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Effect of Panax notoginseng Saponins on Calcium Overload of
Acinar Cells in Rats with Acute Pancreatitis

LIU Zhi — heng, DONG Wen - zhi, MO Xiao — hua
(Hepatopancreatobiliary Surgery Dept. of The 2nd Affiliated Hospital of Kunming Medical University, Kunming
Yunnan 650101, China)

[ Abstract] Objective  To demonstrate the protective effect and its mechanism of Panax notoginseng saponins
(PNS) on severe acute pancreatitis (SAP) in rats of pancreatic acinar cell. Methods  Thirty SD rats were
randomly divided into three groups: sham operation group (group SO) , severe acute pancreatitis group (group
SAP) , and PNS preconditioning group (group PNS) . There were 10 rats in each group. Rat SAP model was
induced by retrograde injection of 5% taurocholic acid sodium to pancreatic duct. Group SO was just treated with
pancreas and duodenum turning after abdominal closure, not with taurocholic acid sodium injection. The rats in
group PNS were given by intraperitoneal injection of 0.1 mL/100g PNS 50 mg/mL (xuesetong injection 0.1 mL/100g)
once the models were established. And rats in the other two groups were given 0.9% physiological saline. Rats serum
AMS were detected at 4 hours after modeling, and pancreatic pathological changes were observed to understand the

pathogenesis of acute pancreatitis. The pancreatic tissue was obtained and the fluorescence intensity (FI) of acinar

[(BE£MB] ZmARET - BERRABEGRHILS T H (2007C138M) 5 R BHERN 2= A A3 45 7% Bh
H (2014S16)

HEE®N] e (1987~ ), B, BT A, EEm-Losd, FEMNEFIRRS M2 IR IR TAE.
[i#E ﬁH’E%‘] Bi/NME. E-mail:18314541437@163.com



18 ENRVR RN e 5 1 55 35 4%

cells was observed by calcium fluorescent tracer Fluo—3-AM using fluorescence microscope observation. The average
value of single acinar cell FI was analyzed and calculated quantitatively using flow cytometry, which could represent
the concentration of calcium ion in cells. Results  In groups PNS and SAP, rats serum AMS levels and pancreatic
tissue pathology scores were significantly increased (P < 0.05) , and those in group SAP rats were significantly
higher than in group PNS rats (P < 0.05) . The calcium ion concentrations showed that there were statistical
differences in pancreas FI of intracellular [Ca*]i among three groups. Compared with group SO, the pancreas FI of
intracellular [Ca*]l in rats of groups SAP and PNS were significantly increased (P < 0.05) . And compared with

group SAP, FI of [Ca®]i in PNS group was significantly decreased (P < 0.05) . Conclusion The occurrence of

SAP was related to cellular calcium overload, and the state of SAP became more serious with the higher degree of

calcium overload. PNS could reduce the pancreatic intracellular calcium overload and the change of pancreatic tissue

pathology.
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Tab. 1 Panax Notoginseng Saponins on the effect of pancreatitis in rats serum amylase ( AMS) , pancreas
histopathological grading, the fluorescence intensity of pancreas cells [Ca?*]i (x +s)

i n IMFHER B2 40 (U/L) ] TR AP0y R AL P [ Ca® i AR G588
SO 41 10 782 +20.55 2.26 +0.44 3.45+0.48

PNS 21 10 2862 + 65.04 7.88 +0.33 7.91 +0.93

SAP 41 10 2615 +37.41 6.92+0.27 7.03 +0.73

P <0.001 <0.001 <0.001
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Fig. 1 Fluorescence microscopic imaging of each group in the pancreas
A:4h ) SO 41; 1B:4 h 19 SAP 41; C:4h [ PNS 4.
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Fig. 2 The pathological change situation of each group in the pancreas
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