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[WZE] BB HTH4MAZE -10 (1L-10 ) FEPEAL -1082A/G ., -819C/T 1 -592C/A 22515 1L-10 7K
T RJLERERS 71 B (EVT1) BRRBEMNCR, A EEEVTLEYW TR rmE L 137 BT 4,
HERAELH o1 i, EAELL 46 ], BT ERRBEAK L 122 BN IR, SRAENN RS . R AR S s
W Bt A% (ELISA ) Kl i 1L-10 Ko SR ARG BHE N - FRAEIME R B 28 (PCR-RFLP) 43#rde AR
R TL-10 BRI A5 -1082A/G L -8 19C/T 1 -592C/A 225 5R  SRFEIRAIAH EL, EV7 1R 4l LI -1082
{755 AA SER AR A SRR T 5 (P<0.05) o 76 EVTL A rf, SREA -1082 fi 5 AA FERALSTR
FA S LR 5 THRRE4] (P<0.05) o P2 ] TL-10 L 7 5 -819C/T FI -592C/A Z A5V R 4310 Lh % 25 B
PIHGEiT2  (P>0.05) o FEAL LMY 1L-10 7KW1 5 & T 4 A R B4 ( P<0.05) o 1L-10-1082
AA JERAL . -819 TT FEIRIFI -502 AA FEH AL S 1L-10 R ILA X (P<0.05) o TESAMSERIAEE [, EVT71 &Y
4 GCC PRI ARAR T BEXT IR 2 ( P<0.05) . 7E EV71 BLAEIRYLL P, ATA 5458 LAY 1L-10 7K P4
b AT B RRAR, 1T GCC RJLIY 1L-10 KPR A A% 25 T (P<0.05) 5 e 4 R RR T IR 21 4% B
R TL-10 KPR 25 RG24 L (P>0.05) o 4518 1L-10 FER 28-S 1L-10 kKT EVT1 L™
WA, [ hELSRILRIZE, 2019, 21 (8) : 789-795]
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Association of interleukin-10 gene polymorphism with enterovirus 71 infection in
children

ZHAO Na, LI Jing, CHEN Zhen-Zhen, CHU Zhu-Fei, CHEN Zong-Bo. Department of Neonatology, Women & Children's
Hospital Affiliated to Qingdao University, Qingdao, Shandong 266000, China (Chen Z-B, Email: 953312209@qq.com)

Abstract: Objective  To study the association of interleukin-10 (IL-10) -1082A/G, -819C/T, and -592C/A
polymorphisms with IL-10 level and the severity of enterovirus 71 (EV71) infection in children. Methods A total
of 137 children with hand-foot-mouth disease due to EV71 infection were enrolled as EV71 infection group, which
was further divided into mild group with 91 children and severe group with 46 children, and 122 healthy children who
underwent physical examination were enrolled as healthy control group. Related clinical data were collected. ELISA was
used to measure the serum level of IL-10, and polymerase chain reaction-restriction fragment length polymorphism was
used to analyze IL-10 -1082A/G, -819C/T and -592C/A polymorphisms. Results Compared with the healthy control
group, the children with EV71 infection had significantly higher frequency of -1082 AA genotype and A allele (P<0.05).
Among the children with EV71 infection, the severe group had significantly higher frequency of -1082 AA genotype
and A allele than the mild group (P<0.05), while there was no significant difference in the distribution of IL-10 -819C/T
and IL-10 -592C/A polymorphisms between the two groups (P>0.05). The severe group had a significantly higher serum
level of IL-10 than the mild group and the healthy control group. IL-10 -1082 AA genotype, -819 TT genotype, and -592
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AA genotype were associated with the low expression of IL-10 (P<0.05). As for haplotype, the EV71 infection group
had a significantly lower frequency of GCC haplotype than the healthy control group (P<0.05). In the severe group, the
children with ATA haplotype had a significantly lower IL-10 level than those with other haplotypes, and the children
with GCC haplotype had a significantly higher IL-10 level than those with other haplotypes (P<0.05). There was no
significant difference in IL-10 level between children with different haplotypes in the mild group and the healthy control

group (P>0.05). Conclusions
EV71 infection in children.

IL-10 gene polymorphisms are associated with IL-10 expression and the severity of

[Chin J Contemp Pediatr, 2019, 21(8): 789-795]
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Wi % 3 71 B (enterovirus 71, EV71) & JL
PR MR W 2 — . 5 Al g s 5
KGR, EVTI B SR rE, e
HOH T ) A, RIERMEGR R m. B
SR KHAER AT, 5 0™ 5 K 98 RS A it
I AAE M, A 1969 AE AT LK, etttk
AT ZW EVTL Z K AT P, EVIL RGP 3
BHEAK: mERERENRESORE. il
MIRFFEREE, A R T i Ae e 5 EVT71 AR
T2 PR E A Y, 2, ThRE
WHGVF L0 AR M E L, AT LAY X F s 14 5
e, BIEHFTNIE, EVT YL KA I KR &
WL M ATERE . Nk, TR — IR
DRI BB Z VR B [

40 ML A 2 -10 (interleukin-10, 1L-10) 2
EHFRGRLG, STF2Pm, Biha Sk
PESIR BT I S A 6 B Rl g
JLw] e A R, AL AN, ENEAIE . A
YA, IE RIS, IL-10 24 TPk
L AN L AL AU E AR R R, S 5Lk
PETT 2 AR 9 RE B . H ETELIESE 11-10
()i Bl T XAFAE =R 22840, /00T -1082
A/G (1s1800896 ) . -819 T/C (rs1800871) I -592
A/C (1rs1800872) ") I H—2E 1L-10 IR £ 4
PES RGO M SR, B RTSET 1L-10
N HHER 22 505 BEVT1 B 2 [A) AR ST IT 45
o L, AR B AR IL-10 SR 28 (O
FTIX -1082, -819 F1-592 By =M 8 ) |
EV71 85 IL-10 My WA Z R, K&
TE/HE EVT1 G R b A AR

1 ARSI

1.1 HEME

e 2016 4F 5 H & 2018 4F 11 Hiti2 T 5

K2 s B2 e LRI 5 R 2= IR & & i i 4 L
HEEBERY 137 ) EVT1 I8 2 1 LA e
%, H 358561, L5214, Fik0.6~10 %, F
PIAE4 4.8 £3.8 % o T CRIZWIARERF & H 1 T
AR R AT (L FRI2YTHE RS (2010 488 ) ) 1,
Jr A LI 23 5 S RS B BE I, (RT-PCR) &
M H.45 5 88 EVT1AZRRFHM:

Fie IR 1 7 AR TS 20 N IR (n=91) FIEE
JE (n=46) . FRAEALEILIUIGIREI A A, O
Jis 15t 97 T R B R A8, JCTT R0, EAE 2 AR L

Wt R, W, R RS, BARE
B (1) BiRRR, E5FR0E, RV, fFEk

PEEEZE . Bk, AR, O SIFIRREE filiK
Jifr . il i K TR AR T RE RS . (2) MR
SEPHMERI OB, BRI ) 5 (3) M
HW (CSF) #ifuZ (4miEit$ >5 4~ /mm’) |
SRR (MRT) 45, SR EILI—i
T I IRRAE | SCI0 2 255 | IR 1% ( MRT)
LI (EEG ) 455, I3EH 122 BlA TR AR
)L S fa T R AL, o 55 60 191, 2 62 i,
AEIRTEIE 2.5~8 %, PIAFENS 5.8 £2.2 % filIEXT
HRALEE W AR AR TE R, JCEVTL Gy, Joid il
PEB, TR PR, AR E B K
PR EE R e, IR it B A W TR
ROEEE T A G A
1.2 HRERN

KFH RNA 20U & ( RiEEAY TRA
BN W) MIALTE B RNA L SR B LR 4T
XFEV7L ) VP XKL R 5 91 3 1 RE S 1 5 1 9,
EV71 EiE51 % ) : 5'-GTTCTTACATAGCA-3',
TSI FH): 5-TTGACAAACTGAGGTT-3', H-
Bt BN 341 bp, PCRY MG ARR J: 5x ¥
W rp 10uL, . FHES1 9 (10 pmol/ul)
& 5uL, IR & ¥ (200U/uL) 2 uL, dNTP iR
A (2.5 mmol/L) 2 uL, RNA 10 uL, i X 2€ 7k
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% 50 pL, PCR 9" 34 2 ¥ 45 /4 24 : 50 °C 30 min;
95°%C 15 min; 94°C 1 min, 52°C 45s, 72°C 1 min,
40 MEFR; 72°C 10 min, PCR 724 2 35 I R Jise
HLUKAG , 48 DNA I HE—ERAIE

1.3 IL-10 EESEMHES

fii FH DNA $2 UL £ (Omega, EE) , M

2 mL EDTA AbPHAY 4 il FEAS rh $2 O PRI 24H DNA
KRG BB RN — BRI VE Fr BoRK B2 2 8P
(PCR-RFLP) X} -1082 A/G. -819 C/T. -592 C/A
7 #2 B AT 4 M. Horp, <1082 £ 5 |
i 51 ¥ N 5'-CTCGCCGCAACCCAACTGGC-3',
T W 51 ¥ R 5-TCTTACCTATCCCTACTTCC-3',
A B K BE R 136bp; -819 i A5 FWE 51 ¥ N
5-TGGCTCCCTTACCTTCTAC-3', F 5| ¥ Jy 5-
AGGCTCCTTTACCCCGATTT-3', H Bt K i H
561 bp; -592 fv i L35 19174 5'-ATCCAAGACAAC-
ACTACTAA-3', T iE51 94 5-AAATATCCTCAA-
AGTTCC-3', h Bt K & 25 588 bp, PCR Jz )i
R Sx g opwiopL, £ NI
(10 pmol/uL) 45 5uL, & A % (100 U/uL)
2uL, ANTP R &%) (100 pmol/L) 2 uL, H: K 4H
DNA 10 plL, JIAGEKZE 50 pl, PCR b 5 1F
94 °C 5min; 94 C 30s, 57 °C 55s, 72 °C 1 min,
f& ¥4 35 ¥K; 72 °C 8 min, -1082 A/G. -819 C/T,
-592 C/A 7 &5 1) 7= W 1E 37 C 3R 5%+ 43 5
Mnl [ . Msl I . Rsa I FRHIPEANVIEEEAL 4 ho #F
THALSE 1 R B AT 3% B BEWHEEE Fo Ik S 0.1% 15
B gt 4 HROSAR R, 153
A BB =)

1.4 IL-10 7KERE
B0 A B0 LIRS s, AR R
ELISA 50 3 J L A A RS BR2H JL 13 v 1L-10
K, BARSZI P TR S B R R AR TL-10 FFI
B E W BRI 5 12057 &5 ( Orgenium Laboratories, 55 ~% )
VAT .
1.5 ZFitESH
fifi FH SPSS 20.0 Gt 1 8 A Xk B4 6 47 42 12
ST e FFEIER TR RORER AL + brifEz:
(% +s) PN, MZHE] FLABCR PRI FEA ¢ K50
2 2 (8] LU 3R B R R Oy 22 43 M, 2RI 7 LE 3%
K] SNK-g K558, THECFERER HIA 43 58k 1 1
(%) Fox, PIHM BRI R R, £
HIE LR AT x FIRR RS, 20 R W A
KHAFRIT B, P<0.05 MESA 5T E XL,
R EIVREEAE B KN P<0.0125,

2 R
21 IHRAE

FAE 41 AR LAF I8 /DN T it 5 % IR 21 6 0 24
(P<0.05) , PERITE =4 LR 2R B¢ 5
X (P>0.05) . #EAE 41 & JL WBC>10x 107/L [
i) i 1 (B X B 41 R R E 4 (P<0.05) . S5 5%
SEAEIUM L, FREHBILEMREERK, CR
N H >8 mg/L., ILHH = 7.0 mmol/L J K 4 % 1R
R I HE T = 60 U/L Fe 9 887 (P<0.05) ;5 {H
WA TN = R L R Tl = 60 U/L. WL 8 it 7]
Tl MB = 35 U/L bl lb B 2 R LG it & X
(P>0.05) . W% 1.

x1 BAILEZERKERIER
CIFREE WBC>10 x Bi= ALT>= AST>= CK-MB=
i "G ff; ) /ﬁj ! i) k_ﬁa‘g& 10’71, Cf[ﬂ{;zg( ;:‘)gim 7.301ﬁ01/L 60U/L 60U/  35U/L
' | @xs,d) [ (%)] (B ) (6] [0 [#] %)
fRREXTIE4] 122 58+22 60/62 0 6(4.9) 0(0) 0(0) 0(0) 0(0) 0(0)
BRREL 91 52=+36 55/36 24+1.6  2123.1) 11(12.1) 1(1.1) 55.5) 12132)  1(1.1)
Chesi| 46 40£29"  30/16 39+22  26(56.5) 18(39.1) 7152) 365  16(34.8)  3(6.5)
CIFIE 432 4.62 455 30.43 13.39 11.05 0.02 8.76 3.19
P1E <0.001 0.099 <0.001 <0.001 <0.001 0.001 0.888 0.003 0.074

e a/n SEHEEXTIRAIMIEL, P<0.05; bR SEIEAIMEL, P<0.05; ¢ /R SHEREXT BRI L, P<0.0125; d /R S5HAEL4AHEE, P<0.0125, [CRP]
C M ; [ALT] WA ZIE LM [AST) RAEIRESELHN; [CK-MB] WUERKES[H] T4 MB.
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2.2 HMERFEMERBHR
£ 40 FE K 3 K 5 Hardy-Weinberg V- i AH 45
(P>0.05) o 5 fadFEXT R A E, EVT1 G 4
LI TL-10-1082 JE R0 A 2 57 A Gi il 228 X
(P<0.05) ; ¥ AG 5 GG HH B & I 5,
XA AG+GG JE R RIS % 61.5% (75/122)
EV71 & Y 41 AG+GG K& [H 1 45 %l 40.1% ( 55/
137) , EV71 BYLd AA FE RIS R o T Xt iR
M (=11.74, P=0.001) ; H &3 H A B4R
PR THEREXT R4 (P=0.004) . SH25E4 LM

b, FAEL LAY TL-10-1082 He P B 43 4 25 S A
Bt E L (P<0.05) 5 ¥ AG 5 GG HEFBIE I
Ja, BIREAL AG+GG LR TUSIRFy 48% (44/91)
HE 4 AG+GG FE [H AU il 2% 5 249% (11/46)
O 2 AA FE R R | T ROE A (=759,
P=0.006) ; HEZEAIEEN A BOMRIR B2 0 THR0E
20 (P<0.05) . %FT IL-10-819 F1 IL-10-592 {37 2,
feERR X FRZH A EVT1 B d s Lz a], DL E e
FVEAE AL L2 ] Eb e, PR AL 0 A A A4 A
Rz RG22 R (P>0.05) o WK 23,

%2 EV71 BERAFBEENEEA IL-10-1082, -819, -592 L AMWESMEEMERES% [ (%) ]
-1082 -819
20 51 n S LA FLA Y S LA LA Y
A G AA AG GG C T cC CT TT
fAHEXT R 2 122 163(66.8) 81(33.2)  47(38.5) 69(56.6) 6(4.9)  167(68.4) 77(31.6)  53(43.4) 61(50.0)  8(6.6)
EV71Y20 137 214(78.1) 60(21.9)  82(59.9) 50(36.5) 5(3.6)  182(66.4) 92(33.6)  55(40.1) 72(52.6) 10(7.3)
Pak:] 8.32 18.53 0.24 0.30
P <0.05 <0.05 >0.05 >0.05
592
eS| B s pil
A C AA AC cC
99(36.1) 161(66.0) 9(7.4) 65(53.3)  48(39.3)
83(34.0) 175(63.9) 15(10.9)  20(43.5)  53(38.7)
8.32 18.53
<0.05 <0.05
£ 3 EV71 REHAMELEHD IL-10-1082, -819, -592 (i pEMEFEMEFERSH (4] (%) |
-1082 -819
215 n SN FE N7 Eve g FLPRIAY
A G AA AG GG C T ce CT TT
e 91  134(73.6) 48(26.4) 47(51.6) 40(44.0) 4(4.39) 122(67.0) 60(33.0)  37(40.7) 48(52.7) 6(6.6)
AL 46 80(87.0)  12(13.0) 35(76.1) 1021.7) 1(2.17) 60(73.2)  32(39.0) 18(39.1) 24(52.2) 4(8.7)
Xz {H 6.35 29.97 0.09 0.20
P{E <0.05 <0.05 >0.05 >0.05
592
EXiE- 95| B s pil
A C AA AC cC
53(29.1) 129(70.9) 7(7.7) 39(42.9)  45(49.5)
36(39.1) 56(60.9) 8(17.4)  20(43.5)  18(39.1)
2.79 3.50
>0.05 >0.05
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2.3 BEFEESH

FE EVT1 IR 41 A0 6 BE 21 b 3k & 3 6 4
PR TE EVTL R, ACC S5 ALECH UL,
e RE XS B2, GOC S5 R UL, fil X}
HELH ) GCC AR B = T EV71 B4 ( P<0.05) .

EV71 YL 2] 55 i B X I 2H HC Al 2R 10 i 40 A Lo 4
ZRTCG I FE L (P>0.05) o HAb, AR ERE
EV71 B L RS R o0 A0 b 22 ¥ e se it
E L (P>0.05) . WK 4~5,

T4 EV71 BRAFEREITEAM IL-10 BERSE (6] (%) ]

215 n GCC ACC ATA ACA ATC GCA
fHERRE X BR 2H 122 75(30.7) 68(27.9) 59(24.2) 18(7.4) 18(7.4) 6(2.5)
EV71 Ee4 137 55(20.1) 90(32.8) 62(22.6) 32(11.7) 30(10.9) 5(1.8)

71 7.81 1.51 0.17 274 1.96 0.25

P 1A 0.005 0.219 0.680 0.098 0.162 0.617

*5 REAMEFEAL IL-10 BEESE [H (%) ]

205 n GCC ACC ATA ACA ATC GCA
TR 91 40(22.0) 63(34.6) 37(20.3) 20(11.0) 19(10.4) 3(1.6)
FIELH 46 15(16.3) 27(29.3) 25(27.2) 12(13.0) 11(12.0) 2(2.2)

718 1.23 0.77 1.64 0.25 0.14 0.03

P{E 0.267 0.380 0.200 0.617 0.708 0.862

2.4 IniE IL-10 RE

1110 Fh AR T EAL (78 £ 8 pg/ml.) |
29EL (86+7 pg/ml) . HAELL (109 £ 10 pg/ml.)
Z I ZE A G L (F=20.87, P<0.001) ;
HorpF AR 2 L IL-10 koK U8 & T 5 24
FMEFEXTIRZL (P<0.05) 5 FRAELL 1L-10 FikKF-
B W TR X IR ( P<0.05) o &4 1L-10-1082
AA FERTY | -819 TT FEFIAI -592 AA FLA AU 5

T6 TLAIL-10-1082, -819, -592 i S EF A 1 IL-10 BIRIZKFE LI

IL-10 (IIRERIE A & (P<0.05) , WL 6,

HAE EVTL IR 4, GCC H A5 B L
IL-10 7K F B i 3 T ATA . ACC K HoAth 4% 50 i
JL (P<0.05) , H ATA BAf5H8 8 LAY TL-10 7K F
W1 RAR T ACC S H A AR AL 8 L (P<0.05) o TF
BIE EVT1 B2 M FEXT R4, GCC. ATA.,
ACC Je A PRAERY R LAY TL-10 KF 2 5450
GiiteEE X (P>0.05) o W7,

(x+s, pg/mL)

-1082 -819 -592
2151 fiPk i PE e P ———— fH  PfH
AA  AG+GG TT  CT+CC AA  AC+CC
{EEEXIRAL 122 75+6  81x6 513  <0.001 77+4 815 435 <0.001 76+4  82x5 822 <0.001
LN 91  83x5 90%5 7.0 <0.001 85+6 88+5 247 0015 83+3 88+5 389 <0.001
Gienei| 46 107+7 113+7 247 0017 1068 113+7 308  0.004 1076 112+6 263 0012
7 BAHAIL-10 BEEH IL-10 HRIEKFLLE  (x=s, pg/ml)

205 ik GCC ATA ACC HA F1ii P1E
TeRREXT B AL 122 78 +7 78 +7 79+7 806 1.39 0.246
LNl 91 87+6 85+ 7 86+ 6 87+6 1.65 0.178
EAEA 46 114£6 104 £ 6" 109 + 7 109 + 10* 271 0.045

{E: a7ny GCCHARRIAALL, P<0.05; b7R'3 ATA HETIAALL, P<0.05.
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2.5 TlEFkEA

BARE BV LIPS R4, IG A B
FIE EV71 YL, 43 liad b 1oL
(B, 25 %) sE17; HBER 2 BIfFER 2 RS
SR (1) 3, 37%, MFEAL S, Wk
IR E TR ISR, BEIRMAERT, (2) &,
1.3 %, B2 O R YESIR L/, B
ZIEH 6 ARV A, AT A BRI AE A
PRI REYIRE B 1EH .
3 itig
TL-10 J&—FFA 8Pt R 4 R 57, &
T 1 ] 22 AL R A0 PR A A BORT T 9 Th 4
JLA T (8 G Sy A HBT A VR T HEdRaE
T d YL R T, IL-10 K AR MG EF b 7
1, TL-10 7K T i -5 06 BRI 98 RE S 0 1 7™ o
FBE FIUG AL A0 O 1) Lowe 25 PR TEFR, HEK
S TL-10 55 4 B SR SN A E BT HHOG
FEAR I, A TSR, KAk E
EV71 YL AR B e, 1L-10 K #ok bk, (H
JEMANTERE TL-10 138 55 S A e i 28 JER e 1)
fbo BT IL-10 2 AIBTR T, H3 m Xt SE
RN FEAEIIRIERT, BT AR AT 7R B R v
Sk T B RAE Y, 236 2 1L-10 7K1 7
o LA BTt B ) AR RN o A0S 15, 1L-10 ZKF
T AL 3 EVTL G RYn e, Smia] R
1 BE 1 JRE S5 O X ATL A s il e 0 o H — R
W 2P I

AZEIL-10 FFF 1 53R (1931-1932)
HZEMF 11 Sk P 1-10 £ H i 5 440
BFAR, S 178 MREERAMEHR ™, H
HICIESE IL-10 MR EESZ 8 sl IXFE I, R ahFIX
WEAEAEEZSED AR EN, 1L-10-10826
AR 5 IL-10 YRR I A G, 17 -592A 1 -819T
L5 TL-10 MIREEH O B, AR S,
A TR FR s TL-10 A i 375k J3E 5 35 PR Rl A A
R [ KR o

HAR EVT1 YL A AE — 267 51 JF R0 T 3 3L
R AE R B AR BOR, AN TR AR L B2 R Al
M il I A, PEAS TL-10 A1 EV71 G E
93 1) 22 1B 1) 6 R I BIESEATDSRAR Do ARBIFSETEAS T

IL-10 F1 1L-10 % K Ji§ 35 F (-1082A/G. -819C/T
H1-592C/A ) S5 [AFEBE A EVT1 JEGL A
ZERR I -1082A SE7 FE I FEHAE EVT1 B L
R oA S R TR AR L A R X R, X
Li % P 25 AL, A, 10-10-819C/T
F1TL-10-592C/A Z AR A 18] 1Y 43 A1 22 57 o5
e HES2Z AR, Wang 25 PV 7EXT EB J5
B A I R AR B T A R SR, TR AT
AEE TL-10 Y HAh 22 250 35 R R H A 40 i PR -7 ]
[FIEFE 6 TL-10 Y263k SUBGL it Jig . Bbsh, AHF
SO RIN, FRELH Y 1L-10 /KF BB & TR 40 N
T IEZH, TL-10-1082 AA FE[H . -819 TT FE K
RUFN -592 AA FERALS TL-10 MR FEIAHE, X—
R LIRS —3 P, (UFEEAEA S, 1L-10 78
S PR ] () IR R 2257, X RIZA T
() LA RO e B RS Rg . R, TR et
— IR FE AR — A

AEFAFAE—E SR R YE . TEARBSH, &4
FIREAS AR H /N, R, AT REAF7E 25 SR A B BH Pk
B PE RIS B . ASHIEIT L ADURARE, A
IE A 5% 245 T A A AT 5% 465 SR 2 1] ) 22 S5t T g
JEH T AMOREIE B . BeAh, JEE 1L-10 Fikiy
T R AR o AN TR A A0 i R AT DA S AN
[) a5 A [ R AR R TL-10 93235 28, 4+ 77
TE WA AR B 2 a4, Rk, wFss
8 RO 6 20 TR 7~ 98 3 7 5 ) 2 A Pt AR
B, Rk EGE i P R A R S A B
(SR TR AL F LA I [l

ZE L RTIR, MRIEART AR, TR A5,
Z/0AEE EVTL G BT, IL-10 J5 3£ Xk
(1) 5 PR 22 25 M e s T e 3 ) IRl AR A E T s mT
AE 11-10-1082 AA & K A J2& 7™ 8 EV71 &G (1 fi
B2 eah, ARWFSEIRIESE T IL-10 KFREE
EV71 G ARBE i i i i, TR X — RS
W37 3] B I A MR A PR

(& % x W]
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