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Changes of circulating endothelial cells in rats with acute hemorrhagic necrotic pancrea-

titis and their significance
REN Xiao-bao, HE Zheng-pingg DUAN Heng-chun (Department of Emergeny Services Southwest Hospital, Third Military Medical University, Chongging
400038, China)

Abstract: Objective To detemine the contents of circulating endthelial cells (CEC), interleukin-6 (Il-6), nitric oxide(NO), endothelin
(ET) in rats with acute hemorrhagic necrwotic pancreatitis (AHNP) and explore the role of CEC in the pathogenesis of AHNP. Methods After the
model of AHNP was established with the injection of 5% sodium taurocholate into the biliary-pancreatic duct in rats the changes of CEGC, 11-6, NO,
ET in blood were dynamically cbserved. Meanwhile, the patholagical changes of the pancreatic tissue (PCPT) were also quantitatively analyzed. The
water content in pancreatic tissue (PW) was measured. Results The level of CEC in blood was significantly increased in the early stage. Signifi-
cant correlation was found among CEC with NO, ET. II-6 and pathological changes and PW respectively. Conclusion = Vascular endothelial cells
(VEC) injury involves in the onset and development of AHNP in rats.
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,6h , 24 h . , 2.
1 CEC.ET.NO. IL-6
Tab1 Changes of CEC ET. NO and I1-6 in rats
Post-AHNP(h)
Control
0.5 1 6 12 24
ET(ng [H) 56.60+13. 02 69. 58+ 14. 60 112. 68+27. 74 ** 236. 45+50. 89 ** 215. 40+48.02 190. 12 +31.85 ™
NO (ng ° 105 |9 1.96+0. 52 2. 544+0. 55 * 2. 77+0. 58 * 5.01£0.96 * 3. 9240.63 ** 3.27+0.60 *
CECCcelk b. 911 8.70+1. 41 11. 88=£1. 28 17. 6942. 13 ** 21 1242.17* 23, 71+2.21 & 25.654+2.76 ™
IL-6(ng | 37.16£12. 70 60. 2+15. 23 114. 71424. 76 ** 170. 12427. 8 ™ 198. 24430.86 205.48 £41.02
*. P0. 05 **; P<<0.01 vs control
2 PM PW AHNP ,0.5h
Tab2 Changes of PM. PW in rats s L,1h s s
Post-AHNP(h) . 2,6 h .
Control
0.5 1 6 L ”% s s 3,12 h
PWnllp) 3143030 3314037 358+049" 3914H0.4 4 GH0. 2 4. RH0.47 ™ ’ ’ ’
™ 1142512 15620.8% 215040.91 2840.8 5.9+ - 2h ’
*, P<0.05 **; P<<0.01 vs control 4 ’ '
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1 AHNPO0.5h (HEX 100)
Fig1 Focal necrosis of pancreatic 1obule 0.5 h after AHNP  (HEX 100)
2 AHNP1h, (HEX 100)
Fig2 Necrosis area extended to the whole lobule 1 h after AHNP (HEX 100)
3 AHNPG6 h s (HEX 100)
Fig3 A lot of necrotizing lobules and leaked erythrocytes in patches were found 6 h after AHNP  (HEX 100)
4 AHNP 24 h, s (HEX 100)
Fig4 Outline of the necrotic lobues were destroyed severe homorrhage and infiltration of large number
of leukocytes were found 24 h after AHNP (HEX 100)
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