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ABSTRACT Objective: To study the effect of curcumine on implanted neurogliocytoma in rats. Methods: Sprague Dawley rats
were divided into normal group, sham operated group and three curcumine groups. Contents of NF-k B and EGFR protein and mRNA
were detected by immunohistochemical and real-time PCR methods, respectivly. Results: In curcumine groups, Contents of NF-k B and
EGFR protein and mRNA were decreased markedly. Conclusion: Curcumine could inhibit the implanted neurogliocytoma in rats. This
maybe be concerned with that it could inhibit the expression of NF-k B and EGFR in the implanted neurogliocytoma in rats.
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Table 1 The expression of EGFR and NF-k B mRNA in tumor tissue
Dose NF-k B/

Group EGFR/ GAPDH
mg/kg GAPDH

Sham operated 0 0.089+ 0.014  0.042+ 0.0074

Model 0 0.37+ 0.064##  0.25+ 0.041##

Curcumine 100 0.29+ 0.45* 0.19+ 0.032*

Curcumine 200 0.19+ 0.035**  0.12+ 0.019**

Curcumine 400 0.16% 0.025**  0.10£ 0.014**

Note: ## P<0.01 vs sham operated group * P<0.05 ** P<0.01 vs model

group
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Fig. 1 1: curcumine group (100mg/kg) 2: curcumine group (200mg/kg)3:
curcumine group (400mg/kg) 4: sham operated group 5: model group

2 EGFR NF-k B (x* s,n=8)
Tab. 2 The expression of EGFR and NF-K B in tumor tissue
Dose NF-k B/
Group EGFR/ GAPDH
mg/kg GAPDH
Sham operated 0 0.12+ 0.018 0.085% 0.016
Model 0 1.21% 0.19## 0.91% 0.17##
Curcumine 100 0.49% 0.095%* 0.68+ 0.12*
Curcumine 200 0.56x 0.12**  0.49% 0.091**
Curcumine 400 0.67+ 0.11*¥*  0.43% 0.083**

Note:## P<0.01 vs sham operated group * P<0.05 ** P<0.01 vs model

group
2.3
SD 3
22.92%
P<<0.05 37.5% P<<0.01
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3 (X% s,n=8)

Tab. 3 Gross tumor volume

Gross tumor

Group Dose mg/kg
volume (cm?®)
Sham operated 0 0
Model 0 0.48+ 0.053##
Curcumine 100 0.37+ 0.055*
Curcumine 200 0.30% 0.042%**
Curcumine 400 0.27+ 0.039%*

Note: ## P<0.01 vs sham operated group * P<0.05 ** P<0.01 vs model
group

44.53% P<<0.01 .
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