TR BEF 5T 202244481
ISSN: 2705-0440(Print); 2705-0459(Online)

@ Universe
Scientific Publishing

BT AUBN S BE B ROV DL 5 A e 5 5 50 b
BE2EWEE S PA U vhE

£ # EFEZE B2 B WRW

1. RIETMEER ( REZREZMBEER ) MERR RNREHRIE
2. BEFHEN KFFEIRT RMARA BETHE 220070
JHMEEHERERKR BHEZH 418000

024000

o E: SURBALAEEIURBEISGIT G, AT T, Wﬁ%iim%? RE L RANT 0 SRRk,
MR A SRRk, AR sk %%&&ﬂ%ﬁﬁkf SFHA AR, IR A SR BTRAT  4a
JADNA 5 20 o3 78 09 B al , A2 X xF Y I8 29 f 69 DNA Bk b ATk SR HATIE,
K8 SUME, SRR wmiautdy, DAZKE

M, Xk
N iEin A

Medical research and health economics discussion based
on the mechanism and cytogenetic analysis of immune
escape in breast cancer

Yi Qin', Yihan Liao?, Yuan Xia®, Zhenyu Liu®

1. Medical Oncology, Chifeng Cancer Hospital (The Second Affiliated Hospital of Chifeng University), Chifeng
Innermongolia, 024000, China

2. International Sakharov Environmental Institute, Belarusian State University, Minsk Minsk, 220070, Belarus
3. Medical College, Hunan University of Medicine, Huaihua Hunan, 418000, China

Abstract: Breast cancer is a tumor that occurs at the site of breast cancer and is often malignant. The most important
mechanism of tumorigenesis is tumor immune escape. After the immune escape of tumors, the human immune system is
often unable to monitor them, which leads to the spread of tumors. Cytogenetics is the basis for the study of tumor cell DNA
and cell proliferation. We try to analyze the DNA mutation of tumor cells and draw a conclusion. The author discusses it in
combination with health economics.
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