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LAY, Forb pre-mRNA I8 £ 8 42 2 F A% 41 ff 5%
PRI R L e R R R B P R, R W s 5 12
IR A R R B DA G AR S HE 4K I8 HNRNPF
T 16 % 0 B e A0 G 8 R 42 op B9 AR D R ) P e
AL AW AT DI FE I B A FALE] CEL 1D, U g i
LR T AT VAL SR AR AR YE .

1 HNRNPF 93k

HNRNPF #t [H iz T 10 5 4 4 {& ql1.21.
HNRNPF F 255 A T 40 M A%, |z ik T AR
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f) PR 3 1, FH PKILR A PKM 7 it 56 ] 5 . PKM
28 36 T 1 BY 4 7 A2 B[R] g - PKMIL AT PKM21Y,
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A DT R R 208 , 2 T 4 ) FL s EMT JEF%

7 HNRNPF 5B E0EE8TT

HNRNPF £ 2 M Jifeg vh 57 e 3R 2k, il il i 4%
RGBS RS S MR KR E. 15
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HNRNPF 5 p21 mRNA )45 & 38 p21 FRIA F i, &
2 g 13k FL MR e 3k B, IR T £F X HNRNPF 5 USP30-
AS1AHEAE AT 10, v 6 A AL VR TT S Bt
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