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Ex5+32G> A {3 s 0 A SR FEIR 78 2 R R 25 R A i 25
(OR339 0.2.0.5,95%CI 535124 0 ~ 1.0.,0.3 ~ 1.05 ORA53-5]
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X} Caspase9 10,8 3 FIH: A —LE Y] T AH G 3 R 34 X B 1 By
H Tag SNP UEATHEIN , & PR Caspase9 15751643 A>G i 15 G
RAFFLR R Z R B R 1 FE IS R 2 (ORx=1.48,95%Cl:



A FATIRE R E20 5 A8 28258 Chin I Epidemiol, May 2011, Vol 32,No. 5 - 521 -
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