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HAEA=HEFETE SETD2 SMEBEELZRHXER

The relationship between histone H3 lysine36-specific methyltransferase SETD2 and tumor progress
B ik EA FRE( LEGEXFEFRMEIEER N4, L% 200092 )
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J73 e MMR 3B X 56 PR v il 56 i %o At i ARl I
A LR MEN B HITEE , HR W4 X DNA XL
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