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Tab 2 The status of carcinogenesis(mm’.%t s)
Time o experi Control group Se suppl group [ Se suppl groupll
ment
(wk) n No o wmor- No.of tumor  Area of tumor n No of tumor— No. of tumor  Areaof tumor n Noof tumor- No.of tumor  Areaof tumor
bearing rats nodules nodules bearing rats nodules nodules bearing rats nodu les nodules

15 5 1 2 753 625 5 0 5 0

18 5 1 2 594 437 5 1 2 6.0t 2.0 5 1 1 Q53

21 5 4 10 12 38 12 45 4 3 5 12. 19+ 14.08 4 3 4 2.4 1.80
Tota 15 6 14 10 77 11 63 14 4 7 10. 42+ 13.25 14 4 5 2 04F 1 99 #

* : P <0.05vs control group;# : P <0.05vs suppl. groupl

2.3 Ab SextiAFfEIAE P min. I mit GSH-Px & /1 #9257 & 3

3 GSH-Px (=t s)
Tab 3 The changes of GSH-Px activities during carcinogenesis (xt s)
Time of ex peri Contwl goup Se suppl group| Se suppl. group 1l
?xlvel?; RBC Liver tissue RBC Liver tissue RBC Liver tissue
(u/mg Hb)  (ul/g of liver) (u/mg Hb) (ulg of fiver) (u/mg Hb) (u/g of liver)
0 180. 04=  6.33 9033. 23+ 415. 67 180. 04 6.33 9033. 23t 415. 67 180. 04t 6. 33 9033. 23t 415. 67
3 125. 78 10. 11 7144. 80k 458. 68 157. 73t 7.09*  7149. 70+ 483. 48 156. 44+ 5. 46* 7285. 83t 517.99
6 160. 69t 4.05 1694. 2H 191. 31 259 64 8.08"  2123. 64 279, 43 261. 8 11. 06" 2090. 17 179. 89
9 92.45F  9.67 5330. 78= 483. 61 184. 14- 13.13*  5303. 0= 327. 94 189. 72 8 55* 5314. 83t 534.62
12 135.56  5.89 5145 74 453,92 213. 47 10.35*  6188. 83F 477. 4T 833. 44F 8 59%##  8839.64L 740. 87 ##
15 79. 12t 5.89 2928 49t 376. 81 228 3t 8.47*  5692. 14 500. 1T~ 226. Ot= 4. 32* 5539. 76+ 420.23*
18 120. 14E 45.08 2182 09t 126. 74  237. 0t 8. 11" 2393. 86t 323. 73 263. 74 10. 54 2329. 53t 196. 64
21 149. 48 8.58 5169. 52 520.79 198 1t 7.5F*  5452.2H 349. 10 287. 6tE 8 904" ## 5483. 7H- 318.56

* . P <O. Oi** : P <0.01vs control group;## : P <0.01lvs Se suppl. groupl

2.4 Ab SesxtifsEidAE b ¥ AR LPO A 26 Lk 4

4 LPO (xt )
Tab 4 The change of LPO during carcinogenesis (¥ )
Time of experi Control group Se suppl- groupl Se suppl- group Il

ment (wk) Blood plasmat Liver tissue Blood plasma Liver tissue Blood plasma Liver tissue
0 3.52- 0. 55 0. 30t 0. 06 3.52+ 0.55 0. 30t 0. 06 3.52£ 0. 55 0. 30t 0. 06
3 5.16E 0. 82 0. 6H 0. 08 4.35F 0. 60 0.5H 0. 04 3. 72F 0. 46 0.48- 0.07"*
6 4.43+ 0. 34 0. 5t 0. 08 4.09+ 0.13 0.42+ 0. 04 3. 94+ 0. 29 0.36 0.053*#
9 4.53+ 0. 82 0. 38= 0. 05 4. 06t 0. 65 0. 35 0. 07 3.3+ 0.78 0. 35 0.07
12 3.58= 0. 53 0. 37 0. 02 3.52E 0.48 0.35 0. 02 3.52+ 0. 49 0. 34t 0.02
15 3.68F 0. 53 0. 32 0. 05 3.58+ 0.67 0.32+ 0. 03 3.5 0. 46 0.32+ 0.05
18 2.82E 0. 29 0. 32- 0 32 3. 1H 0.45 0.3H 0. 03 3. 36t 0. 61 0.3 0.05
21 3.36t 0. 57 0. 36t 0. 05 3.76E 0.57 0.3H= 0. 02 3. 85 0. 28 0.33 0.04

4 values are expressed as nmol M DA /ml; b values are expressed as nmol MDA /mg protein;™ : P <0.05* : p <

0. 01vs control group;# : P < 0.05vs Se suppl.groupl
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Inhibitory effects
cinogenesis in rats

of Se on diethylnitrosamine-induced hepatocar-

Xiao Tianli, Yuan Aili, Liu Weiwen ( Department of Gastroenterology, Southwest Hospital, Third Military M edical U niver—

sity, Chongqing, 630038)

Abstract Objective: To observe the inhibitory effects of Se on diethylnitrosamine ( DEN) -induced hepa—

tocarcinogenesis- Methods: During carcinogenesis, Wistar rats were fed with 3 different dietary levels of Se

(Q 2, 1.0and 3. 0< 10" ° respectively). Then the activities of LPO and GSH-Px in the blood and liver w ere

determined and the tumor incidence and area of tumor nodules observed. Results:

Supplementation of Se sig—

nificantly inhibited the increase of LPO in both blood and liver at the early stage of carcinogenesis and re—

stored the values of GSH-Px in the red blood cells and liver. Conclusion: Se might inhibit the growth of liver

cancer through improving the activity of GSH-Px and depressing the lipid peroxidation.
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