hsc70 %53 [K % fig 3 40 Jifa 3% 1
FWRA R, e % AR 40 TDP. Hsp90
T 2 Hz3k B A S5 R T FUAOGTE T Pt HBV
RO, FERIRT XS 8 LM Rzm . B TR
N, XFIXEETE 5 1 B AR T REFIALH] A A
Wip s A R FFRA VAL HAE N RNA T8
MAUENE HBV B AT 471

FLIEK RNAI B TG RS A 1R 2 i)
Ba k. Blan, WA sl siRNA FIE . i
BRI TEREIRE Sy DL R GnATHE 0 36 21 G 2K siRNA
o siRNA RIA A% 4. R 5 b8 ) e dm 2 H 1
BEE, MTRERMAMS AR, LT R
R TT %, MISBEE X RNAL BERAWHEN T 5
e, ZHARDIRTE BT, mARAe. ARk
N T P8 M HBV BRYLRI3E RIGTT

2 % x M
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Progress of RNAi Targeting The Host Genes for Treatment
of Chronic HBV Infection”

ZHAO Rong-Rong, HAN Qiu-Ju, ZHANG Jian™

(Institute of Immunopharmaceutical Sciences, School of Pharmaceutical Sciences, Shandong University, Jinan 250012, China)

Abstract Hepatitis B virus, a small DNA virus, is the prototype of the Hepadnaviridae family. Chronic infection
with HBV (CHB) remains a significant public health problem in worldwide, which is a major factor resulting in
fibrosis, cirrhosis, and hepatocellular. Previous HBV treatment devote to interfere the HBV genome, including
nucleotide analogues (NAs) and type [ interferon (IFN). However, virus mutation and drug resistance occur
during these treatments. And current therapeutic strategy tend to intervene the host factors, involvement in the
entry, replication and assemble of HBV, bringing us a new venue against HBV. Thus, numerous studies spent large
amount efforts to explore RNA interference (RNAi) host gene silencers, which potentially could be a novel
anti-HBV therapeutics. Here, we summarized the current progression targeting the host genes for curing chronic
HBYV infection.
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