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# E:BH MReFrE C(CysOKFHn £ — A P &R L MR (DEACMP) 8915 k& L. Ak DEACMP
%% 53 4] 4 DEACMP 4, %2 5 — &AL F & (ACMP) 42 & & 3L DEACMP ¢4 & % 30 #) 4 ACMP 41, % it 4% B K4 4 30 41 4
B, CysCRALKBER B LR SR LR ZHiTHhA, FR ALE—RAKLBEPTHFRAEN, £7F CysC AP L
DEACMP , ACMP 41 4 {2 Jit 33 B8 28 34 B 2.3 3% (P<C0.01); DEACMP 225 ACMP 4tk 4 £ F £ %t % & X, £ 5 5, DEAC-
MP A EBREHE hF CysCHMARBRZ AT, m ACMP A4 Ak . E4E 3T B4AKF . FF B DEACMP 283% 57 6 /ey &
F . F CysC K -FAAMWE H) EFKF0.85E20.1Dmg/L, &7 BI7TRHAIFHGEH i CysC % (1.33E£0.16)mg/L. & T
EFRF BB R EH hF CysC BEREE GG KT (1.89+0. 21 mg/L, fuiF CysC K-F 5 DEACMP ¢4 57 2L 2 EA £, (r

=0.306,P<<0.01), £&it
sC KT 1k £ 3) £ F KT & TG 84T,

Aok CysC #ml A 8 FFiml DEACMP #9 % 4,5 A5 DEACMP # #ij6 A % . %4 57 J6 % % ik Cy-
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acute carbon monoxide poisoning, DEACMP) 2 5 & 4 — & 1k
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V-1 DEACMP 4 Jx ACMP 4 34 W] &8 3% &, DEACMP 4 &5
ACMP 4L 22 RS E L. XTRER T atEBam
NEBOIR A Rl CysC Bl ok, (HE, 7K & 4 DEACMP
ACMP B & 23897 Ja L i CysC /K F ¥k & 18 # . i & 4
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