%16 B o 1 o SE I R 2R A Vol.16,No. 6
2010 4F 6 A Chinese Journal of Experimental Traditional Medical Formulae June,2010

o T TR e A 4 A8 4 3 2 WA 193 1 o PRV 5

gt EE
(1. RZEHRKRFART AR, XZ 300100; 2. XZFHAFERII=F,XZF 300070)

[(FE] BB 0E R FAE 200 R 28 (SAP) il 5t 005 1 B 16 16 FH L AL . 753K - SAP B35 58 {4 43 oy v VG = &5
BIRITH (n =32) TR PG BEIRYT A (n =26) o 430 WL 52 PR A1 58 35 09 4% £ BT 0] i N3 R 52 B (] {1 40 L0 RE 24 TF B 1], 36 97 il
KABI7)E 72 h s i N 2R (ET) R IR F-a (TNF-) A 3 -6 (IL-6) B /K25 4L, 3 1R AT b IE FB I8 E CT 4 37
B S TR AL . BE SR - P VT BE A5 A IR YT AL S R HL VG BE R T AR UL (9 R A % 4 I Ry 43.75% ,76.92% (P <0.05);
ARDS K43 53524 9. 38% ,34. 62% (P <0.05) ;7697 72 h J5 Vb E L5 G697 240 i Lo 3 BLVY B A 97 4 i ET, TNF-a, 1L-6 7K
T (P <0.05) 5 v B 254 V8 7 41 IE 6 2% % e Il W8 bk 5 B TR0 A1 480 I 24 0F B RT L CT 451 il b 7 Tk IR 6 e 0 R 1)
Lo W) AR T3 PG B IR YT A (P <0.05) o S5 18 : V& B MORLIE o P40 7 5 I, 0/ 1 A B A6, B AR il v 3 3 K \TNF -, IL-6
ERREA T K, & TE LR R FIBT R FR G 2 A 55 22 J7 T8 AL I 0l e Uk 7 81 4 T AR 4 VR

(R ]  BMRSE I3 5 5 18 T UKL 5 589 A B

[FEHEE] R285.6 [ XiktriR®] B [XEHS] 1005-9903(2010)06-250-03

Effect of Qingyi Granule with Lung Injury Caused by

Severe Acute Pancreatits in Clinical Research
LI Yan'" , CUI Nai-qing’
(1. Graduate School of Tianjin Medical University, Tianjin 300100, China;
2. Tianjin Nankai Hospital, Tianjin 300070, China)

[ Abstract] Objective:To explore the preventive and therapeutic effects of Qingyi granule on the lung injury
induced by severe acute pancreatitis ( SAP). Method ;: SAP consists of 58 patients with combination therapy group
(n =32)and conventional western medicine treatment group (n = 26). The two groups were observed in patients
with abdominal pain and ease the time, peristaltic recovery time, time to correct hypoxemia, treatment before and
72 h after treatment of blood endotoxin ( ET), tumor necrosis factor-ao ( TNF-a ), interleukin -6 (1L-6) levels of
change and re-line upper abdominal spiral CT scan assessment of the progress of pancreatitis patients. Result:The
combination therapy group treated with conventional Western medicine incidence of hypoxemia were 43.75% ,
76.92% (P <0.05); ARDS incidence rate of 9. 38% , respectively, 34.62% (P <0.05) ; treatment 72 h after
the combination therapy group of blood ET, TNF-a, 1L-6 than conventional western medicine treatment group blood
ET, TNF-a, IL-6 levels were significantly decreased (P <0.05); in the combination therapy group the time to
ease abdominal pain, bowel recovery time, hypoxemia corrected time, CT scan shows the extent of progress of
pancreatitis was significantly lower than the proportion of conventional western medicine treatment group (P <
0.05). Conclusion: Qingyi particles through the protection of the intestinal barrier, reducing bacterial
translocation, lower serum endotoxin, TNF-o, IL-6 and other inflammatory mediators, and correct the body
imbalance between proinflammatory and anti-inflammatory system, and many other mechanisms of play a role in the
comprehensive protection of the lungs.
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HGE 2 IR R (severe acute pancreatitis, SAP)
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