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_ X HEZH aMCI 41
W (n=179) (n=63)
Zn(%)] 96(53.6) 35(55.6)
Bln(%)] 83(46.4) 28(44.4)
i (%) 782 + 8.7 774 +£9.3
TZHERE () 13.2 + 3.6 12.8 £ 5.1
I FRBR P B3R (43) 0.0 0.5
T P BRI R (4) 283+22 242+ 14"
H & A TRRE 1R (53) 15105 153 £ 0.8
WrE B MR AER FIZ(5y)  8.01 + 1.42 3,14 + 1.85*

XA AL, *P < 0.05(Mann-Whitney U F25) ,
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) G S50 53 A B R AE apoEe 4 457 KL AR HE A 3
(7775 8. 35 2% 5+ (OR = 2.464,95%CI = 1.453~4.178,
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GO EE A Gl AR S A e X
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4151 ZEH A R
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XA (n 179) 6 50 123 62 296
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aMCI(n=12) 2 6 4 10 14
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