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[ Abstract] Objective: To understand 50 gene mutation status related to patients with platinum resist-
ant critical stage ovarian epithelial cancer. Methods; Adopting high-throughput sequencing technology
to detect 50 genes, 256 hot-spot mutant sites related to antitumor drugs, oncogene pathways, and
tumor detection proposed by NCCN; analyzing 50 gene mutation status related to patients with platinum
resistant critical stage ovarian epithelial cancer, including mutant types, mutation rate , missense muta-
tions number and its incidence rate. Results: Of all 50 genes detection of 15 samples, 17 genes were
mutated, the mutation rate was 32% ; average 7.47 mutations in each sample, which PDGFRA and
RET are the most common mutations. Of all the 112 mutations in 17 genes, 16 missense mutations and
4 deletion mutations were detected. The missense mutation TP53 incidence rate is 68.75% (12/16) ,
and one missense mutation is detected in PIK3CA, KRAS, SMAD4 and EGFR. Deletion mutations
were all TP53 gene mutation. 9 EGFR mutations were detected in 7 samples, among which 8 samples
were synonymous mutations and 1 sample was missense mutation. The EGFR missense mutations locus
was exon 21 L858R. Conclusion: TP53 mutation might be the most common missense and deletion

mutations in platinum resistant ovarian epithelial cancer. The effective use of Icotinib in EGFR exon

“[FEGIH PPy R TR B ETIH (2015YX -7)
* O SHEVEE E-mail ; Baijun123@ sina. com
2% H R TR] . 2017 =07 =13 2% H i dik : hitp : //kns. enki. net/kems/ detail /52. 1164. R.20170713. 2305. 025. html

799



SO BEE B R s R

42 3

211.858R showed the use of EGFR-TKIs treatment could be possible for the sensitive gene mutation in

critical stage ovarian cancer.
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Mutation gene and mutation status of 15 critical stage ovarian epithelial cancer
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Mutation rate of 15 critical stage ovarian epithelial cancer
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