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Effects of Polyphenol( TP ) on Growth Inhibition, Anti-Oxidation and Im-
mune Regulation of Lewis Lung Cancer in Mice

LIU Shu-hong , LI Kun, WANG Mei, QIN Xiao-mei( Department of Respiratory, The Affiliated Hospital of Qing-
Dao University Medical College, QingDao 266003, China )

[ Abstract ] Objective: To investigate the effects of Tea Polyphenol( TP ) on inhibition of tumor growth, anti-oxidation
and immune regulation in tumor-bearing mice. Methods: TP was administered by gastriclavage to C57BL/6]J mice implan-
ted with Lewis lung cancer. Results: Inhibitory rates of TP at doses of 125 mg/kg and 250 mg/kg were 27.2% and
18. 8% respectively, with significance over controls at dose of 125 mg/kg( P <0.05 ). In tumor-bearing mice, weight of
thymus and its index were declined and spleen index was increased, while serum MDA levels were increased significantly
at the same time, SOD and GSH-Px activities had no change after mice were beard tumor. Serum MDA levels of tumor-
bearing mice were decreased significantly and SOD and GSH-Px activities were increased by TP. Thymus index and spleen
index were decreased at the same time. Conclusion: TP could inhibit the growth of Lewis lung cancer, the underlying
mechanism of which was associated with anti-oxidation.
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Tab. 1 Effect of TP on the tumor growth in mice with Lewis lung cancer

Tumor weight( g ) Inhibitory rate( % )

Groups Dose ( mg/kg ) Number ( end/begin )
Tumor-bearing control
TP 62.5
125 10/10
250 8/10

10/10
10/10

1.45 +£0.35

1.47 £0.43 - -
1.06 £0.42 27.2°
1.18 £0.53 18.8

Compared with control: = P <0.05
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Tab. 2  Effect of TP on thymus index and spleen index
Groups Dose( mg/kg ) Number( end/begin ) Thymus index( mg/g ) Speen index( mg/g )
Control 10710 4.11 +£0.39 4.92 +0.47
Treatment 125 10/10 2.78 £0.48" 4.37 £0.69
Tumor-bearing control 10/10 2.25+0.80" 22.34 +3.61"
TP 62.5 10/10 1.69 £0.60 18.85 +4.40
125 10/10 1.39£0.42"" 15.67 £4.38" "~
250 8/10 1.61 £0.42 16.37 +4.97" "

Compared with contrl: * P <0.01; Compared with tumor-bearing control: # * P <0.01, % % %P <0.05



* 208 - rhE R AR AT AR 2003 Sep;10(3)
*®3 ZFZEH3t SOD,GSH-Px, MDA HISMH( x %5 )
Tab.3 Effect of TP on SOD and GSA-Px activities and MDA content
Dose Number GSH-Px activity MDA content
Groups ) SOD activity( NU/ml ) ) )
(mg/kg)  (end/begin ) ( active unit ) ( wmol/L)
Control 10 /10 266.2 + 59.81 42.67 £10.93 7.97 £1.19
Treatment 125 10 /10 369.48 +106.48 140.00 +28.51~ 5.93 £1.95
Tumor-bearing control 10/10 185.80 £165.53 45.60 £11.96 22.67 £9.43"
TP 62.5 10/10 218.39 +107.62 83.20 £25.91" " 6.56 £1.77""
125 10/10 316.18 + 88.34* 125.60 £44.79™ ~ 6.44 £3.73" "
250 8/10 224.10 £159. 15 88.00 £29.63" "~ 6.81 £2.55""

Compared with control: % P <0.01; compared with tumor-bearing control; # P <0.05; * % P <0.001; * % x P=0.001

R4 ZFEEBIT GSH-Px/MDA FIZME( x =5 )
Tab. 4 Effect of TP on GSH-Px/MD

Groups Dose( mg/kg ) Numbex( end/begin ) GSH-Px/MDA
Control 10 /10 5.88 + 3.03
Treatment 125 10 /10 26.89 +12.88"
Tumor-bearing control 10/10 2.77 + 2.33%
TP 62.5 10/10 13.41 % 5.87""
125 10/10 24.56 £15.81""
250 8/10 14.35+ 6.74" "

Compared with control: % P <0.01; AP =0.05; compared with tumor-bearing control; % % P <0.01
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