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# E RTHIFE 4% % (coxsackievirus, CVB) st A % 0 £ iz JR 4 B ( oligodendrocyte, OL) #e¥§ A 45 5% % &
(Borna disease virus, BDV) # 4 & % 49 OL 41 8 (OL/BDV) ¥ I & -F #£ 4% (interferon, IFN)  microRNA-155
(miR-155) & ik vA & F#. %8 37 B -F (interferon regulatory factor, IRF)7 #mfi & {169 %, CVB % % OL @it
#= OL/BDV #3202 4.6 .12 #2 24 h qPCR # %] I & IFN mRNA #= miR-155 & ik K -F, OL @@fif= OL/BDV &
B A 4% 4 IRF7-EGFP fi#2,CVB B % 4 h JLER [RF7 s o 245 7, CVB B4 OL 4.2 4,12 #= 24 h,IFN-
o mRNA #= miR-155 %k K-F 2 E ¥ A0 IFN-B mRNA & & K-F /£ 4,12 %924 h £ %3 ;CVB & & OL/BDV
48 i, IFN-ou #o IFN-B mRNA R i&K-F50 h 35 2 £ 540 42 miR-155 kXA 12 24 h BE M A, CVB &k
OL afe#= OL/BDV @mft 4 h,IRFT BER AR G @M L HB EmMH A, % LAE,CVB T § OL @i
A2 OL/BDV #mjt 1 & [FN . miR-155 &) &k 423t IRF7T A4, Adigt i 1 & IFN 2 5 # 5213,
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Abstract Effects of coxsackievirus (CVB) on the expression of type I interferon (IFN) and microRNA-155 ( miR-
155) as well as the localization of interferon regulatory factor (IRF) 7 in human oligodendrocyte ( OL) and Borna dis-
ease virus ( BDV) infected OL cells (OL/BDV) were investigated. After the CVB infection, the expression of type |
IFN mRNA and miR-155 in OL cells and OL/BDV cells were detected by qPCR on 0, 2, 4, 6, 12 and 24 h and ob-
served the localization of IRF7 cells. OL cells and OL/BDV cells were respectively transfected to IRF7-EGFP plasmid
and infected with CVB for 4 h and observed the cell localization. The expression of IFN-a mRNA and miR-155 signifi-
cantly increased at 2, 4, 12 and 24 h, and IFN-B mRNA significantly increased at 4, 12 and 24 h in OL cells. The
expression of IFN-a and IFN-B mRNA in OL/BDV cells infected with CVB all increased significantly at most time
points detected except O h, however, miR-155 increased only at 12 and 24 h. In OL cells and OL/BDV cells infected
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with CVB for 4 h, IRF7 green fluorescent protein was translocated from cytoplasm into nucleus. In summary of all a-

bove, CVB could induce the expression of type I IFN and miR-155 and promote the entrance of IRF7 inta nucleus,

thus activated the type 1 IFN signal transduction pathway.
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I BI-F 3 & (interferon, IFN) & —F 7&K
T UM GRS R E R R A
HF, €04 [FN-o 1 IFN-1" o P91 LA
S LELIFN B4 & fhop 8 K VA 4 L3
4 RNA JHE RS 20 5%, Ko LUK 3 FOBLUEE RNA
FESBRAERDY . RNA REBEHEEHEK
4% RNA ( double-stranded RNA, dsRNA) Hrja]{&k,
] 4% M PN AR | B Toll #£ 5% & ( Toll-like recep-
tor, TLR) 3 3R.5, ¥ 7E TANK £t & i &5 ( TANK-
binding kinase, TBK) 1/#% A ¥ «B & i ) & 7
(inhibitor of nuclear factor kappa-B kinase, IKK) ¢,
HMBERR AL IRF3/7 BB DAY, 55 T & IFN
Pl RS 255 3 ( coxsackievirus, CVB) R #
BRIESE/) RNA 8, 728 Hild 2 4 UK & dsR-
NA,H ., CVB A[{E Ri% T 1 B IFN (555 Sid B
HHERA SR RSB RY T I
B IFN H)JREE R R . /R 490%% 3 ( Bor-
na disease virus, BDV) B —Fh A 6 B 19 8 1 5%
RNA 5%, B THEMANE, BB AR LR K8
HEMAKAS LMY PFFRLI BDV &
P NG, FEG LA 2 R 5 ) GERERS Ak IR
PRAE A e i e, 28§ BL T, BDV R
RIS ETE AR S BB, B BDV B 118 F 40
MRS ST RE ) R A )2 Rtk B 5 IEH 4
HaBA BB A . BATRT BT & BN microR-
NA-155(miR-155) J@ 3304 1 &Y IFN RS H F
N 2R F15 55 M 22 F (human suppressor of
cytokine signaling, SOCS)3 KA {g# 1 & IFN 7=
4 ,BDV #qh#% 2 H ( phosphoprotein, P) i1 842
miR-155 %] I B IFN 857 B ByeR &,
B, 2K 5T LA BDV RRE0 R Y iy A 28/ 22 G o g
YA ( oligodendrocyte, OL) (OL/BDV) AHFFIEE,
BT CVR eSSBS T A 1 IPN 8
B IR PRHIR N

1 R 5%

1.1 ##8
L1 &AL MEETHRE B3 A(CVB3),

P RIEER K%M A D F U E R4, £ CVB
16 MM ER P BOR M RGRA— B, IRFT A B £
IFN BRI R B+ R T AR, HiEH
FEGENE QUK R, 5 2 R R i kg
DNA BR85S IRF7 BEERILITR i IRF7 #75
TR, KR OBE . IRF7-EGFP ki
R H T BRA KRG KRB BN, R
WK IRFT KM EEH.

1.1.2 £ 2R M 5L TRIzol, ANTP Mixture
(each 2.5 mmol/L) , Lipofectamine 2000 ¥ g € &
Invitrogen /3 &), M-MLV 1§ B 3¢ [E Promega 7\ H],
Oligo d(T) 18 . SYBR Premix Ex Taq™ i B B &
TaKaRa 2 &), Axiovert 200 fH| H K & T &
(ZEISS ), LightCycler 2.0 % J% £ & PCR X
(Roche) , — 80 C {% iR 7k %5 (SANYO) , TGL-16G
R Y PR B O L HITACHI) ,RS232C #% R 43 X
( Eppendorf) , Mili-Q plus #4fi 7K & % ( Milipore) ,
1.2 A%

1.2.1 sk kfomi gk EHEMBAERY
(¥ OL 4l a1 OL/BDV 4 jfd, it A PBS 4 sk &
VR, A 0.25% f kA o 4l % T8, 37 °C
FUFEILAIE, BT AR, tn R SR 40 A k4,
AR BREE K, ST BMF R T AL, FE R TR . FE
BB 200 L IR, W T 4 BRI PR ) 400 L, 4
B, LL2.0 x 10° dij/ LA T 12 FLIEFRAR N
B FFRE T 5% CO,.37 CRA PSR 24
h,fimA CVB(MOI. 0.5), 435+ 0.2.4.6 .12 fI
24 h R £ M8, #%BR Lipofectamine 2000 #:1F iji
B4 IRF7-ECFP A5 4§t & OL 47 fg #1 OL/
BDV 4, 5 4% 24 h JFIMA CVB &Y 4 h, 5k
B ES IRFT B9 40 E 4K DL o

1.2.2 RNA &I LR BfEPUEK K mA
TRIzol, T/ RlALIF R A MK T MA R . WA
a5, MRS EIREE 3 min,4 °C 12 000 r/min
B0 15 min, FIEBEHMLTESLES. WA
SN, 4R ,4 C 12 000 r/min &L 15
min, % F#. A 75% 2 B2, B E R IE, 4
€ .12 000 r/min Z.0» 15 min, F 5, FHOEE
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W3R 1 B IFN {5 S 15 R N2 1 & IFN
HRE M AL, miR-155 @34 M4 4 18 IFN
5 FEMM AR EF SOCSI, MR I
& IFN 915 S S RHEEMBRERE . M
H,miR-155 R BB 3t AW TR AN —2 &
MIMIN ESOHREEGS 4K, H#A
miR-155 =4 38705 SOCS1 EEM=EZ AT
i, AT TS T STAT1 1 STAT3 HyBRER1L, {2
P 1 & IFN ) JAK/STAT {55-1& S Bk i 158
RAMRERERMND , BRAMPRE LA
miR-155 B] LLE S MK IFN {55 &2 B A tEiR
7 EHF SOCS3 Wik K MIE IR T B IFN #9i5%
S8, BDV HIEERS P B 18 £ miR-155
A 7= A T o B O 8 R R, E M SL TR B
Btk APRIEL CVB EEFES OL
4 miR-155 Fik, (B R4 BDV FFELRH 1Y
7£ CVB RY 5% % miR-155 7+, ATRER BDV
%t miR-155 By #I Ve A #c5&, mi 1 &Y IFN g7/ 4
FEZAESERMER,

Zhong % FIRE £ 4 (10 mg/mL) R #/
SRE M40 AR | PR A0 A | bk £ 40 B D A R L B A
J8 A6 4 8 ~24 h,IFN mRNA FIE B £k KF

E24 hiE2FAE,.8 hixEes, s, I B IFN
FORIFN MESKESEEEMABERIERESE

AR, @it ar 6 46t a] skl CVB Xf I &
IFN 1 miR-155 W S1ER, IEH 41H 4 h HES
FAR BERTIE,BDV FRELRYL M 24 h KT
FiER B EMNE S, IRR CVB XK # R fiE
S RYniE S [ B IFN (5 S5 SR 2 A i E) A ]
BEERF,

RNA FRERP R EE Fl3 K dsRNA 2
BRIMIFN ~ENEER T, EZSBEHRRS,
WA F A RNA REAE 1 RIS S8
7 R VUR R R R I8 3hiE X 1 Rk 45
HERNEES EREEROTR T M
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