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Inhibitory effect of curcumin combined with cisplatin on proliferation of ACC-M cells in

adenoid cystic carcinoma through endoplasmic reticulum stress signaling pathway

Liu Zhidan, Wu Fayin, Cheng Hao

[ Department of Oral and Maxillofacial Surgery , the Fifth Affiliated (Zhuhai) Hospital of
Zunyi Medical University s Zhuhai 519100, Guangdong, China]

Abstract: Objective To explore the anti-tumor effect of curcumin and cisplatin on human adenoid cystic
carcinoma cell line (ACC-M) and the possible mechanism. Methods After treating ACC-M cells with differ-
ent concentrations of curcumin (5 pM, 10 puM, 20 pM, 40 pM) alone or in combination with cisplatin (8 pM)
for 24 hours, we detected the viability and cytotoxicity of these cells by MTT assay and lactate dehydrogenase
kits. 20 puM curcumin, 8 pM cisplatin and 20 pM curcumin+8 pM cisplatin were used as medicine interven-
tion, and a control group (0.1% DMSO) was established. Twenty-four hours later, we observed the cell mor-
phology under inverted microscope and detected the protein expressions of GRP78, p-elF2a, CHOP and p-JNK
by Western blotting.  Results The survival rate of ACC-M cells in the combined-medicine group was lower
than that in the curcumin group as well as that of the cisplatin group ( P <{0. 05), while the release of lactate

dehydrogenase of the combined-medicine group was higher than that of the curcumin group as well as that of
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the cisplatin group ( P <<0. 05). Compared with those in the control group, the expressions of GRP78, p-elF2a

and CHOP in the curcumin group, the cisplatin group and the combined-medicine group all increased ( P <<
0.05). The protein levels of GRP78, p-elF2a, CHOP and p-JNK in the combined-medicine group were higher

than those in the curcumin group and those in the cisplatin group ( P <<0. 05).

Conclusion Compared with

treatment with single medicine, curcumin combined with cisplatin could inhibit ACC-M proliferation more ef-

fectively. The mechanism may be related to the up-regulation of GRP78, p-elF2a, CHOP, and p-JNK proteins

related to endoplasmic reticulum stress.
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