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ABSTRACT . AIM To investigate the effects of Sijunzi Granules (SGs) medicated serum on MING6 cell apoptosis
induced by palmitic acid. METHODS
5.25 g/kg) for preparation of SGs medicated serum. MIN6 cells pretreated with 24 h SGs serum were then exposed

SD rats were given 7-day intragastric SGs administration ( 10.5,

to 0. 4 mmol/L palmitic acid induction for 24 h. The MING6 cells were subsequently subjected to the detection of cell
viability by CCK-8 method, investigation of cell apoptosis by flow cytometry, and detection of GRP78, ATF4,
CHOP, and p-PERK protein expression by Western blot. RESULTS SGs medicated serum alleviated injury and
apoptosis of palmitic acid-induced MIN6 cells (P<0.05, P<0.01), and down-regulated the expression of endo-
plasmic reticulum stress-related proteins GRP78, ATF4, and CHOP expression, and reduced PERK protein phos-
phorylation as well (P<0.05, P<0.01). CONCLUSION SGs medicated serum can effectively reduce MING
cells injury and apoptosis induced by palmitic acid-induced, and its mechanism may be related to the inhibition of

endoplasmic reticulum stress-related signaling pathways.
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Fig. 1 Effects of SGs on the viability of palmitic acid-
induced MING cells (x+s, n=6)
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