B ELEER 201144 A% 8%% 7# Lab Med Clin, April 2011, Vol. 8,No. 7

DHRERNBRKATERENEM 3 MERTH

HREGHS LRI TAREREEA  413100)

[HEE] BW THEBEANBRETEBE R AN E L% 8 (Hb) g @ (WBCO) &4 3 2 (PLT) 4
R T, FiE O RER T B EMANBER G P EEE AP TR, A R E sk BC3000 = 4 % e 3k 45 A7 AL M,
M%7 E Hb WBC . PLT 4 Rey ik, BR %57/ Hb . WBC £ F A4t 5 & L (P<<0.05),PLT £ % &
% FEL(P>0.05, &it ANBRG P EELESEFW/E Hb.WBC.PLT £ R TR FL5 &AM R
TELA— R RE,

[x@A)l ARG TE;, haEb;

DOI:10.3969/j. issn. 1672-9455. 2011. 07. 007

G BRI 3K
XEBREM A XEHES:1672-9455(2011)07-0783-01

Results analysis of blood routine detection in 79 cases of acute organophosphorus pesticide poisoning XU Zhao-hui (De-
partment o f Laboratory ,Yuanjiang Municipal People’ s Hospital ,Yuanjiang s Hunan 413100, China)

[Abstract] Objective To investigate the change of the detection results of Hb, WBC and PLT in the patients
with acute organophosphorus pesticide poisoning before and after treatment. Methods 79 patients with acute organo-
phosphorus pesticide poisoning were enrolled. The Mindray BC3000 blood analyzer was adopted to detect the content
of Hb, WBC and PLT. Their changes were observed before and after treatment. Results Before and after treatment,
the result of Hb and WBC had statistical significance (P<C0. 05) , but the result of PLT had no statistical significance
(P>>0.05). Conclusion The change of detection results of Hb, WBC and PLT before and after treatment has some
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correlation with acute organophosphorus pesticide poisoning
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