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E2MEEMLRX (SSPE) OEXAEEEER
TR RS IEBE IR MRS 3
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ECBHIC

AR LM 4% 7% (subacute sclerosing panencephalitis, SSPE) 13Fk95 ™7 4 )V A (measles virus, MV)
2 & FRHREEIED —2>TH V), MBEREFRIENIRA L7z MV 230352706 OFEkE 2k, HiiK
MR CHE R AR I T T LICL o TRIET 5. ZORIERTIIEIAHZ SAL W28, 7 AV Al & 1F
FMMOER, SOICEREERIESLTWwELEEZLNS (K1),

7 ANV AARFIZE LTI, SSPE BE DA S 5RES L7z MV IR OB TFER A LR Y A
WARLF- DR E K ZEPHMOENTWE, TOMED, SSPE OFIEICEH D> TV 2B D7h, WK
WM OMICERDNER LR TH L0000, L) SIZoW TS TR,

SSPE O SHEIZfE EMER DG L Tnb 2 L 2RBTLHEL LTI, 2R TOMEBRETIE
SSPE D38E1) A 7 A5\ & & % SSPE BER DML A SN TV HYY . —J5, SSPE BF O iy
FIRET CIE, IM{E B L OHEEH OB MV LRSI TH 5 2 &R0, TR 721 C % < RIFIMERLER
IS EERIER DAL T B 2 EARE SN TV EYY, Lo, IRETICHA ORERESHE ShTw
LHH00, ERAEEIIRICHETL STV,

Fe %1%, SSPE F&AEDTE FAE N % fRBH 3 5 72812 SSPE BE 2BV 5 50IESRY - BEIRFEE %217 -
TE72DT, TOBEERNT 5.

1. SSPE 25175 MV L &7 4 —DOBGFE

MV OMEL 7 —L LT, TNET, ERE/T77FBEOLLT ¥ —Thb CDA6 & BFERE,
B/ F UMD LT ¥ —TH A signaling lymphocytic activation molecule (SLAM) 28415 LT W
%. CD46 757RIMER % B < & TOBMIICEI L T 2012 LT, SLAM i) ¥ /85ko—# &, HEE,
BRI DO AFEB L T 5.

SSPE OIRZAE Tl CD46 O FEIAME T L Tw»
% ENHESNTE DY, CD46 7% SSPE D

/1‘\ BB L TO 2 THHARIE SN, Tk i,

AL RRRF MV OHIfLL & 7 % — D {ETZEALAS SSPE Ok

BHBET | 5z - FHEICB LT B e R AT L72%. CD46
EEAEF WIEF D MV #EE 7 Td 5 short consensus re-

/giéﬁ@*amﬁmﬁ% peat (SCR)-1, 2% a—F¥bexon22b4%
SO AR L, 320 154 (SNP)

Innate immunity (C/T38, G/A176, C/T453) = Wi L7z, mi2#&

i i 7 3 BRERE o TV 28t MV A ER LS

B 1 SSPE O HBIETAHLDIEG/ALT6 DA TH 72, TD 3D
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DL OHEE % SSPE #f & IEF T IREE TR L7225, WM CRICEIIAONT, CD46 #nT %L
SSPE & ORI TRER TH - 72

SLAM #B{nT 122\ Tk, MV AT TH 5 V domain % & &Mifg b EEE 2 — K34 exon 1 5
exon 3 % direct sequencing THEMT L7z, exon 1 DEHIZDOWTIX, Ddel 12X % RFLP T Hlk % i
~7z. SSPE20 %1 direct sequencing Tid, leader sequence @ 33C/A &8l % & 7-DA T, Hfa/ E
B a— N9 258D EE A Db o7z, F72, 33C/A LHIOMHE % SSPE # & 1E % %t P #E
THE LD, WM TRIZEER LD Dol Lzh o> T, SLAM #{ZFO%AtD SSPE DF4E I 13
B L TWwWinkEz Sh.

2. SSPE (ZH(T % MxA EIGTFDOEHEHR

MxA &, 184 >%—7x0>r (IFN) TH5% IFN-a, fIZLo THEINLIITANVAEEATH D,
Y AV AR % innate immunity (2BWVCEEREEHEZ R LTWLEEZLRTYSY. MxA I, b
N HERMILR 2 35\ T MV OBFEZ 192 2 LA STV A, 20 X9 % MV OREFEIH]IL M
OBV T O BRI, ZOBFEIEY AV ABEFOEEIHTH L LREINTVWLY,

P41 MxA BIZTO70E— ¥ —FHZdH 5 200 SNP, —88G/T 4%l & —123C/A £V |25,
SSPE # & IEH M IBBEO BT ORE %175 721V, —88G/T %%t Interferon-stimulated response ele-
ment (ISRE)-like sequence FIZd 5728, allele |2 & o THEEHEMEDIZALT HEEREZTITH B 2 LT

FX N7 3110 —88G/T %7 o M i 5 % o
%1 SSPE BB £ OIEHHEEEC BT 5 MxA promo- ahr & SR ORRATHRIR & 7

ter —88G/T % H DY . B TRITIE, 88 DIEEMNEDIZT TH

Controls (%)~ SSPE(%) 5, .\ BHRELY A THVIEFENHRIETE % THLDIIRL,

(n=90) (n=40) SSPE BETIE 25% % 50, HEIEhot:. 17,

T saw 164 © allele 4 % MBERI CILEZ L T b SSPE B TO T

G/T 41 (46) 14 (35) NS allele DHENE W C L3RR TE 2. —F, -

T 5®  w@ - 0.08 123C/A B OB TH, METHIZBNTY

allele allele HEICBWCOMBEMICAE L EE AL D
G 127(71) 46 (58) 0.040 .
T 53 (29) 34 (42) NS XA

P values were calculated using 2 X 2 chi square test. IEFER IR IZBWT 123 £ -88 @%ﬂ@/\ A

NS : not significant (P > 0.05) % /r 701_}/%}%{ %:}E?E Lfl & > 7), C-G 7% com-

| P <0.001 | mon ZN7 0% 4 7 TTEEL # 5o, A-T X

N —<001 P00 2%, A-G I 1%% 5 Tw7z. Hardy-Wein-

%t berg ‘Ffii & DN S, T O ODLRILHEEY

i 20 TV % 2 LB L7z —123 L -8 0%

2 s BONT0 5 4 7 CIERIEE & SSPE B ok

. WA L2k 2 A, —123A —88T 75 SSPE

I BICL ANz (31.2% vs. 19.8%). —123A

£ 5y T BRI B A B DD E D,

(:2 : : — 88T NMHDHEDE/ 2 FREEZ b,

A(-123)  C(-123) C (-123) K2 SSPE & DA A & 5N 5 —88G/T

T8 TGOS gmomgE T T ALY T T—ET vk

X2 ]]gjff —123/-88NTO ¥ A T MxA 7OE—F —if§ LI FFo 7210 Z193C/A SH o) B % 2

—123A/ —88T, —123C/ —88T, —123C/-88G # 5+ 2% LT, Eoenrs7uas 4 7THs C-G, A-G, A-T
MxA DT OE—Y —FFIREMBAALZINY T 27X 2+ 25 TOE— ¥ —4AHEHAAAT LS 7
W7 T A I FOWEREME FHSHLVY 729 —-EiF  _ - o o~ 1e N .

M) % IFN- 0 MO A SECIE, O] IFN-a iz L, 7 CHB7 7 AI FEZNENEKL, Hela

B IFN-a &b Y, T5— N— I 3EEFEL R HMUBEIZE A L, IFN-a iNIITE OB 58 2 ik L
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72, ZOREE, $RTONTOY A FTIFN-0 12 X BEEEED LADZ00 5155, ZDH T SSPE 12
ZNTUY A TTHDH A-THROBWEELRTIE, /2, -8 X T 2T G 2 & OHY) &
D b5 MxA BT OBEEYFET LI ENHBALL (K2). DEoKELD, SSPE # Tl MxA —
88 T allele DHEED <, 7220 T allele & MxA OF B2 FES 5 2 LAVRENT.

SSPE & THLY A WARHDO RIS E W Z LIGHFHICEbN 225, AL TOLI A =X 4
HHEL TS, MxA 25 BT IUTEGHBATO 7 4 )V ABERTOEREIEm i sh, w14
ABEADEES L VIET L, BEMEER~NOREBII L VIET 2. 200, MERICLLHHRE RN
RN, FHREREBILRTLTA2IENEZONL. 20X ) RIFIE, F1 Y Wirzburg K&
® ter Meulen 507 v — 7 HE L TH Y, KiFETHS N2, SSPE BFH T -88 T allele DHHED
WEWI R EE 2 ST,

3. SSPE (L5173 Th1/Th2 %1 b B A > B L VEEDFOEEFENR

SSPE & 28T 5 MV (253 % adaptive immunity 259 5 HAYT, KA MEAZIRICBIT S MV 5
R Th1/Th2 F A b H A Y EEAREZHE L2, 31E, KRB, LY T A, KEDOKET 7 F 20T
AHThl YA b A VIFN-y DEAREZRLIZDDTH LAY, SSPE HETIE 15 Bk 11 BT MV JllE Ik
FTOLRIBPETLTW/z, 7= 3R L Tw2wn)y, THHOEFICBWTS Th2 A M1 Thb
IL-4, IL-10 ®EAIZR-N Tz, MEREROMEY A A4 YO X I LT, EEHHFE T
Thl BB, BIEEICIE Th2 BUSHAFHEE NS 2 A5 TV AW K50 SSPE B# 125\ T
Thl %A b A A ThbHIFN-y OFEEREIMET L, —7, Th2 %A A Y OEARRINLTHwSE Z L
M5, SSPE & TIIMEBREER O BREIMIZ b7z o THITH Th2 B2 L TV A T REEDVRIE S 17z,

CORENZHEDOWT, FA 1L Thl/Th2 /N7 ¥ ZHES B4 A M1 A > OEIRT-Z T8 SSPE D5ESE
125 LT 2 WTREME 2 BB 2 TV CRGE L 7219 i R121d, Thl 94 M4 v B L 2 0E#ES T
& L<C, IFN-y, IFN-y L+t 7% — (IFN-yR1), IFN-yR2, interferon regulatory factor-1 (IRF-1),
IL-12R, Th2 %A1 b A v BLOTZFOME ST L LT, IL-4, IL-4R, IL-10 ZEE L7z, TOHEHE, £2
IR L72& 912, IL4 promoter (2 5 —589C/T £ HI T allele DAHEEDS, SSPE #TIid P1iE 0.031 TH
BIZEL o TWwWiz, ZOMOLTTIL SSPE & IEHMEHEOMICAEEIIA LD Loz 72,

#F2 SSPE #BXUOIEwIEEEIZESITS Thl/Th2 4
Measles =~ Mumps Varicella A P HA BRGSO allele $HES

g

= Controls SSPE
SSPE group A ?E» (to;al(;) ?OO) (toéal((;))%) P-value
Q
:308 p _,Z _ /< 114 promoter C 69(34.5) 16(21.1) 0.031
§ 589 T 131(65.5) 60(78.9)
SSPEgrowp B & [L4R lle  76(38.0) 3343.4)
g % codon 50 Val 124(62.0) 43(56.6) -
S T e 000 IL10 promoter  C 76(38.0)  20(38.2) o)
- - 627 A 124(62.0) 47(61.8)
ontrols £ IL12RB1 Gln 122(61.0) 48(63.2) .
] 1 codon 214 Arg 78(39.0) 28(36.8)
AV /2 023 Met 122(61.0) 42(55.3) .
3 SSPE - B — — codon 365 Thr  78(39.5) 34(44.7)
PE B&I12B MV $EE0 IFN- y FEAE FE DK
BB, Ly TR, KEO&T 7T VAot LIZRBL glr“ lgéggggi ;nggg 0.686
KAIMERERERERL, 1, 2, 3HEOKELED & - :
IFN- y i % EILSA Tl SSPE group A (n=4) : i  I[FNGRI Val 195(97.5)  73096.1) ) oo
% W, SSPE group B (n=11) : FF & & #, control #f codon 14 Met 5(2.5) 3(3.9)
(n=11). NHITEPHE RS, SSPE group B 11 %4 I[ENGRZ2 Gln 103(51.5) 34(44.7) 0.315
H1 844, control # 11 441 5 44 Tl IFN- y fEE 4 (32 codon 64 Arg 97(48.5) 42(55.3)

HHENT, MIESRXEEER>TW5, P values were calculated using 2 x 2 chi square test.
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#F3 L4 promoter — 589 %7 L IRFIGT ') ¥ — b LT AE DRI
& 2 BT

Genotype combination

Controls SSPE

1L.4-589 IRFI n =100 n =238 P value
genotype allele 1 status

TT +/+; +/- 22(22.0%) 18(47.4%) 0.003

TT -/= 18(18.0%) 5(13.2%) 0.495

CT;CC +/+;+/- 23(23.0%) 2(5.3%) 0.016

CT;CC —-/- 37(37.0%) 13(34.2%) 0.761

IFNG BX W IRFI D) ¥ — FRUIOWT L HEETA LD o7, O AT 4 v ZEYGEHHTIZED
IL4 —589C/T Z Rl B L UMD LT &L OMENEH 2T L72& 25, IRFI GT V) E— FEZEIOD allele 1 %
IL4 =539TT L MHHEAEH Z2 b SEEP R N7z, BRFHOMAGOEOMEZMRET T4 L, —589TT
homozygote & IRFI allele 1 %47 < & & 1 D82 b OOHELH SSPE #ClE, PH0.003 THEIZE <
ro Tz (£3).

IL4 promoter —589 T allele 75, Callele & V) & \» promoter M4 73 2 L IZBEICHE SN Tw a1,
F72, AL, IRFI @ allele 1 %, Th2 BEMORETH L7 PE—EBFREBEEL TWALZ ExHEFL
729 PLER#F 245 &, IL4 promoter —589 T allele & IRFI @ allele 1 DA &1L, Th2 KGO
figtt &, Thl MISOEH % 8 T, SSPE ORIEIZD b > TW5H Z AR SN,

4. SSPE ICE T 2EEFRIEF7O7 74 IV E Granulysin BIEF—189G/T LEIER

FIERICBIT S MV OFERED G F AN = AL ZRET 572012, 2V ITDNA~YA 2707 L4 %H
VT SSPE B# O KRIMIZ BV THRBAMET L Tw 2 85T 2 #880ICRE L2, 83 HHEo#ET
xS L7241 T DNA v 4 207 L A % H\wC SSPE % & IE# RO KR MEAZERIC B 5 #5138
HAEBMIT L7225, granulysin #(xT (GNLY) OFEHAISSPE BFETHEEIKTLTWAZ &% R
L7z (84). &M RT-PCR TlX, FMMEAZERICBITS GNLYMRNA ® 22507 4 7 4 — 24, 519
& 520 OFEBLL )V id SSPE B TIIEF I B L TRWEANZ S ), FRE SN o BTl 520 12
OVTIRAEIZE L, 519 1oV TIEEWEMIZH 72 ([M4da).

granulysin (&, JTAEFE 72557 C, MEEME T MR (CTL) < NK MO MG &M TR - &
NTW5, BoEZEBEELZITESEL 2 LICX), MESCER, FERZ EOME~ OMBSMEEY R, per-
forin & L[ CHALE 7 L OMBINAIE S 4 O killing 12B <2V $72, 7RIS AOFHEICL Y,
EHA 2 BT 22 bS5 Twa. CTL R NK M X 5 7 1 )L 2 &Gl O HERR )8 peforin %

granzyme % & Cfi a5 E0EER 2 - L TAT

I BWTHEH A \ 2 BT 20) .
5%4 SSPE 128V fﬂtﬁf‘ ﬂ&TLTV Z)IE{Z:% bn,cb)%: &24)%%%_§«% k, Iﬁ]t<;ﬁlﬂﬂa

Oligo ID B FEH % fie
AGhsi020814 Gll\;[{ijL ;S’Zét Cellular dtiense Hrbesponse GETERRICE TN granulysin b A
AGhsA051623 SNX6 0.59 Negative regulation of EGF W AJERZH L TWwab &I E N D, FEE,
ACRSAOIOMUS BINZ 064 Endocstois :symaptic i Ogawa & /S £ )b % BI9 Mokl
AGhsA210415 TCTELI  0.76 R EB 7 A )V ARGRSE R E D&M A )V A K
AGhsB221623 KIAA1265 0.8  Metal ion transport YUiE O BH CTIHLE W @ granulysin (8 A —
AGhs(C140322 0.83 ‘ WY FRT A ERRE LD F 7
iglﬁzggfgigz ORI1A1 823 G-protein coupled receptor granulysin 1 in pitro T 4 L A A O
AGhsC141207 0.83 TRN-VAZEFETLIEIZEID YA IVA
AGhsB210411  RNF29  0.83 Signal transduction DIEZ T 2 Z & bIE SN TV,
AChARLIG (417 08 Oncarbon compound BT T3, GNLY KB SN 0K
AGhsB190806 0.86 WHIMEAZERCIXEISH L Tz, MV &g,

AGhsC160710 0.87 YT B BRI Y 2 SER
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w

P=0.039 4 P<0.001

rF=0025 1
é P=0038

:

L L L L L L

- -25
Normal SSPE Measles Normal SSPE Measles Stage I/l Stage IlI/IV Stage l/ll  Stage IIl/IV
(n=23) (n=30) (n=7) (n=23) (n=30) (n=7) (n=17) (n=13) (n=17) (n=13)

o

w

N

N
o
3]

o

o

=)

o
o
3]

Relative expression levels of 520

Relative expression levels of 519
Relative expression levels of 519
Relatiye expression levels of 520

L
o

X 4a X 4b
E4 GNLY mRNA O#BER5E R RT-PCRY

M 4a FEEBEHOHLE

GNLY mRNA D 22507 A4V 74 —24, 519 & 520 O R MBEAZIRTORE %, & REE,

SSPE EETE, M BEAHECTIE. FOTHOREIE T2 5 10, 25, 50 (FPaefii), 75, 90

IN—=t A VOfEERT.

4b  SSPE OJ¥wiIC X % ek

GNLYmMRNA O 225D 7 AV 7+ — A, 519 & 520 O KR MEAZERTOIH %, Stage /1T

& III/IV @ SPPE B CLlLE. FOIFHOMREIZ 25 10, 25, 50 (FFoef), 75, 90

N—t ¥ AL VO ERT.
(CD4 By T #lH & CD8 Byt T Ml Db %0k S) %51X 2327, S 512, KBOAMN T NKiE
HORT L XN T2 MV R CD8 Btk CTL 13z At 81T 2 MV BYHIIL O HER
CEELABE LR LT0DE 2 EH5Y | RIIMEER 128175 GNLY OFBIEINIE CD8 Myt T #iia
DA L NK IEEOE T OERAE & LCo CDS Btk T Mifg0F R R EHALE KL CwbbnEEz
5, ZTOZ &iX CTL 25 OB EEM TR % /- L 72 granulysin O AT MV &G 203 5 15 EeiE 12
MELTWAZLARBLTWVAS.

XFHRRYIZ, SSPE ##, & < |2 Stagell/IV @B F TIIRMIMEZEIC BT S GNLY O5BLUL, WHel#m
WCHETIEIZVWLOO, RWHEIIICH -7 (K4b). MEEMHTIX GNLY OFEITCHEL Tw/izZ &
75, CTL FUSOIT #7355 GNLY OFBELT I MV QR RG O B R AR E &% 2
SN7z. ORI, SSPE BETIEI MV ICkT % CTL AME T LT 25 &) &S0 L FiEdd, 77,
MV IZJESe L 7= o — 1 SRR & AR RICBEA L7 CTL O TH 5 L 2 E 2 5 &Y,
SSPE O X FIFEIRZE DR b Tl T S REED D 5.

WIZ, GNLY (5T & SSPE IE & O A RB 72012, CNFTIIBEHESNTWS GNLY @ 25 f#
® SNP @9 5 Assays on Demand ™02 2FH T BETdH - 72 — 189G/ T B & 18 4212G/C @ 220 SNP (2
DWCRERIT 21T > 72, 200 SNP 3% e 2 A IZH ), TOBRMETEB LT ) VOHEEIC
%, SSPE Bt & EERMBRELEOMICIIAEE2A LD Lo, L2D> T, GNLY #®D b D%H3SSPE
HEAEEERTH L LI mIOT AN TE hhol, TOZLIZOVWTIE, GNLY OFEBK T
FRt G DR TIE R HRETH AWML TETE WA, 5%, GNLY OFH % fliHl+ 5 &5
SSPE DIIEIZBEG- L CW A REMEIC O W TGS T A LENDH 5.

5. SSPE (¥} % dsRNA SBHEES FDEEF L EEN

SSPE S&E D16 EME R 2 W 2 72012, HIRRIZIZB 1T % dsRNA OFZE#D T TdH 5 toll-like re-
ceptor 3 (TLR3) B L OVL4E[E%E X 1177 retinoic acid-inducible gene I (RIG-1), RIG-I®D 7 7 3 —4F
T& % melanoma differentiation-associated gene 5 (MDAS5) ¢ SSPE 384 & @ BH#E % SNP % i\ CTHE#T
L7232 2 ZNOEETI2OW T HapMap Project™ 12 & 2158 % B 2RI OV SNP % 3# 4R L,
SSPE #3% & MG BAR D 7 W IEH R R IZ W T TagMan® SNP Genotyping Assay ¥ 721 restriction frag-
ment length polymorphism (RFLP) % W CHEEFRZPmE L, y 2HElc & ) BT %47 - 72. SSPE
TR MR E 2 A & O 72 G 13 B SNP b 3T L 72,
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#£5 SSPE & EHAHREEIC BT 2 TLR3 D&% O allele HRESY

Gene Polymorphism Allele Controls (%) SSPE (%) P value
TLR3 -7C/A C 130(77.4) 60(75.0) 0.68
A 38(22.6) 20(25.0) ‘
IVS3 + 71C/A C 132(78.6) 61(76.3) 0.68
A 36(21.4) 19(23.8) ’
¢.1234C/T (L412F) Cc(L) 122(72.6) 47(58.8) 0.03
T(F) 46(27.4) 33(41.3) i
¢.1377C/T C 107(63.7) 53(66.3) 0.60
T 61(36.3) 27(33.8) ’

£6 TLR3 -7C/A, IVS + 7IC/A, LAI2F B LU c. 1377C/T 2 L 270 % A4 7 OHese s

Haplotype Controls (%) SSPE (&) P value
=7C/IVS3 + 71C/Leud12/c .1377C 34.1 25.0 0.15
=7C/IVS3 + 71C/Phed12/¢ .1377C 24.1 41.2 0.006*
-7TA/IVS3 + 71A/Leud12/c . 1377T 16.2 23.7 0.16
-7C/IVS3 + 71C/Leud12/¢ . 1377T 14.7 6.7 0.19

NTa ¥ A THE L EH software program CTHESE.
BHPE 5% b7 a sy 4 ToRFIR.
*Bonferoni filE#® P fiti (Pc) = 0.024

RIGI, MDAS5 TIZ#4R L 72 SNP & SSPE L OMICHELRMEEZ AL ORI 5727, TLR3 D
c.1234C/T (L412F) ZENIBWTC SSPE #E L IEF M ROSTRBME ICAELE LA EOT (K5). &b
YL T (73 /ETIEF) 72, SSPE B CHEZICEMEE CH o 72 (41.3% vs. 27.4%, P=0.028). WKIZ,
c.1234C/T (rs3775291) DEfE12d % 32D SNP ¢ 74bt, — 7C/A, IVS + 71C/A B X U ¢.1377C/T
(rs3775290) (22T RFLP IS X ) BERFRIAZJE L, BIEBT 2175 7245, W T 7 ) VHE 22
LD Do LAI2F OFEO SNPIZLRTO HARNZ R & L-WETHEEE L T b 2 &5 iE &
NTWBH, SEOENT T L412F Lfthiod 320 SNP 1%, AV IZH Y, H#12 L412F & ¢.1377C/T
D 1 CTERAeIHEMEL T, NS 4DODSNPIZEANTa Y A T E To72L 25, SSPE #
EIEFRHREE OB T —7C/IVS +71C/412F /. 1377C N7 0 % 4 T OHEHE IS EE T A L o7z (41.2%
vs. 24.1%, Pc=0.024) (%£6).

RIFHTIZ LD, TLR3 ® LAI2F £ I3 SSPE O 5E L BHE L TW b Z LS 22 % 572, TLR3 X
RIG-1 72 £ @ dsRNA 255 F1%, 7 A VA2 MENTHRAIT 5 2 LI2X > TIE IFN OREA % B8
L, 7ANVAEGI T A ERRIE I B W TEEREEHEZ R L Cnh. KIFMIZEWTIE, MV B
PRI RT3 2 A REDOFEEICIE RIG-IAFEICEH O TWDE EENTwE —, #EROMIE T,
RIG-TIZIZE AERB L TV 2woI2xt LT, TLR3EFEHSA SN, FFICHMIMEMEM 25357 A b
T4 A P TIBRFEH LTV B3 L2dt> T, iR MV B33 4 BRI E 1213 RIG-T X
DL TLRIABGLTCwbEEZ LN, T/, TLR3GHFRHREIEDIEREIZOEG L THBY,
MV ERICRNA A VATHDLTITARFANT A INVATIE, TLR3 24 L72SIERIGATT 4 IV A DK
IR P58 2 4512 L, BOEMBYLEE 25| X 2 T EE S haw ™,

TLR3 OMfast A A &, U F > FiE&EF — 7 Th D leucin-rich repeat (LRR) A% 25 M 7% - 721
Wa ko Tns% L412F £HICld, 15 FHOLRR MM T2 L0 1ENF ICERINS. ZoBEiR
1& TLR3 O VA3 H ) 225 272078, dsRNA OFSEIRA & L THRed A ST 4
BEILOT CHEBETH D2 s, MBI ORE L HMA %D > T TLR3 & dsRNA O#A 2T
LU RN H B, 29 THIUL, PACHERD MV EGI2 BT TLR3 2 L7z BREIEY 7 F Vads
flisnndZ &2k, SSPE OEBIEZHIEET 2 REEIEZ 5N,
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6. 714 UE>®DSSPE BEICH T3 MxA, IL-4, IRF-1 XU TLR3 OEGFHER

SSPE FHEIZHBATIZBI G- L TV A EMERZ P 520125 572012, ZNE TOMRTHAANIBW
T SSPE ZJiE & DBIMAI A L O N7z 4 DDBIZTFZRUIDOWT, 74 1) E ¥ NZB W TIHEBOREA
Lo b bHERE LT

MxA —88G/T %HITlix, genotype $HfE, allele #HfE & 12 SSPE & L IEH X E DMIZEE AR E DR
o7z, TT genotype |2 2WTCIE, SSPE BETE L, HARANELFEMHOMEMZR LD, AETIE Lo
72. IL4 —589C/T 411 Tl%, genotype #FETlx CT genotype 7% SSPE HETHEIZEL L AL O SN2,
allele BHE CTIIMBERIICE A AL O Do 72 (27). IRFI GT V) ¥— + £H#® genotype HHE D5 4i T
&, 7UNVITETH, &7 ) VORESMTYH, SSPE B L EFHEOMICEL A LD RN o7z TLR3
c.1234C/T (L412F) ZBID#ENTTIE, genotype #HETid CC genotype 7%° SSPE B THEIZA 72, CT
genotype 7S SSPE HETHEIZL { AL O HNT275, allele HE TIXMEERMICEZEZ R LD o72 (ET7).

D EH1Z, alelle HEIZOWTIE, HAANIZBWT SSPE B# CHENHEIZE {, SSPE & OR#)s
RENTZADDBIZFLEROELT VIV (MxA —88T, IL4 —589T, IRFI GT repeat allele 1, TLR3c
1234C/T[413F]) &, 74 ) E ¥ AIZBWTIE SSPE % & IEH X BROM CTHEDEDS AL N o7z
L7235 T, 74V EYANIZBWTIE, INOLDERT & SSPE L OBEIIHL NICTE Lol 74
JE Y NZBWTHARN EAFORKENIE LN Lo 2B i L LT, ZEMOBEAHEROECIINA
T, 74V EVTIEHRE KL THRER EORBERNTOBEAKE WITREENE Z 57,

—77, genotype $HEEIZDOWTCIL, IL4 — 589C/T 4#1 B X O TLR3c.1234C/T 4#1Cix CT genotype 7%
SSPE #THEEIZE L AL bNTz. ZOFFIE, TT genotype DRI EN A SN L o7z &5,
T allele # HA AN D4 & M A IC susceptible allele & % 2 724, BRAKNEECTH L. L L, TT
genotype HSHEITOHF VI SSPE & B L CW 254, BHPIECICON D R %), Rl TZny v
TORENIMEL e o TR AU D BETE 2. —F, TLR3c.1234 @ CC genotype M#HE X, SSPE
FBETHEIZIE C, CC genotype 7 resistant allele Td» A W REEATRIZ S L7z,

7. SSPE (Z& (T 2 MEHERIRIB S F DELF S EIET

BEIZIR 72 X 912, SSPE & ICB W T EME Y 4 )V 2 JEge & [ MV FF 289 IFN- y O AN
T LTWAY . Ty U SEREREOEIHNIC B S L T 2 $HI RIS T4 SSPE SHEIC B L T b
EHSPIZT A72912, SNP & Hw

R7 SSPE BHEMELIEWMIMHIZHI S IL4 - 580C/T ZMB LV B 4175 7%, 8815
TLR3 ¢.1234 C/T (LAI2F) %% ® genotype $ifE 5 & UF allele # BENMBELRT >, 8t

EE (74 V¥ Y N) CClk37) X 0ilH, —H%E) ¥ (cytotoxic T lymphocyte antigen 4
SNPs Controls SSPE OR [95%CI] P-value [CTLA4], programmed cell death 1
114 —589C/T
Genotype Hilts [PDI], B and T Ilymphocyte atte-
ccC 13(11%) 4(7%) 0.58 [0.18-1.88] 0.36 nuator [BTLA], CD80, CDS86,
CT 53(44%)  36(60%)  1.89 [1.01-3.55] 0.04 .
TT 54(45%)  20(34%)  0.61 [0.32-1.16] 0.13 programmed cell death-ligand 1
TOtaiiEf@ 120 60 [PDLI1], PDLZ2, herpes virus entry
Allele #HEE . .
C 79(33%)  44(37%)  1.17 [0.74-1.86] 0.47 mediator [HVEM]) @ 20 fElo> SNP (2
T 161(67%)  76(64%)  0.84[0.53-1.34] 0.47 OWT, HRARANEFHIZBWT
g;ﬁi};f;%cm (L412F) TagMan® SNP Genotyping Assay %
CC (LL) 21(18%) 2(3%) 0.16 [0.03-0.71] 0.007 AW T genotype # E L7z, 7B,
CT (LF) 51(43%)  40(67%)  2.70 [1.42-5.17] 0.002 ‘ S
TT (FF) 4840%)  18(30%)  0.64[0.33-1.24]  0.19 i B CREEBT T b TV B
Total 120 60 CTLA4, CD80, CD86, PDI ZF L
Allele &HE{ 4 - 2R
Cc L 93 (73%) 44 (72%)  0.91 [0.58-1.43] 0.70 T, JBITTgE & Z% 12 SNP & 4R

T (F) 147 (27%) 76 (28%)  1.09 [0.69-1.72] 0.70 L, flio#{%F 122w Cld HapMap
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Project®™ 12 X 2 5% B# \CBEIC H AN THEDHE ST\ 5 SNP M L, #ET-Hll% 7/ —C
&5 L) ITHHTIDOE W SNP % tag SNP 20 53R L7z, KkIZ, Haploview = ffiH LT /70 % 4 THE
% e L BEARAT 21T o 72,

ZF DR PDI BT D 3 7 HT® SNP (rs4656739 G/A, rs4978592 G/A, rs2227982C/T) T SSPE B #
EEERTB OB @ minor alelle A ICAEES AL O (FFN, P=0.007, 0.007, 0.017). PDI TiZ,
rs4656740 # & 724 r IO SNP IZ X AT 0¥ 4 TOHEIZBWT L BERF L FBEOMICEEES
B E D7z (GCGC, P=0.022; ATAT, P=0.009). HAANEFTHEEZ R LD PDI BIZTI22WT,
T4V NEFTH RO 24T o728 25, % SNP @ minor alelle $HE TIIAEEL AL DL D5
723, NTaY A TR EETH 5723 7D SNP DT 0¥ 4 THE CTRERE L REEICHEEEY
HE D72 (GCG, P=0.011). #MR4HIE & exon-intron junction M > — 7 T A TIXMEN & & 2 RLHH
DEENTA BN Do 72 WIZHARN SSPE B & FEER % ~ v F SE 723 B I B¢, PBMNC 20
5 cDNA Z{ER L PDI BT D5 ELE L2 & 24, SSPE #Tld PD] Bz T HEPEEICEHET
Hotz (P<0.001).

B AV ARG IZIE 7 A OV AREEEY CD8 Bk T Mg, “JEskL72" ERBSNLYA M A Vi
AERERCIEFHREAML T L 72IRREICH 575, £ L) LMMfgTIEPDI BHAEMETH S Z BT OBFIZH
HLTWAIZERHLRIZENTWEY SROBERTCIE, HAAE 7141 KX AD 2004 T,
SSPE #C PDI #{n+® GCG N7 ¥ 4 TOMENE L, S 6IZHANSSPE EH KM HEZIkD PDI
DREBMPE N EDIRENT. PDI BaT o710y 4 TI2L D REIREDENIZLD, PDI 2/ L72
W 7 F i @< 2 LT, MO MV OHERES AR5 E R ), T4 VAORREREFLCLE D
BHELRHLOTRE VR EEZLNS.

BHYIC

AN FE TIZA7: SSPE Ofg FAEMRERICET 2 MR AN L7z, ZOFFIZBIT 2E0ERE
1%, SSPE O %HEY) A 27 O FMIRISHEFF, BIETORNIIG U772 EEEOREN, 2512138 LWikEEoRM
IO HELDEHEENS.

HEARE

RARBRSE, AWz, HFET, BHEMESE HFEHEKES, Wafaa M. Bassuny, £ 4 KB, R K
FEEAE T, R OFR OuNKRFE/ANER), H EEE T = (BECOR R /NER), Judy R
Pipo-Deveza, Marissa B. Lukban, Aida M. Salonga (7 1 1) ¥ ¥ K&/ NEHREER)

& &

T & W22z SSPE HZED S GROS) Ol 4, BEFRMMZ it w-72n7-40F 31 fiqk ot
RS2 L E T
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