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R seE H ik 5 ARl KPR R AV B RN B 7o IF
MAERE
McDonald F2HETILHE (2001 F) OBRBMBIVEESFHORMBAEFHRIEL =, BE - BB X
ULBMERENTER S MS LA OEBAIRATE /2 158 Hlo B ARAASREIEEE (LT MS)
BELxtfE L, MRI TR, MERTREMELZEZ S 33 5120, 9% B HETIH SN
= TAFEE MRI JRZE =3 #E1E) H DT MR Z50) OWTRLhORAEEZA L, 7
D5t 21 BHIAREEFEETY MS(0SMS), 12 FiE nonOSMS & EIE -, RIEAEL M= LR
SRIEYER A S 720 125 FIOBERFFROBRET TIL, 10 ) (8. 0%) 23 KA, /M 3> 5 W I BKER T MRI
ETHBMARMIIRESERDIREERAL T, Zhd MFERBE) OB BItho 7 o7
E D MS DRI IIE L TV, McDonald OBEIEAOERIZT 7 O MS IR b 5,
FRMEREMMBERSB E WV Y ILWEEH L 0K B SEMNIZHT OV TIZIRIEAR - a5k

EIBIZIITHETH D,

ATEBRR

I, ERZASOERERTERMEL
J£ (multipl sclerosis; MS) {24 BE LW
McDonald DFZETIEHE (2001 4F) AMEBEI N7
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ERITTH, TOHRAYL LICEHEMKEL
L T® McDonald E2HrEMEO UM L OYRE

DHBHROMBESERIET S, S5, ik
oligoclonal IgG bands (OCB) @iz AYH H
PEIZ O T H BRIET 5,

B. BF4E 55

BEORE72 38 - BAE, WML RMERE
DFEFZE N, MS LA DEBAREN T E 2 5EH
DH L, BB THERER XU
MRI RRFEAY & LIZHEATE Nz 168 Bl A AAM
SHEELETRBL L, BREOCHEREDIA,
BRMEOFHROAR, HAVEIERMEDR
HEDHZDBEIIRA LTz, B0,
VERESCHEMEEED 5 WIIMERSE
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Lic. #55 33 SE6 (20.9%) % 48 MRI /&
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THONDBRAEEEFEL TV, Fhd 33 §
D55 21 FIIRMREEHEMS (OSMS)
LoaEEN, YO 12 FORESmITRM
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fEZ jilif= L 7= 0SMS21 {3 0S~FIMS {Z. non0SMS
TERAERE A2 Lz 12 )33 L ORRN. /N
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NIRRT H-T-,
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Bl DR4 [ZFHBE L T OCB Attt DD &
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T—-Frombel FAEodENRENT, i
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05,
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THRE L7,

C. BFRkSR

TRAIL 1595C/TsSNP @2 genotype frequency,
allele frequency 1B HER MS BERETIL CC
genotype DHBHEN G FEELZIED,
RIEFER, B8, BEECHLTRAEEE
REDHLNho, BV RAT v AT
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BIZ, KM HRG T2y FBEVTr TR LTI —EHBTL, MS BROAHS=X
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HIZPWTHEICAREREORE 22D, CD4RDOARST CDSFEHH T MEOREIRE

iz,

2) RR-MS FEFBHRIZBWT, CD4. CDS8H#faD CCR5. CCR3 FiB. % ACHsz
LTHEOEMERLEA, Thl1 /Th2NS XA, Tel /Te2 N2 Y ACRERLEERDR
Mholz, Tz, KMy EHhA 2 L2745 —CCR5. CCR3 ORE LEMOBEKRERE ORIC

MR zRD Tz,
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