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kA KAES TS RNA (55 Z 85 T micro RNA 78
PR & A R AR v i D AR AL, T S
AP 25 35 1 24 80 BF 22 b AR b A LA IE 4 A% RNA 411
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— M EE B ncRNA, 45 & FL R 98 I 5% 7% 8 &
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i Paget 4 1 19 “ Fp 75 L7 B, PR AT 32 B R T
W SETE o Il TR A0 5 i 2 2B R 8 R AR LR 9
i 25 I 90 40 B 12 2% O 1 A B S R G A 0 AR, DAL
Ji 36 SR A Y, 43 S50 DA P98 40 Bl A 35+ 1 e A O
2F 2k 20 Ff0 32 T A S 2 A R (i Je AE DG M L I 4 i)
LT 77 (4R 7 TGF - 8) AF, WF 52 I T A
S5 0T g 240 B A ) 2 AT Sk 0 R AR 2B B 1 R
3 B FL IR g S5 2 SO B v 1) 2T A A0 L % 9
AH G A0, 43 A7 35 PR 320 0 s R gk Be 5 B R
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=5 15
B 2 2 W 35E 15 A58 I AN T 2 8, R R TR A b T
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Xof e R 3R 3K 8 42 %) S e 5 WD A 9 WU 35t A% i 455 7 L AR
G 2 3 A v 1 1 FH X T I DR 45 ) L A A 5 B L
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T v 1 2 L3 1 2 78 Ak K 440 i R s e L 5 I D 40 i
T 35 7E LM 9 i 5 B b OV L BB, 4 57 5 3
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