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AUC 435I BEAIR 67 % F1 43 % 5 5 T JEMEIBE A , 31 Y 5 H] ) AUC
JCARAK , P55 B cou T AUC 209 71155 45.45% 1 32.26 %™,
JT AR AR B B FH JE P 30w 5 CYPS A4 2 AR5 , 5 %
L] AUC T8 62.50 % 5 - KRR 38 1T~ 241 A A A A8 25 B P 3 P
B 55T R Ak K i 24 ) ] g A B 4 A P B s 2
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