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Clinical observation of Aidi Injection combined with GP schemes in treatment of
advanced non-small cell lung cancer with acquired drug-resistance to EGFR-TKI

NING Si-qing, ZHAN Bo-tao, XU Hai-sheng
Affiliated Hospital of Hubei University of Arts and Science, Xiangyang Central Hospital, Xiangyang 441021, China

Abstract: Objective To observe clinical efficacy of Aidi Injection combined with GP chemotherapy in advanced non-small cell lung
cancer (NSCLC) with acquired resistance to Epidermal growth factor receptor tyrosine kinase inhibitors (EGFR-TKI). Methods
Patients (62 cases) with advanced NSCLC after failure of EGFR-TKI from Xiangyang Central Hospital from December 2011 to
December 2013 were randomly divided into the control and treatment groups, and each group had 31 cases. The control group was
treated with GP conventional chemotherapy. The patients were iv administered with Gemcitabine Hydrochloride for injection 1
000 mg/m?, once daily, continuous intravenous dripping for 3 h in the first day. And also iv administered with Oxaliplatin for injection
75 mg/m?, once daily, intravenous dripping in the first day. One course of treatment was 21 d, and the patients were treated for three
courses. The patients in treatment group were iv administered with Aidi Injection 50 mL added into 500 mL 5% glucose injection on
the basis of control group, twice daily. One course of treatment was 2 weeks, and the patients were treated for three courses. Recent

clinical efficacy index including objective response rate (ORR) and disease control rate (DCR), and long-term clinical efficacy index
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including progression free survival (PFS) and overall survival (OS) in two groups were evaluated. At the same time, quality of life
(KPS, characterized as Karnofsky score) and adverse reaction were compared between two groups. Results All 62 patients had been
evaluated. ORR and DCR in treatment group were 61.29% and 83.87%, and those of control group were 35.48% and 70.97%,
respectively, and there were differences between two groups (P < 0.05, 0.01). The median PFS of the treatment group and control
group were 6.3 (1.2 — 20.6) months and 3.4 (0.7 — 10.3) months, respectively, with the significant difference between two groups (P
< 0.05). The median OS of the treatment group and control group were 15.1 (1.4 — 28.2) months and 8.9 (1.0 — 17.2) months
respectively, and the difference was no statistically significant in the same group. Karnofsky score of the treatment group was higher
than that of control group, and there were differences between two groups (P < 0.01). Adverse reaction rates in the treatment and
control groups were 32.3% and 37.8%, respectively, but there was no difference between two groups. Incidence of gastrointestinal
reaction in the treatment and control groups were 38.7% (12/31) and 51.6% (16/31), respectively, with significant differences between
two groups (P < 0.01). Conclusion Aidi Injection combined with GP chemotherapy is effective in patients with advanced NSCLC
after acquired EGFR-TKI resistance, which can slow disease progression, prolong survival, improve the quality of life, and reduce the
gastrointestinal reaction from chemotherapy, so it is worthy of further clinical research and promotion.
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Table 3 Comparison on quality of life between two groups
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