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1 PC12 (n= 8,xts)
Tab1l Changes of [Ca® i in PC12 cell induced by soman intoxication (n= 8.t s)

[Ca* T (nmol /L)

Soman(®* mol /L)

Res Ach Glu Ach /Glu
Control 106. 8t 13. 7 113 3:13.4 110. 7t 15. 3 115.5E 21.2
01 119.2+ 14. 7 130. = 15.6 141. 4= 22. 5 149. t= 27.6
1.0 124.55 17. 6 154. 0t 16.5 196. 4t 22. 5*## 226. t= 26. 9*##
5.0 132.2£ 16. 3 203. 4= 22.9* 242. 8- 36. 6*## 298. 8= 27.6*##

Res resting status; Ach: acetylcholine (10# mol/L); Glu glutamic acid ( 10# mol/L); Ach /Gle acetylcholine
( 10" mol/L) and glutamic acid( 10 mol /L). Cells were exposed to indicated concentrations of Ach or Glu or
Ach /Glu, [Ca” | was determined with Fura—2after 15 minutes of soman inducing. * : P <0.05,%*% : P <0.01
VS Res;# : P <0.05#4# : P <QO01vs control

22 HEPHEE AHABMY PC12RAL [Ca™ | 89 HL . .
pC12 ( 102 mol/L Ach 10 mol/L Glu) [ Ca* § ; PC12
9W N, /%% 0, CO, [Ca® ] 2
2 PC12 (n= 8,xt s)

Tab 2 Changes of [C#" | induced by soman intoxication combined with hypoxia. (n= 8,xT s)

[Ca* ] (nmol /L)

Soman(* mol /L)
Oh 2h 8h 24 1
Control 115.5E 21. 2 131. H=16.7 196. 0t 15. 4 248. 5t 14.8*
01 149. H= 27. 6 158 7t 16.6 214. 6= 22.6 268. 6 21. 8"
1.0 266. t= 27. 6 295. 4+ 18. & 339.9+ 29. 3 # 384. 2t 20.4*#
50 298. 8t 27. 6# 314 4 22, 3# 370. 0t 16. F## 427. 6= 22. 6% ##

Cell were exposed to indicated concentrations of Ach /Glu (10 mol /L). [Ca* } was determined with Fura—2af-
ter 15 minutes of soman inducing.* : P <0.05,%% : P <0.0lvs thevalueof Oh hypoxia;# : P <0.05## : P

<0.01vs control

3 / 23 RERTF ML A B A 5] A8
[Ca” }It@ 89 %om
Tab 3 Effects of nimodipine on [Ca® ] contents induced (1t mol /L) (1
by soman intoxication * mol/L) (1#mol/L, 24 h)
[Ca*> J(nmol/L) [Ca* ] 226. £ 26. 9 384. 2+ 20. 4 139 5-
Group
Nimodipine( - ) Nimodipine(+ ) 11.1 240. = 11.0( P < 0.05), (24h) 248. 5+
Control 115.2F 21.2 109. 5 13. 7 14.8 227. 5 14 0C P> 0.05)
.. [Ca ] ,
Soman 226. = 26.9 139. 5F 11 17
[Ca* ] , 3
Hypoxia 248.5+ 14. 8 227.5£ 14. 0
Somant Hypoxia 384.2 20.4 240, H 11. 0° 3
Cell were exposed to indicated concentrations of Ach/Glu
, (Overload)
( 1¢* mol/L). Nimodipine was included in the culture 5.6]
medium 15 minutes before the addition of soman. * : P ’ N ’ )
[Ca” }

<0.05** : P <0 01lvs Nimodipine(— )
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Effects of soman intoxication combined with hypoxia on the free calcium

concentration in PC12 cells

Wu Qiang, Dong Zhaojun, Wei Xiangde (Department of Toxicology, Faculty of Preventive Medicine, Third Military M edi-
cal University, Chongqing, 630038)

Abstract Objective: To explore therole of calcium in the injury of nerve cells induced by soman intoxi—
cation and its mechanism. Methods: The changes of free calcium concentration ([ Ca* F) in PC12 cells were
determined using Ca” —sensitive indicator Fura—2 as the fluorescent probe for intracellular Ca* . Results: So-
man intoxication could remarkably increase [Ca* | at the presence of acetylcholine /glumatic acid ( 104 mol/
L) and hypoxia also could do that. The increase of [Ca® ] induced by soman intoxication combined with hy -
poxia was much higher than that induced by soman intoxication or hypoxia only. This increase could be re—
markably reversed by nimodipine. Conclusion: Soman intoxication combined with hypoxia can open the calci—
um channel in nerve cells, which results in the increase of intracellular [Ca®> J. As a result, the injury or
death of nerve cells occurs.
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