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Dynamic changes of pro- and anti-inflammatory cytokines in acute pancreatitis
XIA Shi-hai, ZHAO Xiao-yan, GUO Ping (Deparment of Gastenterobgy, Xingiao Hospital, Third Military Medical University, Chongging 400037 China)

Abstract Objective To explore the significance of the dynamic changes of pro-and anti-inflammatory cytokines in the onset and development of
acute panreatitis (AP). Methods Pro-inflammatory cytokines TNFa, 1Iz18, 1176, and I1-8 and anti-inflammatory cytokines 1710 and II-1ra in the
plasma of 48 patients with AP and 20 heal thy individuals were detemmined with ELISA. Resuts The levels of all pro-and anti-inflammatory cytokines
in plasna was significantly higher in AP patients than in control group (P<0.03) in early stage of the disease, and then all levels were decreased
gradually, condstent with the alterations of clinical symptoms of the AP patients. Conclusion The dynamic changes of pro-and anti-inflammatory cy-

tokines might play important role in the onset and development of AP.
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Tab 1 Results of pro and anti inflammatory cytokines
during admission(®  pg-ml % X +5 )
Grap Pro-inflanmatoyy ¢y okines Anti-inflanmatory ¢y tokines
TNFa 18 116 118 1-10 L-1ra
NC 58+15 40+2.1 296112 3175124 0 0
MAP 21.3+7.2% 79£5.5" 8274379" T4A3R " 162456 ¢ Q6+ 514

SAP 2.8+10.4% 8.345.7" 1 2941 0247 154+1 1137 107425 * 72842307
NC: Nomal control; *; P< 0.05, %. P<<0.01 vs NC
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Tab 2 Changes of pro-inflammatory cytokines in the course of AP (°y/ pg-ml !, x = s)
MAP group SAP group
Time
TN Fa - B 16 IL-8 TNFa 1-13 118
24 h 22.948. 1 8.2+5.4 862 386 964 446 31.9411.0 9.0%6.2 15551 143 * 1 668+1224*
72 h 20.616. 2 66131 663 +280 6924301 28.249.7 7.8+5.4 136741 021" 145711327
7d 11.3+5. 8 6.3+£2.9 397 £156 426 +178 18. 8+7.9 6.4£3.5 892+431 * 10024994 *
15d 5.013. 4 6.0+2.5 300 +118 354 +148 10. 31+6.0 6.0£2. 6 505297 842+437
*, P<0.05 vs MAP group
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Tab 3 Changes of anti-inflammatory cytokines in the
o 1+ AP ’ AP
course of AP (Cy/ pg°ml ', x = 5)
. MAP group SAP group ’
lime
IL-10 IL-1ra IL-10 IL-1ra R 11-6 G
24 h 200+102 5 365+2 026 95+16 " 46861509
72 h 16789 3 0031504 90+23 7015+£16681 *
7d 90+31 1871 £863 85 +15 954643 373 * . >
15d 65+21 553+311 60 +13 3256+1 223"
’ s
*. P<0.05 vs MAP
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Exploration on the causes of vertebrobasilar insufficiency with TCD
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