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A E X (P<<0.05), LR EH 1L-6.1L-8 FI &4 & 1
KB T A R A S E X (P<<0.05), 1
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WA 60 4,920,420 10. 840, 547 329. 6349, 28
YEEZH 60 0.29740.01 2.31+0. 21 215, 27-+7.09
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kA 70 Nk SLE, RIRFREE R T E R, EFEk, 7
) 5 i R B BB G SLE A5 H 2514 £ 2 Wi o |
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1.2 U 5RF Hu dsDNA By 4R K 2R A 1] 32 0 5 96
o T A SR A ] B AL 1 St i S SR Sy i T 0 A DN K AR
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