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[Abstract] Hepatitis B virus( HBV) is a hepadnavirus DNA virus. When the virus invades the body it could

cause HBV, because the immune response of body to HBV and its expression products would lead to liver cell damage

and further stimulate body immune response with disturbance of immune regulatory function. TLR9 is an important

pattern recognition receptor which generally recognizes bacterial or viral unmethylated CpGDNA | and it is closely re-

lated to the onset, treament and prognosis of patients with HBV. We review the research progress of TLR9 and its

correlation with HBV in this paper.
[ Key words] Toll-like receptor-9 ( TLRY) ;
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Z BV ¥ % 7575 (hepatitis B virus, HBV ) & —
FEAT DNA 53, R ERAVEG , M TEIR# A
FF AR b RIBAUAR R B A R RS, 5B ;
SR B AT A AR IR B EE DNA 5,00 T &L T
HFE (IFNa/B) , RPN EE R NE R, HHEIERE
S [FlE IFNo/B FT 546 315 AL T P A B A%/
L EAR T JNK 2B M A 28R40 H ( dendritic cells,DC) ,
EUREE P BE RS W TR v(IFN-y) JhiE
HFEHEF o (TNF-o) B4 MK 8 (IL-8) . A 40
AER 12(IL-12) S 2R ARE F, EHAER AT
PR, TR AN VAR ST R B P A s — S
F 97 2 R AR T 4R AR A IR B AR I AL IR in
ROREBHRIR, Z e 2384 T.B B4, /- 7=
A 4HRT HBV HiJR4RF RvE B Q1M SR RE , 3 LASE 5E A
GHE, BIE B SRR SIE R G, Toll B (toll-
like receptors, TLRs) = — K5 B ERTBEEAEY
AHNEAEERAEENESR, WE—LREE
A IR 51 32 4K (pattem recognition receptors, PRRs)
TEEAR SRR EATRE S R AR R A Y 8K IR
%43 FHE 3K, ( pathogen associated molecule patterns,
PAMPs) , N T 15 AL BR. 4%/ L W 40 A \NK 46 g . DC 4§
SRR, BREMARE TR, XEE LR
i J5 5 53 20 B (antigen presenting cell, ApC) CD80.
CD86 %R ILH B4 F B, NTTR ARG %
BB LREMES . BEBIL, TLRs KIKE K
A 13 S 11 # A TLRs, 2568
TLRI1 ~ 13", Toll #£3%{k 9 (TLRY) ¥k —Fp F &
TR 40 B B R AR P B L B e N - B R - I IS X
F %] (unmethylated CpG dinucleotides , CpG-DNA )
WEERNIRGZ A, EEF oMK EEET
RAAEREMR, 52 ERERIRNEE KRG
ST RBUSHEVIHXE . PR JLEE TLRY KRB 52
BUREMHET RO RN HEREGRAT o
1 TLRY9 Bz

A TLRO £ E &KL 5 kd BIRREEXT M 2 M98
T AT 3 SREAMK(3p21. 3) 5L IR R

Hepatitis B virus( HBV ) ;

Immune response; Receptor;

R —NRIRD) . HBEFH 5 88EE 5L 88 (mye-
loid differentiation factor 88, MyD88) FH A%, U &
DRFPHET KB — M RESNE, 5 —F X5
B, EHRAP,TLRO FETHE MELEMEHE
AR AR A H L ;s T AE S A ML B A% A
( peripheral blood mononuclear cells, PBMCs) /7, =52
A B 20 g AR 40 B4R 22 IR 4R I ( plasmacytoid den-
dritic cells, pDC) #3% TLRO'*! A TLRY /& I Bip%
JREE, B 1 032 MEEERRIREH A, o B Sh B
JEFRAZ=1TX, TLRY S KEE S RERME
By, ETARM TLR fiSbREEEER, RET
TLRY R4 &Rk F M. FEAR TLR AKX
X EAHFEME, BT TLRY MH© TLR EHE AT
REHE SR EYMEL, TLRY A XA
TIR %5 #4 45, ( Toll/IL-1Rhomologous region ) , 5 K
g5 1 & IL RIEGEHFEE, BESHRRRMS
IL-1 ZENFHESHFEREMEM, 7T LA A IL-1
EESEEL TR FRSIKHEERES™ . TLRI
FEIRF KRR T 4 AR MR EC A 9 3E
B 34k CpG-DNA; PRYR HEFC /R SR IE TH T4
i) CpG-Yetafi-1eC E-&Y%"! . B CpG FFIlEH
HESh Y2 A BRI, B R B RAERE i
HHESh Y S RGEAEXS 4 ) DNA R 51 R T 72
A LA54 & DNA AHR 51, TLR9 K# 4 Fik
W ANEERAREAMBNANE TLRY &, 2H
2 TLRO FEFETHE D, EEFEARNZES
BEWIE TLRY 4+ 3 #Y MyD88 X i8i Al {5 53 %, i
MyD88 £ R 7E TIR 454438, MyD88 | HYFET- 4544 35
(death domain,DD) 5§ B FTHES 4 F IL-1 F{&k
FHC ¥ #5 (interleukin-1 receptor associated kinases, I-
RAKs) I, TRAKs 5 MyD88 IE A S ZE Rk 4
BRRRAL, T e A B & W v A 5 o SR 8035 iy o1
YER F 3 (A8 % K7 6 (TNF receptor-associated fac-
tor 6, TRAF6) , TRAF6 & 4B 1L 3 £ B T IRAK
X, EL)G ) TRAFG &t — RFIRALJG TEL R
#ZEF «B @4 % H (inhibitor of NF-kB, IkB)
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B0 kB ZABRA, BIRE-BEOBERER
fi ,NF-«B BN BRSNS ok G AN, 55 &
FENBI T, WiE ZMER RS, 3L R0#s
F RERF HIEEF (0 IL-8.12 ) TNF-a %) %
BEFNNRE, BEHERRERE RS, MyDsS
IRAT I8 o T3 298 35 A F 7 (interferon regulator fac-
tor7 ,IRF7 ) 55 TFN-o F43 305 , DT ¥ Fh S 8 4R B,
RARSIEERON Y
2 TLRY HZBRHEEFRERPHHRR
EERFR KA, TLRI 15515 558 PE1E 2 AR
FEIFR B BRI P RAEE SR, Tsogawa 251
¥ TLRO fRE 1 e 14038 13 #0 BK 1 51 21 HBV ¥ &R
/NP, 7E 24 b R LARHE TFN-o/B (7= LE T
il HBV &, T7EMASMAIFE4HE R HepG2 4k
J#ER B9 TLRs 7241 HBV Bfe b io/E I, & 31
¥iE TLRY J& , 7] LUE > 240 P& FIR DNA(co-
valently closed circular DNA , cceDNA ) fFE 5 i 410 45
HBV £ ; TLR9 iR RE4E 1 %] HBV Hy%% 5% ; HBsAg
B IX D, HBeAg B3R5 B 8.5 TLRY W)
), T HBcAg fESME M R WIB A R3E™ o FEA TL-
Rl ~9 #3528 sh ¥R % C57/BL6 BF A= 710 MyD8S
SR pa AR LR R B R S B AR M, R BRI
i3 TLRO BE4% 3@ of 7= 4 i s 8 240 J 5 730 ) HBV
BB DL R Scue 4% SR K UM L S TLRO 0
SR JTT 40 B i S e B A BB, ANMELRT LA A HBV &
i, R AT REANR HBY ML E R ., Bl
TELARRIAEE 0 B4 K HBeAg 2 S 30 E % ARG
% HBV #4735 1) PBMCs B, Z 38 HBV R H
i) PBMCs & TLR9.IRF7mRNA [ B Fik.IFN-a
A5 B 7K S S G BT B 3 (K T BRXT B4, Ad-HBcAg
¥gufs PBMCs Hf TLRO . IRF7TmRNA RE HMFEL
B TFN-o BI4T HE 7K PR SR S v B 158, UL Ag
£ HBV B3 PBMCs iR % HBV DNA 8B/ P&, R
AEA AL IRF7 430 2 B A IFN-o TR, W R
R HBV 18 MRS s thIE L T TLRY MU 32
1K, 56 FHRARIEA =4 B8 P HBV RE,
Ja# i CpG-ODN J%L, BERUE 12 1% HBV #5773 1
PBMCs 7 TLRY ., IRF7 # ik, M358 IFN-o KI5
W, EBM K HBV E i FEER BBV MER, BiLA]
#E A CpG-ODN & #E LK E A st HBV &
Ye, HBV faeit dsDNA F:Z5g TLRO Fringll™,
HBV jgjefe B &M% TLRO MKk, H 5 MLiE HBV
AR RARDC, 1B TLRO N i%7E Ml HBV-DNA & ]
SEPREEAER , BT NERME S KT

3% TLR7.9 7E18 1 HBV B B & hayfE A, R
HBV JEu7E mRNA 7K TLRY fiX {8 TLRI &
T /K B Rt AN R R B R A 2R B
EFHas, B TLRO kvl B 5 A MEIHE A
AR, —SEUIT R, 8 BIFT 4 (CHB) i PB-
MCs 5 pDC BN LGl ¥R Bk A, pDC 2
SIUAIRY TEN B ZEAAM, tARIRY IFN A 40, pDC
BT R E A TLRs RSG5 R 3l T E 5155,
SrUBTES IFN BB 4R 7, ZEPUR B SR N &
FEEEAER;EXT T.B R E 405, NK/NKT i34 15
SREEYER, B pDC B A S fRig %
FERIHTR, T TLRY & %A7E pDC LRy E£ % PRR, BF
3T~ ,CHB 83 PBMCs H pDC ¥R/ 30% , H
HBV-DNA & 274, TLRO 7£ pDC L3RBT
50% ,TLR9 mRNA BB /5> T3 70% , [Flit HBsAg 0
HBcAg 7£ pDC Fr i 3Rk, X SR R 51 E TLRY KT
Wek R F ik AR/, (A BITh RE 2 Em A . DUk
WIST R4  HBV BEH] pDC _E TLR9 HyFRIK, HAE
TLRY HYZHRESZHR , 2L pDC K FB0RSS X AR ik 54
B R BYEE ST, ANE LA TFN-o P22 800, R AR R
FNERR HBV, B J5 25 HBV Frgii 5184k,
WATIF & B HBsAg Wi TLRO 413#) IRF-7 f1RA
TG, AT IFN A2 AR, HBsAg iy I A28 5
HFEEE 2 MEE A 1 (suppressor of cytokine signa-
ling-1,80CS-1) K)FRiX , 456 2] pDC JEfE 1A C BUAEH)
BEEE B %K (C-type lectin receptor blood dendritic cell
Ag,2BDCA-2) , 1| IFN 434, iX A fE & B HBV #¥
SRS R BT RIGHEMRR 2 — R —T
i HBsAg 7] fEidd I8 15 5 SOCS-1 ik
#£43] pDC FH ) BDCA-2 THFHMT TLRY 15 5-8 8% &
pDC 74 TFN-o BIRESISZ4R, AT AR HBV BIRsER
¢, 3X AT HBV gkiins £ SRR ol BENLHITF 2!
T—AFIAE™ . 1@IEERIZ BN (CSHB)
PBMCs t TLRO ) mRNA 21Xk b T8 {1 28 & B 23
W, BSR CSHB BE SN M b AR 40 AE Sy APC @it
TLRY s&42%25% HBV HLFIHRALSE —F 5 RGeS
40, T AR RIBYE S0, {5 PBMCs th
B B4R A LA TLRO ik K HBV HiJRE8
4 T WE4AR, B V3 CD80.CD86 S F i
BIER T ES W8, Bk TLRY HiATIieSs 5T
1BHEERAT A M & RiE R . CSHB M3 PBMCs
TLR9 mRNA HAHXTZEE BN TLRO R 21
FER, Hodd Rt R, BB 4038 TLRO R A&
TREERT SR 4 TLRO 2 H BRI AR BE , TLRY Sk
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UK, CSHB B3 it TLRO AR e i
ERRESIIRES , RBURE R AR Z &, W iE %
1=, REREARARBR MAIFAERE S, TLRO K
MyD88 FLF Z A HTE HBY Bk iR P RAE
EVEA., OB W iEE b X ARSI £ 3 TLRY
FEHR R FXATER 3 4~ SNP fi 5 1352144 (A—C) |
rs187084(T—C) .1s5743836( T—C ) it , A7 15352144 ( A
—C) iR AC ZEFA S HBV BRYLhy B RIBRAEX; 7
WML ZAIES HBY BRI R 2Z 8 %A A,
MyD88 J:[H rs7744( A—9) i i Fh , #5799 FLRAIE T
KRR EEIE ;T 6853 (A—9) LA MEH S
HBV BLsE R 2 R TEZE A e ik, Bl filpts XA
TLRY K MyD88 LA AL HBV BRI fAR TR
H—EHR, '
3 #8[@ TLRY ZEMAM S ZEESEFRNHR
CpG-ODN 3@ it 8 #l TLR9 RAABL{& CpG-DNA
#iE TLRO BB, J5 shak Bt R4 {28k T B #
EMGRRRN S, RIEVURIMER., B IFEE
Thl/Th2 MR EFHIN N EE REHELHEZERERR
Z—o WIRIESE CpG-ODN 1R i B Sy 430 B
B S B B4 FIF ThO [ Thl 4EPE AL, CpG-
ODN FI{E Rk R B E A EHU R AR RN
B E A KT DC SET M Sy A , X e ik
BRI B A R AR R SR E T,
W BB L5, 8 TLRI Bk CpG LA H AR R
ESTABERANEN)G, £ CpG REWSR Z IFEH
HeE R EPM . B AT, CpG-ODN £ Thl &I 4
AHHE R THE MRS H BB PR,
A #I CpG-ODN i B Sy id 72 o, H A pDCs %
LR RS SR NERIEES
pDCs F=4: k& IFN A] B R 1] PR gE R, F
B TFIN 38 ] B A fth 200 0 R 384005 B4/ 5 Ik 4
NK ZfFn T 40BN R PR ER . AR
7R ,CpG-ODN B N G 40 fa 7= A= i IFN 5%
THISMNEHEEH IFN (i, B EA R ERERND
SRR ™, BFSEIFSE, CpG-ODN 1B S el
A AR RO I Z B R PR e ek i, — £k CpG-
ODN 12 Z B fiF % Sy (E R B ik A T e SR SZ 3R By
By, S TRIFIR . A PF-3512676 4E R Z
RIFF S ARG , ML B HBsAb 8+ 8] EL B8R0
EHEHER MARKBESES", HEKRA
frJ7 i, ISS1018 5 HBsAg BKAWRITZ AR S
IFN-o BREFI BB HIGTF I, BRSCE e, FrsiE™ ,
A HT L, TLRY B HRRAAAE Z BRI A B IR 2408 5%
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TLRO e —Fh FE NG B s IE A 1L
CpGDNA M B BN F S 1k, 72 Z BB 1 T
REHRRPEE T BB, ERRMAREER
R, EL7ER B 69 & B B B 15 R R AR TLRO B3t
R 7505 HBV Ry 45 5 2 161 %5 1 4195 ; TLRO iR
{4 CpG-ODN 7EZ i & HBV 477 h B BB
i, TLRO.AIME F. Z FF4% 3 = i8] f0 2L 4445 AL
%I TLRO M Y/ Bl R R ARS8, Bt — 4
BT, AMISHEE R TEY SRR, X
TLRO BISEiidE— i, RER E S5 52 PR E
R AR SR B ; PR B0 T A4t
Wi 35 £ I 5 B TLRO S $IL A5 1y Bl 45 52 1 3tk 04 OK T
AR Z 5T, AR XS [ 40 M 7t S 2 A
BB RS IT RIR S R I, B L R A
fRpk , 7 RIS TR T 6 B 3 O SE R4 R 5 s B
W R IR
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