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Downregulating Effect of Chinese Medicine Sulfotanshinone
Sodium on HMGBI1 in Rats with Acute Pancreatitis

LONG Kui, LIU Xun - giang, SUN Min
(Dept.of Abdominal Minimally Surgery, The 2nd Affiliated Hospital of Kunming Medical University,
Kunming Yunnan 650031, China)

[ Abstract] Objective To explore the downregulating effect of Chinese medicine Sulfotanshinone Sodium on
HMGBLI in rats with acute pancreatitis. Methods Forty rats were randomly divided into 4 groups: Severe acute
pancreatitis (A1) group, Severe acute pancreatitis treatment (A2) group, mild acute pancreatitis (B1) group
and mild acute pancreatitis treatment (B2) group. Rats in A2 and B2 groups were given injection of ulfotanshinone
Sodium (4 mg/kg) 3 and 27 hours after establishment of acute pancreatitis. The blood samples of rats in 4 groups
were collected at 12 h, 24 h and 48 h after establishment of acute pancreatitis. The serum levels of HMGB1 were de—
tected by enzyme league immune method (ELISA). Result The serum levels of HMGBI in group Al were higher
than the group A2 at different time points (P < 0.05) , in group B1 were higher than the group B2 at different time
points (P< 0.05). Conclusion Chinese medicine Sulfotanshinone Sodium has downregulating effect on HMGB1
in rats with acute pancreatitis.
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Tab. 1 The number of survival animals at different

period
EAE | 12h 24 h 48 h
AlH 8 6 4
A2 4 9 7 6
Bl 4 10 9 8
B2 4 10 9 9
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YEA S 12 h KRR DU 2H 1 7 HMGB1 & {5 T+
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Tab. 2 Changes of HMGBI in rats of all groups [(X+5s), pg/L]

45 12h 24 h 48 h

Al 4 2.52+0.48 2.83+0.56 3.16 £ 0.58
A2 4 223 +041° 247 +0.63" 2.75 +0.66"
Bl14 1.80 +0.39 2.54+0.73 2.63 +0.43
B2 4 1.70 £ 0.324 204+0414 2.11+0.524
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M35+ HMGB1 A8 Mk, SEBGREH . Hh2hf it
Yy PE2:0 1A TR BN SO R B AP (24 MAP
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HMGB1 [ Jfl 3 e (0 FIRE LS. B35 1R Y7 Sk R
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