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Expression of NET- was correlated with TNM stage lymph node metastasis vessel invasion and liver metastasis( P
<0.05) . The median survival time in positive group and negative group were 299 days(95% CI. 230.07 ~
303.93) and 387 days(95% CI:279.16 ~335.82) P =0.031. The expression of NET- was obviously correlatd
with the prognosis of colorectal cancer tissues( RR =2.092 P =0.002) . Conclusion NETH plays an important
role in the occurrence and development of colorectal cancer and is also significantly associated with the survival
time so it is a potential biological indicator of colorectal cancer.
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Effect of TPS3/EGFR gene co — mutation on the efficacy

of EGFR - TKIs in patients with lung adenocarcinoma
Zhang Qiankun Hao Jiqing
( Dept of Oncology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To analyze the effect of TP53/EGFR gene co-mutation on the treatment of epidermal growth
factor receptor( EGFR) tyrosine kinase inhibitors( EGFR-TKIs) in patients with lung adenocarcinoma. Methods
The clinical and pathological data of patients with advanced lung adenocarcinoma of EGFR mutation were retrospec—
tively analyzed. The relationship between clinical features and TP53 /EGFR gene mutations was analyzed and sur—
vival analysis was performed. Multivariate Cox regression model was used to analyze the relationship between TP53
gene mutation and EGFR-TKIs efficacy and prognosis. Results In the 100 patients with lung adenocarcinoma 44
were TP53 /EGFR co-mutated with a mutation rate of 44. 0% (44 /100) . The progressionree survival time( PFS)
of patients with lung adenocarcinoma with EGFR-TKIs treated with EGFR-TKIs was significantly longer than that of
patients with lung adenocarcinoma with TP53/EGFR gene mutation( P <0.05) . EGFR-IKIs with simple EGFR
gene mutation in patients with lung adenocarcinoma displayed higher objective rate( ORR) and disease control rate
( DCR) than patients with TP53 /EGFR gene co-mutation lung adenocarcinoma. Conclusion There is a correlation
between the TP53 gene mutation and the EGFR gene mutation in lung adenocarcinoma patients using EGFR-TKIs.
Key words EGFR; TP53; EGFR-TKIs; treatment effect



