3130 FREF 2000 12 A% 38 K% 24 9

C B A AT A X B =T R AR ¢ K R A 45 4 RO £R 37 1

I B A EEMKE R K
(W B PN EFRMEERBLAF  646000)

i E:BH MRTET TR EEEERE K (SAP) XK A XM HAG a9 R AER , SHIR T A TR L BIE . FiE 36
R SD R MM BB F R AL G772, KA 5004 B2 B4 44T M2 & 72 41 69 77 ik, S KR SAP AR X A 45 45 4
A, G 97 EAER B AERT 30min £ F TE T T A, 12h JE 5 A AT AR AR M ARG A2 R AT R B AR S, M A B RIRIB E L
A, R ELISA EAeml o i fo & A% M0 # bk F TNF-o IL-6.1L-18 A%, A ¥ £ & RT-PCR % 4 A 48 2% F NF-«B p65
mRNA ¢y &k, R SHEMMEEKR ST AV EMBGREEN BRE; L hFf L AFMAERRT TNF-o 1L-6.1L-18 4
FUR T B AR NF-«B p65 mRNA 6y R AU R&K D . Fik  TET T SAP 48 & MM 4R 45 A A 4R 37 45 A L 3L AL 4]
THE 5 47 B M 4L 2 NF-kB p65 mRNA 9 & i A #5042 % 20 1 B F TNF-o 1L-6.1L-18 8 /= £ A48 % .

KB MRIR K 5 MR ; TEAT T ARG a e B T

HE 5 25 :R365. 576 MERARIRAG A XEHS :1671-8348(2009)24-3130-02

Protective effect of pentoxifylline on severe acute pancreatitis associated lung injury in rats
WANG Xuan, DENG Ming-ming . XIA Guo-dong , et al.

(Department of Gastroenterology, Af filiated Hospital of Luzhou Medical College, l.uzhou, Sichuan 646000, China)
Abstract: Objective To investigate the protective effect and possible mechanism of pentoxifylline on severe acute pancreatitis
associated lung injury in rats. Methods Thirty-six female Sprague-Dawley (SD) rats were divided into sham operated group,model
group and treatment group. 1mL/kg body weight of 5% sodium taurocholate was retrogradely injected into the biliopancreatic duct
of the rats to induce SAP associated lung injury. In treatment group, pentoxifylline was injected into caudal vein before 30min.
Scores of pancreatic and pulmonary injury, plasma amylase, pancreatic wet weight and pulmonary coefficient were assessed. The val-
ue of TNF-a,IL-6.1L-18 in serum and bronchoalveolar lavage fluid(BALF) were detected by ELISA. The expression of NF-«B p65
mRNA in lung was detected by RT-PCR. Results
were lightened . the value of TNF-a,IL-6,1.-18 in serum and BALF was descented respectively, the expression of NF-kB p65 mRNA

To contrast with model group, the scores of pancreatic and pulmonary injury

in lung was decreased in treatment group. Conslusion Pentoxifylline has the protective effect on severe acute pancreatitis associated
lung injury. The possible mechanism is correlated with that pentoxifylline inhibits the expression of NF-kB p65 mRNA in lung,and
decreases the output of TNF-a,11-6,1L-1f.
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