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WFFER R OBEEE (FN30) @ MYH9 289513 Ye o RE MBS T X & 7R 3758 RIME /MR E 5 C
R/, /B FERLEREF AR 2 B35, B KO MYH9 BEEBE CRE S
T Vv 40 O—HRERIE R G2 R MYH9 cDNA Z TRE|FEHL S8/ C0ST ME i, MYH9
EROFEIZED LT NMMHC-TTA & FTRFERE LB RE T EE 2BERBEL R LT,
NMMHC-TTA Bl COST Ml IX MYH9 R OFICZEADL BT T A VKRT ¢ 7 OB, #5KE
OB R S 4, HERERY NMMHC-TTA RBEARIE S 7=,

W R OMEEL (FE3L) : The MYH9 disorders are autosomal dominant congenital platelet
disorders, characterized by giant platelets, thrombocytopenia, and granulocyte inclusion
bodies. COS7 cells transfected with wild-type full length MYH9 cDNA and that with the
single base deletion mutation of Exon 40 identified in patients showed the normal fiber
localization of NMMHC-IIA protein without forming inclusion bodies. Inhibition of
lamellipodial extension and increase in the number of focal adhesion complex in
transfected COS7 cells, with or without MYH9 mutation, suggested functional expression
of mutant NMMHC-ITA.
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