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Induction of endoplasmic reticulum stress-mediated apoptosis in diffuse large
B-cell lymphoma cells by p-coumaric acid

HOU Zhufa, ZHAO Bingjie, CHE Hong, YI Wenjing, LIU Peijia, LIU Songshan "
( Department of Hematology, Hospital of Chengdu University of Traditional Chinese Medicine, Chengdu 610072, China)

[ Abstract]  Objective To investigate induction of endoplasmic reticulum stress-mediated apoptosis in diffuse large
B-cell lymphoma cells by p-coumaric acid. Methods Diffuse large B-cell lymphoma cell line OCI-LY1 was treated with p-
coumaric acid (0, 0.4, 0.8, 1.6 and 3. 2 mmol/L) and the inhibition rate and half-inhibition concentration (1Cy,) was
determined by CCK8 assays. Subsequently, groupings were set as follows: (1) control group and p-coumaric acid groups
(172 1ICs,, ICs5 and 2 IC5y). (2) control group, p-coumaric acid ICy, group, 4-PBA group (5 mmol/L) and 4-PBA+ICy,
group. Cell activity was assessed by CCK8 assays. Apoptosis was detected by flow cytometry. Relative expression of
GRP78, ATF6, CHOP, p-PERK and p-IREla proteins was detected by Western blot. Results p-Coumaric acid inhibited

[fEE® A 1 (1970—) , B B FATEIR, BF5E 7 18]« MB0% P P 4550157 . E-mail ; houzhufa2021@ 163. com
[BISEE I XA (1968—) , 55, FATEEIE W58 7 1] « LIRS FP VS 45 A 5T . E-mail ; pine009@ 163. com



Fh [ P BE 2R 2k 2022 4F 10 A 55 32 %5 10 1 Chin J Comp Med, October 2022, Vol. 32,No. 10 99

OCI-LY1 cell proliferation in a dose-dependent manner with an ICy, value of 2. 601 mmol/L. Compared with the control

group, the cell inhibition rate, apoptosis, and GRP78, ATF6, CHOP, p-PERK and p-IREla protein expression were

significantly increased in the 1/2 IC,,, ICy, and 2 ICy, groups (P<0.01). Compared with the ICy, group, the cell

inhibition rate, apoptosis and GRP78, ATF6, CHOP, p-PERK, p-IREla protein expression were significantly decreased

in the 4-PBA group and 4-PBA+IC,, group (P<0.01). Compared with the 4-PBA group, cell inhibition rate, apoptosis
and GRP78, ATF6, CHOP, p-PERK and p-IREla protein expression were significantly increased in the 4-PBA +1C,,
group (P<0.01). Conclusions p-Coumaric acid inhibits OCI-LY1 cell proliferation, possibly by activating endoplasmic

reticulum stress and inducing apoptosis.
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Figure 2 Effect of p-coumaric acid on apoptosis of OCI-LY1 cells
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Figure 3 Effect of p-coumaric acid on the expression of endoplasmic reticulum stress-related proteins in OCI-LY1 cells
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Figure 4 Effects of endoplasmic reticulum stress inhibition on p-coumaric acid-acting OCI-LY1 cells
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