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20004F, 564l 36 4] L2041, 5 - 4r=1.8:1,
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2(25.0) 6(60.0) 2(33.3)
3.13 £ 0.31 5.25+0.74" 6.17+0.87  <0.001
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R EH MOG-TgG P BE K- AR
2.5 EmTE

VR EIRIG , 28U (96.43%,54/56 ) I E K
W, e i s DU (3.57%,2/56) A Je iiE , 1 141
1t B ZE IR 7GR, 1 i3t BE ZE MR RS8N A6

A BB g 3 B IR ] 1~20 4F 0 1461 (25% ) £
BARE R, VT EE B R R 11~38 11, °F
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sclerosis, MS) . HRITA N MOGAD & — > JlURR 1 95
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