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Observation of clinical effect of apatinib combined with AIM regimen in the treatment of advanced soft tissue
sarcoma

HU Mei-qin, GAO Kun"
( Department of Medical Oncology, Huangshi Central Hospital Affiliated Hospital of Hubei Polytechnic University, Edong Healthcare Group,
Hubei Huangshi 435000, China )

[ Abstract] Objective: This study was designed to investigate the efficacy and adverse effects of apatinib combined with AIM regimen
in the treatment of the advanced stage of soft tissue sarcoma. Methods: From June 2015 to June 2017, we selected patients with the advanced
stage of soft tissue sarcoma who failed in previous treatment, or had disease progression, relapse or metastasis. The patients in the observation
group received apatinib combined with AIM regimen, and the control group were treated with AIM regimen alone. Recent clinical efficacy
and adverse reactions of apatinib combined with AIM regimen were analyzed. Results: All the 42 cases were evaluated. Compared with the
control group after treatment, the disease control rate of the patients in the observation group were higher, and the rate of progress disease was
lower (P<0.05). The main adverse reactions of the treatment were myelosuppression, diarrhea, hypertension, proteinuria, oral mucositis and
so on, most of which were Grade [ -1 . Conclusion: Apatinib combined with AIM regimen in the treatment of the advanced stage of soft tis-
sue sarcoma can improve the efficacy, and the adverse reaction is well controlled.

[ Key words ] soft tissue sarcoma; apatinib; clinical curative effect; adverse reaction
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