e iAE g, 2022, 42(8): 1461-1469 www. life.ac.cn doi: 10.13488/j.smhx.20220366

3-1R 9 ERBR D I e B AR A (e it 4R AR T

EHERK, FOHE, B, HIER, FHdH, KRAET
(U HERKREF—WEEILT BRI, & T 530000)

TE: MBmney £ KATE RS %k A 4EBE MR~ 4 69 = BB IR 3 (adenosine  triphosphate, ATP).
ATiZEe, BRINKETAREFN N BRERBAXLZEFAL. LFRTHAARLEE, 3-27R
BR % (3-bromopyruvate, 3-BrPA)E N — iz L), A& L PBE R, s 7T Ak & T HE B AR K 42 AT
B pFAER, AR ITBORERR. AFERATE, RAREMNB@EAT, LG E B
WIS XA, AKX AR I 3-BrPATT £ A58 e st 250k . 38R LB T AR B IR
mp st IR . Bk, 3-BrPAK 2R A — A& ik, KER AT H . ASBLASE NI
X T3-BrPAAR X E 30958 %, *F3-BrPAdp 41 I 7 2@ Ao A% AX 34t Ao 02 38 AF 78 4@ L 8 1= 89 ¥T AR AL 2 474K
B, AR BT IE S AT AR — R A B

KU 3-RAERE; MEEEAR; THEMKER; EHAG AT

3-bromopyruvate inhibites of tumor glycolysis and

promotion of apoptosis

PAN Jianmin, LUO Xiaohui, YANG Cheng, XIAO Wangfa, LI Qishang, ZHANG Xiaodong*
(Department of Gastrointestinal Glandular Surgery, The First Affiliated Hospital of
Guangxi Medical University, Nanning 530000, China)

Abstract: Considering that the energy required for tumor cell growth mainly comes from adenosine
triphosphate (ATP) produced by the aerobic glycolysis, various investigations have been carried out on tumor
energy metabolism related targets. In recent years, 3-bromopyruvate (3-BrPA), a strong alkylating agent, has
been reported to have anti-tumor effects. The mechanism may be to inhibit the key enzymes of glycolysis, so
as to block the energy source of tumor, which induces the production of reactive oxygen species, and finally
leads to the apoptosis of tumor cells without affecting the tissues and organs around the tumor. Moreover, some
studies have reported that 3-BrPA reversed tumor cell drug resistance, enhanced the efficacy of
photosensitizers and improved the sensitivity of tumor cells to anticancer drugs. Therefore, 3-BrPA is
expected to be a highly efficient anti-tumor agent with low-toxicity. In this paper, based on our investigations
and researches on studies concerning 3-BrPA at home and aboard, we discussed the possible mechanism of 3-
BrPA in terms of inhibiting glucose metabolism of tumor cells and promoting tumor cell apoptosis, in the hope
of providing some help for the study of anti-tumor drugs.
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