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I WERR I 7E RBC 9 SNO-Hb B 7 1. 2 5% F By & I 52 I 3%
il 35 785 - Y 5 G 1 3 3 T R G Ty X O A R v A
Bt RBC 4 SNO-Hb gy & & G HF 838 . 38 3 i ok &
FH15 NO M Hb 454 NO (78 75 B ok i i 45 & NO
2 M3 N NO & SCHZEA NORATESR FI) AT 0 2 0005 i A 2
T RAE MY NO & 800 $2 40 A1 4 {8 . 35 A 68 o
B SNO-Hb fy& 2000 DRt [ 9 24 SR 75 B R o
T 9 52 7 12 BRI RBC 9 SNO-Hb [ 2 &, 5 47 b R ¥
NO g3t RBC A2 # i AER

1.3 NO5 RBCABEMHMAXLER 2002 4, Kucukatay 215 5@
i 1) FL % R 40 % B Pk RBC AR [A] B9 NO 35 Sk R
TE4EFF RBC A8 TR J7 11 9 VE T . i 4L & 30 m A NO 111 il
FIXE RBC A5 T8 1 35 45 B . 410 0 76 T, 3 im NO it f& (il 3%
B ) 3 B3k RBC AR B, Hof AWk 10~6 mol/L, H
WAT UL, NO X RBC A TEHA o EZMIEM. SHE
AR KA R A 2 s Kuwai 2507 58 03 il BCIE % 19 e 7 Gt I8 41D
WL o JIEL I 1 9 1 i T (S 3R A1) 1 Mk 14 RBC Sf i H AR T
PETE S E NS & BLAE X B B A i NO it f&
(NOC5) X} RBC A TE 14 ¥4 % 45 e 3% 4B F . i Jim A NO 1 il 551
RBC 1445 TE 1 ¥ W 08 R AR, [) s i A3 4 700 7 [ B 7 Jm AL NO
BEARSEY BT, 0 45 B 5 o 3 AR B M T SE I AL b BB A
NO &% 8 RBC 22 A W ot EEM. mitnl i, HF
i) RBC AR JE M T BE S NO & 424 3¢, SN P4 78 NO " fig &
FIBHAE M. 2013 4F, Barodka 0% #4558 NO {4 7§ 3 44
(SNP) %5 8 T AU RBC w9 28 T2 1 A B 2 i) el 35 4E
I A HALH R RBC N A NO - 15— 6485 5 #6 40 i fis 56
AT (10 7 P k3 4 1 5 Ak 9 DA B 410 Al Ca® ™ 308 A 41 G P X
— 7 R RBC W25 HE . 2014 4F , Rey 2510 % BH 3 P 9
R 5| & B IR S0 BR I AE ) B % RBC o] AE 30 i NO (%) 7= A& it
T30 i AR T P T A NO R R E NO 74 J5 B 5 ol 36 H
G . M R BESE A] L& B, B ATk A4 NO 4 A RBC H
AR TR P Y k3 RGP AP 45 R . NO T iR X RBC 28 T8 #:35
BB BGE AR s B NO X % RBC 28 T 4 B i ol 36
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