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2, /LB hMSH2 — hMSH6 & 4 %) ( MutSa ) i1 51,
MutSe F1 MutSB 3X ¥ #1 MMR & 4 4 19 52 21 T fig &
EAMEAESHFE . MutS &Y MWETF Ml &
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BRI ETAN DS AT EAesE L [ )
2% R IR #8425 B hMLHL T gk 2k K 2K (1 £k F
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