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ABSTRACT OBJECTIVE: To study the @ status of epidermal growth factor receptor (EGFR) in non-small cell lung
cancer (NSCLC) patients and it X)&n th clinical indexes, and to provide reference for individualized administration of
EGFR-TKI in NSCL(, paticrits. DS
i Dec 2017. Mutation status of EGFR gene in lung tissue was determined by amplification refractory

Totally of 274 NSCLC patients from the northern of Jiangsu area were selected from

S) -TagMan PCR assay. The relationship of EGFR gene mutation with clinical indexes as gender, age,
smoking %Status, staging, tumor differentiation and pathological type were analyzed retrospectively. Compared with related
literatures, the regional differences of EGFR gene mutation were analyzed. RESULTS: Among 274 NSCLC patients, 112 patients
suffered from EGFR gene mutation with total mutation rate of 40.88% . There were 50, 57, 3, 2 cases of exon 19, exon 21, exon
20 and exon 19+21 mutation, and the types of EGFR gene mutation were delE746-A750, L858R and insH773-V774H, etc. The
mutation rates of EGFR gene exon 19, exon 21 in non-smoking, early, well-differentiated and adenocarcinoma patients were
52.50% , 47.24% , 46.36% and 45.00% , which were significantly higher than smoking (28.57% ) , advanced (27.03% ) ,
poor-differentiated (31.71% ) and squamous cell carcinoma (27.66% ) patients, with statistical significance (P<<0.05). There was
no statistical significance in mutation rates of EGFR gene exon 19 and exon 21 between male and female, =65 year-old and <65
year-old patients (P>0.05). EGFR mutation rate of NSCLC subjects from the northern of Jiangsu area was significantly higher
than Shanghai area (P<<0.05); there was no statistical significance compared with Yunnan area (P>>0.05) but mutation types were

different. CONCLUSIONS: There is the highest EGFR gene mutation rate in its exon 21, lesser in exon 19, rare in exon 20 and

A FEA TR H L VT4 T T B3 1 3 1 1 e B % (N exon 19+ 21 among NSCLC patients from the Northern of
JSH-2011-018) s M Tl Rl 2245 AR BHE T H (No.XZZDY1510) Jiangsu area. There are obvious regional differences. The
% EAERZGN, Bl R . WFSE I e R 25 2% . HLiE . 0516- mutation rate of EGFR gene mutation exon 19 and exon 21 are
85806335, E-mail:xzwydd@163.com associated with smoking status, staging, tumor differentiation
#AEIER BRI, BT Jr I BREE 2% . HLIE : 0516- and pathological type of NSCLC patients. The non-smoking,
85806331, E-mail:ahuad@163.com early stage, well-differentiated and adenocarcinoma patients
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are more likely to benefit from EGFR-TKI targeted therapy.

KEYWORDS Non-small cell lung cancer; Epidermal growth factor receptor; EGFR-TKI; Exon; Gene mutation; Clinical

indexes; Regional difference
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