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AN F R 7, a0 E - S8 2R, 240 i P9 4 B 26
o> - 1 (ICAM — 1) I if 48 20 M &5 23 + - 1
(VCAM - 1),

Semba %5 4R 18 2 Jbk 5 KE B AL 0L R 2
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A TEIBER 4.5 AR, A 123 BIBET (22% ) , Ho
54 fIZE T CVD, IfiLiE AGE Fiill CVD 9 58 2 iy XU FS:
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ANG ) 2B RME BKE - BEH RS0 24
Y i, ANG T BRAE , f145 7 4 ROS \EL
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MI S 58T A5 B M 3 A ¢, KUt % (HR = 1. 53,
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