Zrrd [E B2 2021 4F 3 A 23 B85 2 W] Military Medical Journal of Southeast China,Vol.23,No.2,March,2021 « 175 -

TEE R X EE7E S T Warburg I P HERMA R
it B

oM, R LA A R, Y EEHA
(] BB Lot WA IR 2 — Lo 4 Ao PR A (0 T FUIRA  JET - 2BRE ., Rt Ag4E

296 50 T AWz W B B0 A 25 T A IHTE T E I . Warburg UM AEAE TR s A A b | 2 Mobyes 2 e A A SRR AT
2, BRI FR A, AR LE AR JC I A B A, iebfe 200 L 0 S {0 1) T W A 0 AR A, Al 0 B A ALk R R L ok
FEARENE, SCEE R AR B H R AR (5 i | OO T IR R R | PR SR SR R A S h Rk R R, HLAE SR
HA) A i Jre it A v b AR T ) OGS R A T2
[X@BIA] EHUE; Warburg 500 ; BHEE AR
[FEH%£S] R73 [CktRERD] A
[DOI] 10.3969/j.issn.1672-271X.2021.02.014

[XEHS] 1672-271X(2021)02-0175-05

Research progression of the infection of glycolytic enzymein the Warburg effect in cervical cancer

FAN Jia-yang', LIANG Ting' reviewing, LIU Kang®,LUO Yue-xi' checking

(1. Department of Obstetrics and Gynecology, Nanchong Ceniral Hospital, The Second Clinical Medical College,
North Sichuan Medical College, Nanchong 637000, Sichuan ,China; 2. Department of Tissue Engineering and Stem
Cell Institute, Nanchong Central Hospital, Nanchong 637000, Sichuan ,China)

[ Abstract ] Cervical cancer is among the most common malignant tumors in women. Its incidence is second only to breast
cancer in the world, and its mortality ranks second in the world. Around half a million women worldwide are diagnosed with cervical
cancer each year and 250 000 women die from it. Warburg effect exists in most tumor cells and is part of the metabolic characteristics of
tumor cells. Also known as aerobic glycolysis, it means that tumor cells prefer the metabolic pathway of glycolysis to generate energy by
more effective oxidative phosphorylation regardless of hypoxia during cancerization. In this paper, Enolase, phosphoglycerate mutase
(PGAM) , Hexokinase (HK), pyruvate kinase (PK), lactate dehydrogenase (LDH) and other key enzymes that are abnormally ex-
pressed in cervical cancer tissues and play an important role in the occurrence and development of cervical cancer are reviewed. To ex-
plore biomarkers that can be used as diagnostic predictors of prognosis, or effective targets for gene therapy.
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