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Effect of norcantharidin on human pancreatic cancer PANC—1 cells =~ ZHANG Riyuan, LIN Shengzhang, CHEN Chong, et al. Depart—
ment of General Surgery, the Second Affiliated Hospital of Wenzhou Medical University, Wenzhou 325027, China

[ Abstract ] Objective To investigate the effect of norcantharidin on human pancreatic cancer PANC-1 cells. Methods
PANC-1 cells were cultured with 0.1% DMSO and norcantharidin (0, 10, 50, 75, 100, 150, 200umol/L) for 24h. The growth inhibitory
effect was observed by using CCK-8, cell apoptosis was determined by flow cytometry (FCM). The expressions of endoplasmic
reticulum stress (ERS) markers were detected by Western blot, expressions of GRP78 and GADD 153 mRNA were detected by re—
al-time PCR after exposure to norcantharidin. Results CCK-8 assay showed that norcantharidin significant inhibited the growth
of PANC-1 cells. Apoptosis rates of PANC-1 cells treated with norcantharidin were significantly higher than those of control
group. Western blot analysis showed that norcantharidin up-regulated ERS markers (P<0.05). Real-time PCR showed that the
expression of GRP78 and GADD153 mRNA in PANC-1 cells treated with norcantharidin was higher than that of control group (P<
0.05). Conclusion Norcantharidin can inhibit the growth of human pancreatic cancer PANC-1 cells and induce cell apoptosis.
ERS-mediated apoptosis pathway may be involved in norcantharidin—induced apoptosis in pancreatic cancer PANC-1 cells.
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HIA 10ul (9 CCK-8 YT F 100w A2 1ML T 5 3R 2
F5F% 4h, TEHRXN A450 A, SEE0EAE 3 Ik, 1145 24h 4
JHLAF T35 SR A LA R = (Rh B2 A450 -2 AR
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