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(329.35+88. 13) ug/L. A B & F 4k A 35 B 4049 (146, 36 + 41, 27) pg/L(P<C0. 01) , X 35 4074 95 37 do 7 AGR2 & F 24 (16. 72+
6.23)ng/mL, & F 4 B3 B 464 (4. 38+ 2. 17) ng/mL(P<C0. 01) 3% %5 J& du % IGF-1 3 (211, 53452, 31) ug/L.AGR2 K F %
(9.7243.56)ng/mL, ¥ W i& 57 47 9 B 4K (¥ P<<0.01);NSCLC % # & iF IGF-1 5 AGR2 K -F 2 E48% (r=0.489,P<<0.01);
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Effect of EGFR-TKI combined with chemotherapy on serum IGF-1 and AGR2
levels in patients with advanced non-small cell lung cancer
YUE Honghong s ZHAO Liang , JIANG Wei”
(General hospital of Chinese People’s Army Police Force sBeijing 100039 ,China)
Abstract: Objective To observe the effect of EGFR-TKI combined with chemotherapy on the changes of serum insulin-like
growth factor] (IGF-1)and anterior gradient-2( AGR2)levels in the patients with advanced non-small cell lung cancer(NSCLC) ,and
to investigate whether IGF-1 and AGR2 can serve as a potential indicator of the prognosis and efficacy of chemotherapy in NSCLC.
Methods
chemotherapy and 30 healthy people served as the healthy control group. (treatment group). The levels of serum IGF-1 and AGR2

Sixty-eight patients with advanced NSCLC were selected as the experimental group treated by EGFR-TKI combined

before chemotherapy and at 3 weeks after chemotherapy were detected by ELISA. The influence of serum IGF-1 and AGR2 levels
(1) The disease control rate(DCR)in the EGFR-TKI com-
bined chemotherapy was 52. 9% ; (2) the level of serum IGF-1 before treatment in the experimental group was(329. 35+88.13) g/
L, which was significantly higher than (146.3641. 27)ug/L in the healthy control group(P<C0.01) ; the level of serum AGR2 in
experimental group was(16. 72 & 6. 23) ng/mL, which was significantly higher than(4. 38 == 2. 17) ng/mL in the healthy control
group(P<C0.01); serum levels of IGF-1 and AGR2 after treatment were(211.53%52. 31) pg/L and (9. 724 3. 56)ng/mL respec-
tively , which were significantly lower than those before treatment(P<C0. 01); serum IGF-1 and AGR2 in NSCLC patients were pos-
itively correlated(»=0. 489, P<C0. 01); (3) serum levels of IGF-1 and AGR2 after chemotherapy were(128. 62 +48. 24) ng/L and
(7.22%+4. 27)ng/mL respectively, which were obviously lower than(334.23+82. 11) ug/L and(18. 4346. 17) ng/mL before chem-
otherapy(all P<Z0.01). The Kanplan-Meier analysis revealed that serum IGF-1 and AGR2 levels in advanced NSCLC

on the prognosis was analyzed by using Kanplan-Meier method. Results

had an obvi-
ous influence on the prognosis. Conclusion Serum IGF-1 and AGR2 levels may have a potential clinical value to assess the therapeu-
tic efficacy of EGFR-TKI combined chemotherapy and prognosis in advanced NSCLC
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