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KA SRR BER

3 MYHY9-RDHIKRFEHE 5iR KR

MYH9-RD Wy # .0 & w Ll & MYH9 =245 7
HNMMHC- T A Mg &, #Himsl k2 R 5 H
Bi, ELARDLEI Z BAgims
31 MWARGEHMGALH H5FRIH NMMHC- I ALE
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FpE DY A A Y SRS M S e AR R 1y vh
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T MYH9 3PP LB AR iz W
4.2 RPESCHAT PR NMMHC- 1T A %
PEDE o BT R R 1 5O PR bR g B R, B
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THEBLL NI R, (HITP R
PR, TCR WL, /DR AR 2 0E % 5058 B 4
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FHrh, 166 HiRIZ N ITP, Mo B EEZME .
R . YIRS SIG 97 5 25t A R0 5%
FARMI L ; BA—THR Y BR, 26.3%
) MYH9-RD & 18 4% 32 5 A iR Cngl %
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(07 S T U = 10 T (2 Wi R 1 DR VR R
MYH9 % IE % 5 @ K @I /b He 5 5 fiE - (gray
platelet syndrome, GPS) : HH NBEAL2 3
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B =ARHER, /RN o ORISR Z , IR AT
B 8, it /N, SR 40 B AL e A T O H A s AL
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ik /X3 it /N AR A |t R M A A i ke =
/N AR k2 LI AR DR D PR R R R A . T
A N AR SR Ay
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HO T R A i B v AT DA R B T i )
Mok SF o, W o o f2 i B AR R
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LN AR A BB OL AT LR AT 3 T 40 B RS AR
SRR
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