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EV71 1 CoxA16 5 Z: 11 X 7 5 1 &

R4 ASLiE

F L% (hand, foot and mouth disease, HFMD)
SEBALE WAL, FERIORME, T B
TR, AR A IR i T G R ) A 5 A
(Coxsackievirus) A (CoxA) F1 B 41, #n[Jia: (ECHO
viruses) 4. 6. 7 TAEREGL G|k, CoxAl16 Ml A iE
7§ 71 ™ (enterovirus 71, EV71) J&YL L% W, 1958
L E K IR B CoxAl6M, 1969 4E, i ) 4
JEWERAE T EVTIY, & 1972 EEEAL .
Bl YRR T oty 42 HH 300 v K Ao 8 28 G B L AT I A B IE
Sy EVTL 9 Mo AR I T 10 o SR AA R
i CoxAl6, 20 21 70 445, EV71 5 CoxAl6 & 4t
ASRFEL, BT U B B R A B e
FIH AR Z R EE K. CoxAl6: F[H (1968 4F) M,
HA (1970 4F) B0 WORRIE (1991 4F) © A9 (2006
42008 4E) T PEHEA (2009 4F) B EVT7I. EkpE
(2000 % 2003 4F) P Frhnyk (2000 4> "L ZEE (2008
222009 15 [ (2008 3= 2009 4 ) M2 v [E ELRH (2008 4F)
U, B, FAIW S —Mit S v, ol T
AR NRE . ARSI IR IGARRI.
LD BRI AT IR 17 971 5 I R SR IR 96 2 LA BRI LA 7
T, 6T A2 0 R P 2 20 5 Ak, B EV71 F CoxAl6
{1 DX R RAEAT LR IR

. R

EV71 Fil CoxAl16 34 J& T/ RNA ¥ 2 £l [ i i
BEJE M A RN, 55 ORI, e A R DA 4 Dk PR OE B
RNA, K% 7400 bp, X&A—NIFBULASHE (ORF)
29 (5 AT KL 90%, 1 S A2 AR S ARG g X, BRI
5= dEgm X (5'-UTR) 13- JE4w i X (3-UTR) . %
ORF #tty— N2 RE M, ZREDEHREEH S G RME
PR AR R KAl PL. P2 i1 P3 =AMk & (1, Horp,
Pl Xt — DKl 4 P iR (R FEEA) , W)
VP1-VP4, P2 Fl P3 73 4 KR R 7 R AR 2 i 8 1
B 2A-C F1 3A-DM, 2 = Az 3 55 45 Wy 2 11 R 75 & BT
TEMIEA . 4 BB PR i B A 5 RARFE S5 R 1)
WEEAAT, 60 ANNE AT R B BERURL AR 520 B VP4 T
I BERL T AR ST I NN S FE AR O B R, AR 3 R
TR R TR TR IURLR T, R pe e AR A AT
T VP1-VP3 I, l1 VP1 Fl VP3 4 ik i) BC ¥ LA K 1 VP2
Y181 EF SRt EVT1 B8 sp AR R A 4 1

L IRIRRI

EV71 YL 1) LB R Ik 2o el vE F 2 D 4b,
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W BRI AE RG, A EIRE. PERE,
78.3% ) EVT1 & 4 i 5 R L o0 F 2 1, Hop,
18.6% A7 K P & RGIFERAE, 6.2% LA M& M5
o U, 2008 4, A UEIRIE T 98 4l EVTL &g M,
90.8% R AT L1, 2 B B e 58, oAt 2B
TRV AR AR, AR ERGE R JE
SRR 2, 11.2% B4 B 2B 2 1A i e 4% ki
% (6.1%) « Wik (3.1%) . AVERZZMERRE (1.0%)
Rk e (1.0%) , 72.4% KB FHERNT 5%, HAbE
A DURS RN (24 ~ 42 %)

EV71 s 2 RGN IR R IR ZFE,
TREA—, RGP (65%) « WKk (53%) .
PRI (35%) PR (21%)  IREKE BT (18%)
FS IR (15%) Y,

EV71 &Yt W 5 (RFAE S, I R i 28 19 2 2
WAL R I, WA 226%™, KIS FET IR BRI A 3 &
PAR, ik e aade, mr ook je o ik e Fn (i) fif
R, RO T T RE v LA K )T TR T, R AR
FAET: P e S PYIRIE T 32 451 5 RE N T M R
&, B EVTL G, U A M2 D) Re 4 T
MRS, ANEN A 1 d e gy, SR ol 2 Th B
LR RTE Sk K i s B B, BRI R A .
EV71 BT 2 08, withidbi, ZhmmaeR
et MUETE K. R E R EESRAET, 79
JEE AT v A

CoxA16 Ji& 4y & i R I Ky alivEF 2 F, ek
FARTAR , PEERANE R, 2 0T 2 DAt 2,
WIHIRAE, 52 AWM, WUERE. R, U9
ek 22 BT, CoxA16 FfAS W& 515 Bk ik 4L .
Wang 25 P RIS T 1 BT LRI 15 Ak B, I8
T CoxA16 B4 5] f 0 LR R VA PR 7E . CoxAl6
TG T S B0 AL 1 T DL A T R ) 4 R GO
RRE, 0T 8 R At IR g R P AN, UER
FIE LG CoxA16, FRHEILT 2 Lsh, T SEUR
F[Ma

EV71 1 CoxA16 g 44 it 3: B G AR KE IR AFAEBER
ZE5E, 45 B AT 4 i T BURE FVEDRE T A2 L, (H
PeFORALTR AN, X 510 R ARG # A — 8
MIRFR. Bk, MR T T 5N A EVT1 FI CoxAl6
BERRIC AL 2R P I 5 B AR R ) S DA DG AL AT IR 751
TR IR IR R I 2 5 i, BAT— 2 e

= RS R AL IR A S IR KRR I OC &

I 75 A58 88 (1 VP AT IR 32 41 10 25 5, nlg
EV71 i #4 AL B A1 C 3 FhAENZY, B, CEEKA Y
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AlgE—254r 4 Bl ~ B5 fil C1 ~ C5. F & IR IR 2T
2 %, 5 EV71 il CoxA16 [ 3 5 ) 5k % AN 7] 35 1
A% L R P 4 1) 2 S A AP AE AR DG W 2 K i 27 3 6 L
HEHAT T HISH 5T

L LR i R R BLIK 5 R Ni %5 B0 = iy
78 45 EVT1 G 4> B8k (7 Bk B2ET- B, 17 Bk
FIER G BRI, XSy B Rk JE T Cda JEIR 7Y,
Wang 2 P56} 7 ¥R Ko EVTL 4> Bikk (4 BRIRE, 3 BRELRE)
B TR BL, )@ T C4 JEAY; Sun 25 P75 17
J"H EVTL 4y BBk (4 ¥Rk BET- B, 7 AREAE, 6 FK
BE) 3T, IJE T C4 BRI,

CoxA16 JIT 3 801 FAE T 4L 115 993 ) v 20 A i,
FLAH O TEAE A8 35 10 20 B PR 1) 6 DR R R AR I . (HR [ 8%
SiE R A B bR, AT A O HOE R AT TR
2009 4F, ik P X5 9 Bk CoxA16 JL 54 BRI B 43
MraBL, $4)JET Bl ZLRER,

CLERFFC3 R, T2 D mimR RN, 5 EVTL
FI CoxA16 AN[F FERE AN R SE I AL [A], AL AEAH oM

2. BTHRITH SRR KR FHKIT L
(Polio) % ¥ 1 J& T~ /> RNA Wi # k. 17 i 9% 75 )8,
EV71 Hl CoxA16 5505 5 &5 b BEAH AL 1. EVT71 3£
b, §{i 750 MEAFER R 5'-UTR, Hh i 453 ~ 561 fif
B3 LR Bk ERE BrCr A ¥E) 55 Polio i 75 ) W %
Bl 33E A AT A (internal ribosome entry site, IRES) %5 V
DX 2 R SR AR X Y., 1% 45 /) 385 Polio 5 55 1 B¢ ) %5 V) AH
5 By ELAE R R S s R £ R A Pl
B B, gkAh, S-UTR B H — AU IR 454,
g AR IE A, 8 s R A Z
B 750-7330 7R W gnfidiX, 4k 3'-UTR.

McGoldrick %5 B % B Polio 5 &5 [/ 5'-UTR I 75
RNA i ) RNA %4 3D (3Dpol) FE[H, 1]y 5
M EME, BeAh, 5- UGN IRES Jo4E, W] BLUE S g i
BEM ST, 1T FLAZ A A% IR 1) 5848 A ™ i 5 ) A8 3
B Polio Jp & ™ FIkIpE7y B3 e ™ B ).

T EV71 Fl CoxA16 5566 /K it 4 958 73 1 &5 # 2L
B EEAALEE, # %) EV71 FI CoxAl6 [ 5'-UTR.
3D FEFEFN IRES JofF S5 M R T 53T T KRBT

Yang 2% B N — AN T B IR b 4 B R IR
Witk CoxA16, Xf1L3"- I 5'-UTR K& VP1 (1)) 515387 &I,
TH AR RS 2 5, S-UTR 5 7 ML AR,
3-UTR 4 54, VPl XA 3 MK ET, B
SR ZE AR, AR B AR/ BRI B0 Tk E I AN, 1
HIEAW B 0, XA TR E T B L PR A (1) AN [
7,

Chang %5 " % 6 ¥k EV71 IR 2> B0k (3 Mok 1 fF
Ha RGEIREE, 3R ARESRE) KLl
TR, IRES F1 3Dpol [X 355 bR uEREAH Lb #5472 Ik
57, i H., M4 3Dpol [X 1994 fi7 2 LR I -2 515,
A LAKEIX 6 FREEAR BT AN H 5 ) IO BERRIX 20 T

Li 25 B3 %) 5 8k EVT1 SERRIE TR IR 4 17 510
Jf 5 Pubmed H 1) 51 Fk £ 408 5210 EVTL B0 T 40 HEAT

e fe B VPL ) Gu™™, 45 1 M 2A () Lys™° J1 5'-
UTR E'(] GP272‘ UP488 fl] AP700/UP700 % EV71 E"]% jj ﬁ %o

A, Arita 25 P RFSRIE W], EV71 FRdERK BrCr,
5-UTR #i1 3Dpol [X 35 (10 FE AR, A) i T o 18 A A 114
P2 3 S5 . Huang 25 B7 R 81 EVT1 6 # VP1 &
155 145 A7 E LR FI VP2 AR 75 28 1155 149 o & LR (1) 58
AR, BIPEEA B AR ANEL ) RN BRI EER

PL BRI KRBIFT R W], EVT1 Hl CoxA16 (A% T 1%
JPHVERAR AT RS SL8E ARG, JERE— D5 M i (0 IR R
K. Pk, S HETRTAM RGBT THRT LD
995 IR R IR AIL A o

P4, EV71 Fil CoxAl6 [ IHHLE

F R TR I A mALE H ar AR . T EVTL
Yoo Gy EAE R, IR 2E 0 EVTL ) R Iw AL
T2 o TR TR 2 S A M 2R T A0 sz Ak, mT
R . R4 A ARTE Y e A . A2, PR
G N9 B ) SO LA 7 T R 45 5 5 2 A0 1 P P DAL,
ifg e AU EVTL K52 44, A el B9 EVT1 B0 HLEL 1) &

PERiE, BAILRILT 5 R EVT1/CoxAl6 [H41 3
5244

1. SCARB2: B il k%211 ——SARB2, iy
TR A AR (1 1T 2R B % R 7 36b-2 (CD36b
like-2) ©f LGP85, J& 1 1% 18 K% & B 2K W F K K.
SCARB2 fEAR N iz ik, WP HRMa R4, =
TLOMAG TR RN IR AL, 25 502 SR 1k - AT 1A
[X 25 [F) F 41 P, Yamayoshi 5 ™ JI} RD 41 Jito 119 5 5 4
DNA 6 4e%F EVT1 A G I R L929 ANl 5, fiik th
R TS Ltr051 i Ltr246, Ltr051 %f EV71
G, AR S RD A1 MUZE AL, Ltr246 [ 24k
FART Ltr051; WiT N 0K, K Lte051 41
M4 N SCARB2 BL[K; ik SCARB2 1) L929 41l L,
X AT I T AT EVTL i (LR AL B. C I
HE A W g s i B, B -SCARB2 AT ¥ 14
SCARB2 # v LLFHAS EV71 (4L, Itk % 1] SCARB2
& EVT1 Y5244, 4 EVTL(f) 53008 e ookt 5 545
s Ie4h, EUFBT T CoxAl6 1 nf F ] SCARB2 & Z 4
Wi, BfJ5, Yamayoshi 2% Y W k4% T 162 4] EV71 ()
}5 B2, B4, B5, Cl, C2 flC4 W &) | 17 #f CVA14
K1 37 151 CoxAL16 Wi IR 73 &5 Bk BEAT W 58, R I A7 5
B34 7T 2 4 RD 41 il f1 L-SCARB2 41l i, 3k — 45 % 1]
SCARB2 J& EVT71 & YL ) 852 4k, A8 H g gerp k5 1
BER] . B, Yamayoshi 25 ™3l i Lb 45 & DL B, Scarb2
(mScarb2) 17 85.8% (M2 JEfR 5 N SCARB2 (hSCARB2)
AATE, ARRIEIES 99.9%; {HZKIE mScarb2 (1] L929 41 iy,
X EVTL (1) 5y &k eI 722148 hSCARB2 (1) L929 4 Jfu;
HE 10 o8 A 7] 1) hSCARB2-mScarb2 ik & R A8 ¥k, K
T hSCARB2 [ 5 142 ~ 204 7 5 3L W8 45 EVT1 1) 5 %
PEFNEVTL 55 2 W0 1 45 5 R A LA EZAE . Chen %5
Bl kB RFR R I, 55 144 ~ 151 [T 2 LM EVT1 5
SCARB2 [f1%h I R ¥4 2 G L IAE T . 9 85 Jy T
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BT v I T 41 SCARB2 2 1 i KA &9 40 R
SANEIR RS Z R4 A, X $Eon A SCARB2 [ 2 1134
AESE A R R EEAEH Y, Chen 2 ™ R IUMT
VP1 EF 3EE % 02, %t T SCARB2 )45 & i 4
(R G g B AT T HEA/E ] . Lin 25 ™ fdi [} siRNA T RD
41 Jf T NTH3T3 41 e (3T3-SCARB2 4fi Jf1) | SCARB2
235, RILATSEI BVTL RS, 4K 5% Wi # 4C 5%
AR, W HE A EE) ) 8 AR e siRNA,
B R A 3 1N AR R AR A A ), AR T A
EV71 #t N\ 3T3-SCARB2 41l Mu [¥y st 72, i /N Es & 1 5
1) siRNA /NGS5 A3 B9 P A4 I 25 L
WAEH, MR EVTL I GA T K S B A S 10
e M, HANER I, EVTL N #AE A PH AR,
L AR A AR A 5 LA B I I T 1 e e )t gl 0L
EV71 4t 5 SCARB2 %24k &5 &, Tl ik W% 25 (1A 511
A1 PH MR N A A FHRE 401

2. PSGL-1: P- ¥EFE 2 (/& -1 (PSGL-1,
CDI162) Z—MEEFED, FEAHMAK. HKERM
PSR M 38 . T EVTL YL BT S0 N 48 A
SEYFPEI K M R, T M R R, (e R an T
& 25 180, Nishimura 25 " HED T 41 fo YL 76 EVTL 1Y
HORHLEI TR A EEAEH, kX EVTL 5
Jurkat T 41 i 1¥) cDNA 3L, ¥4 B8 (P3ULD) 41
Wi, JERT 4 NTTLAGES EVTL [ TolE, X iR
i5 PSGL-1, F:1# A 293T 4l B iiF 5 PSGL-1 J& EV71 1
CoxA16 (1] —Fr T RE k2244, kKB PSGL-1 ) N- K
u XA (42 ~ 62 (2 FEIR) A& BEVTL 45 &3040,
i H. EV71 Fl CoxA16 AJ @it PSGL-1 #5113 45 75 41 it
W&, Nishimura 25 "9 3t — B aF97% B, PSGL-1 [
N- K Uity DX IS I i Z PR IR 1L, 1T AN 2 O- Bl 34k, A5 Bh
T EVT1 (44 LKA Jurkat T 40 1 P9 1 52461

3. MRS MEVRR (SA) iy N- ZBHEM 4R,
SERERRAA A, W DRI e 0% R TR R A
BENRSRES A  A ©, TEATETAEWR N . MR
M 2 R ARG AR 7, A0 MR TR 25 1 ROBE i
{14 Y T8 A A5 U 0 1/ 22 2B il Bt v R 46 Al T B I A
H, g g BRI BIAfE S % S 4% ¥, DLD-1 i
TH 21 B R T I Rt Ml v R A B R, VT Rl g S
4& DLD-1 i i 40 s *. Yang %5 ™ ¥ ¥k % Bi4E DLD-1 4
M b SA- EHLR) O- WEEEFIBENG 2, A N-fiJE, 5
EV71 ESAE G IbAh, Sk ABEFLE) SA-a2, 3Gal [ MEH
TR (2-3) - JERLIEFLPE 1 A1 SA-02, 6Gal[ MEVEIR (2-6)
SR TN 1, T EVTL s, K] RE S R
AfBHIE EVTL i i & g 22 L. Wiy ik, SCARB2 Al
PSGL-1 /& EV71 F1 CoxA16 5 41 Jf Zf I ) 52 44 U0+, ix
PRS2 AR A e BE R AL A 1, PSGL-1 H MEVR IR AL
% Sy 7 X U5 AL, SCARB2 2 — i e i 1 A4 Bl 2
F 9, Su 25 MRS I, A R R 25 N M R T
FIMER R 5, W98 /b EV71 % RD 41 g f1 SK-N-SH 4l fitg
IRGAERT: MR ek R e 2255 7 5 EVTL 3%

e, JEWIWANEI EVTL 456, Ak, SCARB2 ZMEMR IR
teJg, ATBAASILS EVT1 AR ELAER

4. Annexin I[: JEECE A I (Annexin II, Anx2)
JE TR AR (L N 5k, LA A Ca™ W o- BRTER%
O DI Tl AR AR EL A B R dRE,  Anx2 SEVFE R
BRI SR B W IR, R PR A i 88 N
A0 BY, i i R HEN A B 4i i B, HIV HE L
aif Bl R, WHATEEEM . Yang 25 B 05T R
Anx2 AT H EVT71 (1) VP1 A4, 10 CoxAl6 AR
5 Anx2 454, W PETE Anx2 50T -Anx2, AT D
EV71 4s6 . BERERURAS /T iBon, EVT1 VPLEEE |
95 40 ~ 100 {7 Z KW L 15 Anx2 AH T AR I B B4,
EV71 5 Anx2 [454 0T USSR 75 (13 ARG ) BY,

5. DC-SIGN: 5k 40 i (dendritic cell, DC) &
—RE LI R L 241 (antigen presenting cell,
APC) , FEHRAEE AP I NAR T RS AR .
SEPEAN R RGBT 3 25 A AR#EA F > 7 (dendritic cell-
specific ICAM-3-grabbing nonintegrin, DC-SIGN) & 3
I&T DC 2K ke 32 4. DC-SIGN J&F C ! (454K
WD BEER KR, A Fh i 404 AN SRR A R 1T 2
SRR, mARANX . B DOR B SE XA BT WY
W], DC-SIGN feiR I A& 2 Bl 2 31 T sk A
40, W HIV, HCV RUR IR 825 P, Lin % P %
B EV71 0] &g AASHE DCs, H7F DCs ik i #5285 11,
EV71 #E A DCs, #34>Hi DC-SIGN 3., #— 40k
B EV71 J& e n] 3435 DCs (354, 408 70 IL-6. 12
FTTNF-a (5300, JFHRIE T A 3g 5, B A fh 4 ik
%g [59]O

i bk, TR O — A SR, oS
BT E R I RE, HET, gl AN EEMN.
EV71 F CoxA16 & FEUF A2 9 due B0 Ak, =%
TEIG 2 I PR R BN R I LT 46 T A 7 E — E  IX
IRTE 28, WA 28 X RT3 R AR 70K A B T T 2
PR IR E— 2 B

& % X #f
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