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LR F 201846 A%tis. M 20054F (114 ) & 1 &
PR 4 1l 40 M ek /0, 1l R 2R WBC 3.7x 10%L HGB 70 g/L .
PLT 30x10°/L, i2 Wi “ AL Ffig e X I, TR B A AR AL
MR KRR ER R (IR YT BCR PR A, Wi & B
WBC (2 ~5)x10%L,HGB 60 ~ 90 g/L,PLT (10 ~20)x10°/L,
0T D I AR, B[R] R A 3 AR A I IR YT 2 1048,
2016 4452 . 2016 4F- 4] il e (0 (A T 24 100 7R Y €2 Ak D 24
SE (2434453 C 50 ng/mlI I T WiRR 26 % ) , E IR
B 40 i DNA TAAE 35145 (B L AN 18% ) . 2017 4F 1 A
ToHH BAE N R K A A T R RS 1) /D e 21 (1
5, B8] B % 44, I 87”8 WBC 3.73x10%/L . HGB 38 g/L .
PLT 5x10°/L . 2121 AN 1.72% 5 2 {75 i bH M 5 k8B A 3
185 pg/L (Z:%1H 14 ~ 307 pg/L) , C )2 i & 11 67 mg/L (£:%
{E<8 mg/L) B DIEE s PR B EEAZBUR (ENA)
114, CD55.CD59 &35 100% . BB A« AR, i 4r b
1.19: 1, bk ELAMAR L9088 5, 4 3 0L B A i 2 4, Sk il
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FH HAELT 2R B 2R RS R0 PR 40 A K% 22 it 1 T 4 e Y
B e E R 1997 4F Muraoka 25 % I CAMT .3
B 41 i MPL mRNA T [ HL4F TPO ) 52 1 A7 76 BB
1999 4 Ihara 254 %% B 1 45 CAMT £ 3 th MPL 335 K F
R, JFIESE T MPL &R 28 A8 (A7 7E , IL)S 18 20 98 UF 3K
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KA SR, — A TAMNEF 2, 4 cDNASE 127 fif
Jif 5 I e B R O R 4 (.127C>T) L SR T HAL, S5
55 43 0 B LR FHORS RUBR A8 28 1k B, M 4 TPO SZ AL,
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P4 J P 4 N O 0 (€.23T>C ) 3-8 B R B4y o
SR I U I R o RIS (¢.23T>G ) T80 B & R 46
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