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Abstract: Objective To analyze the relationship between gene mutations and clinical characteristics, high-
throughput sequencing was performed on 28 tumor driver genes related to the precision diagnosis and treat-
ment of non-small cell lung cancer (NSCLC). Methods A total of 396 NSCLC samples from Chongqing Uni-
versity Cancer Hospital were collected, and genes including EGFR, ALK, ROSI, KRAS, NRAS, HRAS,
PIK3CA,TP53, PTEN, BRAF, HER2, RET, MET were analyzed by high-throughput sequencing. Results EGFR
gene mutation accounted for 35. 35% of the total number of gene mutations detected, and the first 5 genes
with the highest mutation frequency accounted for 63. 89 % of the total mutation,which showed an obvious ag-
gregation of major gene mutations. The EGFR hypotypes also showed an obvious primary and secondary dis-

tribution,among which the most common mutant subsets were 19del and L858R,accounting for 45.00% and
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41.43% ,respectively. The 19del mutation, L858R point mutation and 20ins of EGFR gene were mostly single
mutations, while T790M, G719X, S7681 and 1.861Q were often accompanied by co-mutations. T790M with
1L858R mutation was often a primary mutation, while T790M with 19del co-mutation was often an acquired
mutation. The detection rate of other multi-gene mutations in EGFR mutant samples was significantly lower
than that in EGFR unmutated samples, possibly EGFR gene mutation inhibited other genes from mutating.
Conclusion High-throughput sequencing can efficiently detect the mutations of 28 kinds of driver genes relat-
ed to targeted therapy in NSCLC patients, which can provide an effective tool for studying the internal rela-

tionship of gene mutation load,and provide more genetic information of patients to make accurate diagnosis

and treatment plans.
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