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1 ICAM-1
Tab 1 Changes of integrating optical density of lung tissue ICAM-1
Timeafter ANP
Group
lh 3h 6h 12 h 24 h
I 526. 61 182. 8 571. 0 165. 8 621. 7= 191. 4 578. 5 202. 9 539. 7+ 189.3
il 873. 4+ 149. ¢ 1710. 6= 418, 9* 2275. 8+ 578. 4* 4336, 2& 719. 9 4587. 7+ 795. 5"
il 582. 5+ 175. 8 784, T+ 178 44 923, 4+ 367. 544 1901. 2t 561. 9* 44 2182. 3t 566. 5% 44
#: P <0.05% : P<0.0lvl ;2 P <0.0500: P <0.0lvsll
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1 ANP 12h, . [.1 ICAM-1 (ABC< 200)
Fig 1 Intense staining for ICAM-1 was found on VEEC H . PH and smooth muscle cells 12 h after ANP ( ABC< 200)
2 TNF« MCAb 12 h, ICAM-1 ( ABCX 400)
Fig 2 In animals pretreated with TNFa McAb up-regulation of ICAM-1 was blocked, note the positive
staining in venules and alveolar epithelial cells ( ABC< 400)
2 MPO (U)
Tab 2 Changes of lung tissue MPO (U)
Time after ANP
Group
lh 3h 6h 12 h 24 h
I 1. 42+ 0. 62 1. 3t 0. 58 1.22+ 0.71 1. 68F 0. 80 1.47+ 0.57
I 205+ 0.79 2. 14£ 0. 60* 4.22+ 0. 80™ 7.7t 0. 73* 7.62+ 1.05*
il 1. 13£ 0. 62% 1. 18F 1. 63 2.98F 1.04*4 3. 43t 11348 3.3H 1.26% 44
* 1 P <0.05%% : P <0.0lys]l ;2 P <0.05.00: P <0.01ysll
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Expression of intercellular adhesion molecule-1 in the lungs during acute
hemorrhagic necrotic pancreatitis in rats and the effect of TNFa& MCAb

on it
Luo Kunlun, He Zhengping, Li Kun, Duan Hengchun, Ma Kuansheng (Department of Hepatobiliary Surgery, South—
west Hospital, Third Military Medical University, Chongqging, 400038)

Abstract Objective: To explore the relationship betw een polymorphonulcear neutrophil (PMN) accu-—
mulation and the expression of intercellular adhesion molecule-1 (ICAM-1) in the lungs during acute hemor—
rhagic necrotic pancreatitis (ANP) and investigate the effects of pretreatment with tumor necrosis factor
monoclonal antibody ( TN & MCAb) on them. Methods: The rats were randomized into two groups one with
pretreatment of TN l& MCADb and the other without. After the model of ANP was established in rats, im-
muno histochemistry and computer zed image analysis were used. Results: In the rats without pretreatment of
TN B MC Ab, the expression of ICAM -1 in thelungs was gradually enhanced and reached its peak at the 12th
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h.

This expression was significantly correlated with PMN accumulation. In

those with

pretreatment of TN M C Ab, both the expression of ICAM-1 and PMN accumulation in the lungs were de—

pressed. Conclusion: PMN infiltration in the lungs is based on increased expression of ICAM-. TN & MCAb

decreases the PMN accumulation in the lungs through inhibiting the expression of ICAM -1, which suggests

that TNIxM CAb can protect the lungs during AN P.
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