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FERMEM{EA4SE (Dyskeratosis congenita (DKC))
AR AR ILE . TNOFEH, &8 & ORI A BEE
D BRI ASSE (Bone marrow failure: BMF) .
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DKC DEMEEFARL L TTr AT —EBHEE
REERT DBIETHECH D, DKCI, telomerase
RNA component ( TERC ) .
transcriptase (TERT), NOPI0, NHP2. Shelterin £
AR Z WK 9 5 TRF-interacting nuclear protein
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