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[ Abstract] Osteosarcoma(0S) is a kind of primary malignant bone tumor that is prone to occur in children and
adolescents. Its main traditional treatment is multi-drug chemotherapy. Due to the problem of drug resistance to chem-
otherapy drugs, it is particularly urgent to explore new therapeutic targets for OS and carry out relevant researches on
drug resistance to OS chemotherapy. Ferroptosis, an iron-dependent, non-apoptotic new type of programmed cell death,
is characterized by the accumulation of lipid reactive oxygen species. At present, relevant studies have confirmed that
ferroptosis plays important roles in the treatment, prognosis and reduction of drug resistance of OS. The research pro-
gress of ferroptosis in OS is reviewed in this paper to provide theoretical basis for the prevention and treatment of OS.
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Application status of robotic NOSES in treatment of rectal cancer DONG Chen-cheng, ZHANG Qiu-huan, ZHU
Zhou. Department of Colorectal and Anal Surgery, the People's Hospital of Guangxi Zhuang Autonomous Region( Guangxi
Academy of Medical Sciences) , Nanning 530021, China

[ Abstract] The application of robot operating system in the treatment of rectal cancer is gradually being devel-
oped both domestically and internationally, but the specimens still need to be extracted through an auxiliary incision.
With the rise of natural orifice specimen extraction surgery( NOSES) , the combination of robot operating system and
NOSES has achieved good clinical results in the field of rectal cancer surgery. This paper reviews the application status
of robotic NOSES in the treatment of rectal cancer.
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Natural orifice specimen extraction surgery (NOSES) ; Surgery;

Minimally invasive
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