J Med Res,Mar 2012,Vol. 41 No.3

LXA, X} ANP %% SIRS i #2& NF - kB,
ICAM -1 RiZRI %

FhEAE O ER L R OA Theem Ruaii ARG KE@Wm

M OE BN RIBEE A, MR A MEIRTE R 45 & SIRS WML . ik RN SD R 72 REENL A TR
21 ANP AU FIIR4ZE A, (LXA,) T B, 43 5 >R FH &5 4 28 B 46 K (LXA, (0. 1mg/kg) [A] g 8h £ B 25 75 # bk i 55, o0 Wil F 4 .12,
24h FRAHTE A 8 R, M@ AR 41 20 Schmidt J§ FEIT 4 (NF — KB ICAM -1 (9 RAK V. ER (1) 5B FRL L, MR %
HLXA, THiZH Y Schmidt [HE 95 BLPF 34 W 3E THim (P <0.01) ;LXA, T HiZH Schmidt B I BT 43 76 12 24h #2048 20 A% (P
<0.05), (2)BF AR ICAM -1 FEFIVE, BER LA LXA, T i BE G 9 A8 o R, R Bt TCAM — 1 235 A0 X 08 B 11 RBDL %
FEMH (10D) i 8 L F+ (P <0.01) ;7 4,12 24h 4% 3 AS8F 45, LXA, T4 10D At SAP ¥ H B TR (P <0.01), (3)1&
TR NF - kB P65 2 [ F]PE ; ANP 4] NF - kB MiA% FHPE A 2K 59. 1% (13/22) , BER T LXA, THHMN 4.3% (1/23) , 257
HAEGIT¥E L (P<0.01), & (1)LXA, £ ANP i/ & SIRS : B i #fi EHW il ICAM -1 [ 3R3k. (2)LXA, M ANP i &
SIRS W] fig &3l i il NF - «B B9 415 514 SR S B .

KER BERR BEEE A, NF-«B ICAM -1

Effect of LXA, on the Expression of NF — kB and ICAM -1 in the Process of SIRS Induced by ANP. Sun Hongwei, Wang Maoming,
Zhang Tao, Chen Bicheng, Shi Hongqi, Zhou Mengtao, Zhang Qiyu. Department of Hepatobiliary & Pancreatic Surgery ,The First Affilia-
ted Hospital of Wenzhou Medical College , Zhejiang 325000, China

Abstract Objective To study the mechanism of LXA, to inhibit the SIRS induced by ANP in rats. Methods Seventy — two
healthy SD rats were randomly divided into three groups :sham group, SAP group and LXA, group. Equal amount of physiological saline
and LXA, (0. 1mg/kg) were injected via the dorsal penis vein separately. Each group was divided into 3 small subgroups according to the
time point 4, 12, 24hours after the operation. Then the level of ICAM -1 and NF - KB in pancreatic tissues were measured by immuno-
histochemistry (IHC) , pancreas pathologic grade were also determined. Results (1) Among the three groups, levels of pathologic score of
the SAP group and LXA, group showed increase significantly comparing with those of the sham group(P <0.01) ;On the time points of
12h and 24h, levels of pathologic score in LXA, group decreased significantly comparing with SAP group(P <0.05). (2) The expression
of ICAM -1 in sham group was negative. Along with the progress of pathological changes, the 10D that reflect the relative intensity of
ICAM -1 in SAP group and LXA, group rise gradually( P <0.01) ;On the three time points, levels of IOD in LXA, group decreased sig-
nificantly comparing with SAP group(P <0.01). (3) The expression of NI — kB P65 in sham group was negative. Nuclear positive rate of
NF - kB P65 in SAP group was 59. 1% (13/22). It was apparently higher than that in LXA, group which was 4.3% (1/23). Conclusion

(1)LXA, can really decrease the levels of ICAM -1 in pancreatic tissues in the process of SIRS induced by ANP. (2) The mechanism

of LXA, to inhibit the SIRS induced by ANP in rats may be related to NF - kB.
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