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1 PMN CD11a/CD18 CD11b/CD18 (n="17)
Tab 1 Positive rate of PMN and mean fluorescence intensity of CD11a/CD18 and CD11b/(D18(n= 7)

Postburn time (¢ /d)

Contwol
1 3 5 7

CD11a/CD18 % 97.8+ 0.5 983+ 06 RB.0+ 0.2 97.3+ 0.6 97.5+ 0.4
M FI 105. 62+ 21.39 283. 64- 36. 2T 260. 5 34.20 280. 16+ 40. 52 275. 03t 35.95

CD11b/CDI8 % 97.5+ 0.6 98 1+ 038 97.6 £ 0.6 97.6+ 0.5 96.9+ 0.7
M FI 58.09t 8.08 313. 04t 28 53 297.25+ 35. 74 305. 24+ 33. 74 281. 50+ 38.62

* P <0.01vs control
HUVEC 1h3h 6h 12h 18h 24 h (P> 0.05, HUVEC , ICAM -1
HUVEC ICAM- , 12h ) 12 h ( 2
2 HUVEC ICAM-1 (n=17)

Tab 2 Positive rate and mean fluorescence intensity of ICAM-1 of HUVEC in response to burn sera (n= 7)

Hours after stimulation ( ¢ /h)

Befo re stimulation

1 3 6 12 18 24
% RV.4+ 1.3 98.7+ 0.5 97.8+ 0.6 98.14+ 0.9 97.6+ 1.0 98 8+ 1.1 98.24+ 0.7
MFI 26. 52+ 1.81 31.07E 5. 38 38 42& 7. 53 51.03F 6. 62 78 14 6 34 77. 92 9. 13 79.87= 11.05

* P <0 01vsbefore stimulation
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1 PMN CD11a/CD18 (Immunogold-silver staining< 1000)
Fig 1 CDI11a/CD18 was weakly expressed on the surface of PMN of healthy volunteer (1GSS< 1000)
2 PMN 1h ,CD11a/CD18 (IGSX 1000)

Fig 2 Expression of CD11a/CD18 was increased significantly 1 h after PMN stimulated by burn sera (1GSS< 1000)
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3 PMN (D11b /CD18 (IGSX 1000)
Fig 3 CD11b/CD18 was weakly expressed on the surface of PMN of healthy volunteer (IGSS< 1000)
4 PMN 1 h ,CD11b/CDI18 (IGSS< 1000)
Fig4 Expression of CD11b/(D18 was increased significantly 1 h after PMN stimulated by burn sera (IGSS< 1000)
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Effects of burn serum on expression of CD11/CD18 on polymorphonu-
clear neutrophils and ICAM- 1 on endothelial cell§

Li Zhiqing, Yang Zongcheng, Luo Xiangdong, Luo Qin (Research Institute of Burns, Southwest Hospital, Third Mili-
tary Medical University, Chongqing, 630038)

Abstract Objective: To observe the changes of expression of CD11/CDI18 on polymorphonuclear neu-
trophils (PM Ns) and ICAM- 1 on endothelial cells (ECs) under the stimulation of burn serum. Methods:
Cytometry was employed to detect the expression of CDI11a/CD18 and CD11b /CD18 on PM Ns on the 1st,
3rd, 5th and 7th postburn day in burn patients and that of ICAM — 1 on human umbilical vein endoth elial
cells (HUV ECs) after the stimulation with burn serum- Meanw hile, immunogold— silver staining was used
to observe the expression of CD11a/CD18and CD11b /CD on PMNs on the 1st, 3rd, 6th, 12th and 24th hour
after the stimulation with burn serum. Results: @ The expression of CD11a/CD18 and CD11b/CD18 on
PM Ns was rapidly increased to the peak value on the 1st postburn hour in burn patients and remained the
same within one week; @ The expression of CD11a/CD18and CD11b /CDI8 on PMNs from healthy individu—
als was also rapidly increased to the peak value on the 1st hour after the stimulation with burn serum but re-
mained the same for only 24 hours;® The expression of IC AM~ 1 on well- cultured HUV ECs was gradual -
ly increased and reached its peak value on the 12th hour after the stimulation with burn serum. Conclusion:
In the early stage after burns, PMNs were activated to express CD11a/CD18 and CD11b /CD 18. Burn serum
can respectively stimulate PMNs to express CD11a/CD18 and CD11b /Cd18 and HUV ECs to express ICAM -
1, which might result in PMN- EC adhesion.
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