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Tab 1 The changes of heart rate of rats after soman intoxication combined with hypoxia(beats/min, xt s)

Time after treatment (min)

Group n Pretreatment
(0 min) 10 30 60 120

Control 6 289+ 10 288k 22 294+ 23 288k 8 276+ 18
L-Soman 6 289+ 21 330t 18 299+ 20 257 19 230+ 200
H-Soman 6 279+ 20 319t 18+ 268+ 18+ 238t 200 209t 19de
Hypoxia 6 280+ 23 299t 17 308+ 18 317 19¢ 309t 20
HI~Soman 6 287H 17 309t 19" 328t 21bech 287 18" 248t gk
HH-Soman 6 278t 20 268t 19 256t 19'% 218t 200 179F 2004

Control The animals treated with saline at sea level; L-Soman: The rats were intoxicated by 0. 8LDsp soman at sea level; H-Soman The
rats were poisoned by soman atdose of 1. OLDs at sea level; Hypoxia Theanimals treated with saline under the condition of hypoxia; HL-
Soman The rats were treated by 0. 8 LDspsoman combined with hypoxia; HH-Soman The rats were intoxicated by 1.0 LDsp soman com—
bined with hypoxia. a P <0. 05, b P<0. 0Olvs Omin, ¢ P <0.05 d P <0.01l vs controt ¢ P <0.05, £ P<0. 0lvs L-Soman group;

¢ P <0.05 L P <0 Olys HH-Soman group; j P <0.05, k P <0 Ol yvs hypoxia group

2 (kPa/s,xTt s)
Tab2 The changes of+ dp /dtwx of rats after soman intoxication combined with hypoxia(kPa/s, %t s)

Time after treatment (min)

Group n Pretreatment
(0 min) 10 30 60 120

Control 6 510. 7 329 506. 9t 28.6 515.8F 26. 1 497 6= 34. 5 515.H 25.6
I1-Soman 6 491. H-29. 9 531. 5t 29.4 499. 6= 27. 3 462 3+ 26. 8 432, H= 30. 10
H-Soman 6 495. 9t 235 517. 6= 23. 4 477. b= 23, 5h 427, 5t 24, Mdeh 394, 6 23, 3bdeh
Hypoxia 6 512 7+ 28 1 532 8- 25.9 541. 6= 26. 1 545. 3+ 27. A 548. t= 27. &
HL-Soman 6 486, H-24. 5 515. 4t 24. 517.4& 22, 9 485. 3+ 23 6k 428. 8k 25, Pdik
HH-Soman 6 495. 6 22. 2 465. 9 23, 0 436. 4 22. 1k 406. 3& 23, 4k 367. Ok 24. (hdk

a P<005 b P<00lv Omin; ¢ P <0.05, & P <0.01 vs control; e P <0. 05vs L-Soman group;
ke P <0.01 ys HH-Soman group; k P <0 Olvs hypoxia group

3 (kPa/s,xt s)
Tab3 The changes of — dp /dtux of rats after soman intoxication combined with hypoxia(kPa/s. %t s)

Time after treatment ( min)

Group n Pretreatment
(0 min) 10 30 60 120

Control 6 280. 7= 25. 3 296. 6 29.3 292. 7t 23.7 280. H 23.7 285.0F 27.9
1-Soman 6 322 2+ 29.3 359. Ot 32 0« 308. 8- 30. 3 268. 4+ 30. > 239. 7+ 29. 3
H-Soman 6 294. 0F 23. 9 317. 7= 223 275. 4t 21. 1 236. 3t 23, 2 227. 3k 22. 1bds
Hypoxia 6 300. = 27. 4 333. 5t 26.2s 345. 8E 29, 7 347. OF 26, 54 348. 8t 25. d
HL-Soman 6 305. 4+ 25. 9 344, 7= 23 7Hh 284. 5+ 22 Gk 256. G 23. geh 227. 3t 22, [bdéh
HH-Soman 6 315. 3k 23.0 285. 8F 24. v 247. 0t 26. (p<k 207. 3t 25, Mk 169. 2& 25, 4bdk

a P<005 b P<00lv Omin; ¢ P <0.05, & P <0.01 vs control; e P <0.05, £ P <0 0lvs L-Soman group;
g P <0.05,k P <0 01y HH-Soman group j £ <0 05, k P <0.01 ys hypoxia group
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4 (© /kPa,xt s)
Tab 4 The changes of LVEDP of rats after soman intoxication combined with hypoxia(® /kPa,xt s)
Time after treatment (min)
Group n Pretreatment
(0 min) 10 30 60 120
Control 6 0. 816k 0. 147 0. 683= 0. 133 0. 883t 0.075 0. 767 0. 103 0. 71 0. 075
L-Soman 6 0. 767 0. 207 L 217 0. 194+ 1. 317 0. 19404 1. 050t 0. 187« 1. 067 0. 13724
H-Soman 6 0.900t 0. 210 1. 233t 0. 186k 0. 750t 0. 327% 0. 450t 0. 327«j 0. 400t 0. 37%i
Hypoxia 6 0.950t 0. 187 0. 750= 0. 187 0. 650t 0. 187 0. 533+ 0. 163 0.433 0. 163
HL~Soman 6 0.750= 0. 152 1. 050k 0. 152" 0. 833t 0. 175" 0. 517k 0. 160" 0.367= 0. 137
HH-Soman 6 0. 850+ 0. 187 0. 550 0. 187" 0. 350 0. 187" 0. 167& 0. 175 0. 067 0. 186"
a P<005 b P<00lv Omin; ¢ P <0.05, & P <0.01vs control; e P <0.05, £ P <0 0lvs L-Soman group;
g P <0.05, ht P <0.01vs HH-Soman group; j P <0.05 k P <0 01 vs hypoxia group
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Changes of heart == dp/dtmx under soman intoxication and hypoxia in

ES
rats
Liu Yong, Cheng Tianmin, Dong Zhaojun, Wang Shili, Li Yunpeng ( Department of Toxicology, Third Military M edi~
cal University, Chongqing,400038)

Abstract Objective: To study the changes of cardiac functions under soman intoxication and hypoxia in
rats. Methods: The cardiac function parameters including HR, LVP, = dp/dt,, and LVEDP of soman—treat-
ed rats were measured under hypoxia. Results: All the parameters of cardiac functions were dramatically sup—
pressed after the combined action of somanintoxication and hypoxia. Conclusion: The combined effects of so—
man intoxication and hypoxia on the cardiovascular system were greatly aggravated than either one of them
was in action. In other words, hypoxia augments the cardiotoxicity of soman or soman enhances the hypoxic
damage on the heart.

Key words soman; hypoxia; cardiac function; rat

* This project was supported by the "Ninth five" obligatory budget of PLA, No. 96L063

A report of one case of congenital coronary arteriovenous fistula

Fagd AR FRAF BRI 9AED ( ) , 400042
, .55, , , >
1, 197 7 9 . 2
) , N N B ;
, , 1997 7 15 R543.3
. 60

’ 1 Upshaw C B Congenital coronary arteriovenous fistula re-
port of a case with an analysis of seventy-three report cas—

es. Am Heart J,1962,63 399

2 Moskowitz W B, Newkumet K M, Albrecht G T, et al.
Case of steel versus steal coil embolization of congenital
coronary arteriovenous fistula. Am Heart ] 1991, 121
o (3Pt1): 909
’ ’ ( : 1998-10-09; : 1999-03-12)
’ ' (T3 AR




