BHREMKXF5#K 2012,(5) : 38~ 39
Journal of Kunming Medical University

CN 53 -1049/R

1} 0 < I A el B Bl i 1R RE 43 T

A=g 'V, HEHF?, HEZ?, B2, £ B2, & ¥
(1) RHEHMKRFALETAFR,; 2) 2000 BT EFEL; 3) LBFHHFIR, =& LH  650500)

[(FEE] B0 WE 0 4 mARsE S . ik SRA WS/T66-1996 4 I AHAR g Mk 4 e e - =&
BRI EEPINE 10 HAEIA 10 R/ EBA M ARGRERBEE . S50 A8 R0 4 i IR m e il v A4 22 5 L/ B
s, PR IR GRS S 1 (wmol/mL &1L, 37 °C, 30 min) ZaXH{E Ny 94.15 + 4.65, KRT/NRAEYIE 78.22 +
8.77, ZRHAGITH#EN (P<0.05). &5 AR7E 4 0 IH Bl S FGEE 1A DGR 5 7 Thi 2 480 1 SE 55 3 4.

[RSEIA] MR /R A ARG

[FESZEE] R446.1172 [XERFRIEE] A [SLEHS] 1003 -4706 (2012) 05 -0038 - 03

The Determination of the Whole Blood Cholinesterase
Activities of Tree Shrews

MU Yun — zhen”, CAO Hui - fangz) , ZHOU Zhao — yan Y YANG Tong Y WANG Jing Y 1IBo?
(1) School of Public Health; 2) 2009 Class of Preventive Medicine; 3) Dept. of Experimental Animals,
Kunming Medical University, Kunming Y unnan 650500, Chian)

[ Abstract] Objective  To determine and analyse the whole blood cholinesterase activities of Tree Shrews.

Method The whole blood cholinesterase activities of 10 rats and 10 Tree Shrews were determinted by
WS/T66-1996 hydroxylamine hydrochloride— ferric chloride Spectrophotometer. Results  The tree shrew’s whole

blood cholinesterase activity (umol/mL, 37°C, 30 min) was 94.15 +4.65 , which was higher than mouse’s whole

blood cholinesterase activity (78.22 +8.77), the difference was statistically significant (P<0.01). Conclusion

Tree shrews are excellent experimental animals for the related research on the whole blood cholinesterase activities.
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Tab.1 The test results of the whole blood cholinesterase activities of animals(umol/mL, 37,30 min)
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