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Research Progress in Enhancing the Killing Effect of Auranofin in Combination with Other Drugs on
Solid Tumors

ZHU Jiawei, LYU Weiguo (Department of Gynecological Oncology, Women's Hospital, School of Medicine, Zhejiang
University, Hangzhou 310006, China)

ABSTRACT: Auranofin, a gold(I) compound, is a thioredoxin reductase inhibitor previously approved by the U.S. FDA for the
treatment of rheumatoid arthritis. Auranofin has been found to have anti-tumor activity in some solid tumors. Auranofin exerts
anti-tumor activity of inhibiting proliferation, migration and invasion of tumor cells via inducing apoptosis by inhibiting
thioredoxin reductase. Auranofin is currently approved in clinical trials for the treatment of ovarian and lung cancers. Although
auranofin has shown good anti-tumor effect in many studies, the effect of single auranofin treatment is still not desirable. This
leads to further research of auranofin combination therapy. Recently progress has shown that auranofin in combination with
several drugs achieve has desirable outcomes. In this review, the studies of auranofin combination therapy was summarized, and
some ideas and strategies was provided for the combination of auranofin and other drugs in cancer treatment.

KEYWORDS: auranofin; thioredoxin; cancer; drug repurposing; drug combination

St Z5 40 Z4ERT i Smith Kline fIF T 4 Hi ok
()37 9 36 = FDA HEHEF 3697 8 KGR T R 1Y
—Fh S+ M ERNSEY . RE & INIRITENIE
PEETTRAERL, HEMTELZHE . JTRCELH
PORIB 2599 B, a4 AR AK H A 208
ST RIIGIRIG)T . BB, ARk
Xt AW S AN . EA R, &
VEOSAERRE . AR AR . ARATME S RE Bl
ZEAE . 2R U DL R A R M Th B —
SE T TET RIS, i A SOMHE Aok & 25 5 H
b 25 K A B IR AR S STk AT T 2538 .
1 MELEBRGESWHE

B SR B 1A 2R G S — A 30 I TR AR P i M

TEHEN: KEH, 5, Bt
(0571)89991001

1404 .

Tel: (0571)89991805
E-mail: Ibwg@zju.edu.cn

Chin J Mod Appl Pharm, 2021 June, Vol.38 No.11

E-mail: zhujiawei@zju.edu.cn
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phosphate, NADPH)# i 14 i — & Ak 9 140 )5 1 5
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Trx) DA I B %60 i 25 11 4 A 348 D B (thioredoxin
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AN, Ho ) Trx A TexR 547 3 FlOF AL 17
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Fig. 1 Antitumor mechanism of auranofin
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