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Expressions of CD68 and TNF-a on alveolar macrophages in post-injured rats
WEN Jian-liang, XIE Zhi-jian, LU Feng-lin, LI Lei (Department of Trauma Infection, Institute of Surgery Research, Daping Hospital,
Third Military Medical University, Chongging 400042, China)

Abstract: Objective
jured by different wound factors. Methods
mical method in four groups (normal, trauma, LPS, trauma and LPS) . Results CD68 and TNF-a positive cells in-

To study the expressions of CD68 and TNF-a on alveolar macrophages (AMs) in rats in-

CD68 and TNF-a were detected by double-labelling immunohistoche-

creased significantly in three injured groups (P <0.01). There was significant difference in CD68 and TNF-a posi-
tive cells as compared with the control group (P <0.01). The most significant increase was ohserved in the groups of
trauma and LPS, followed by LPS group. The lowest level of CD68 and TNF-a positive cells was found in the trauma
group. Conclusion The expression of CD68 and TNF-« on AMs can be affected by different wound factors. The in-

tensity of expression may be enhanced in a severity-dependent manner.
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Tab 1  Expression of CD68 and TNF-a in rat lung tissues (x +s)

Group Trauma( n = 13)  IPS(n = 1) Trauma & LPS(n = 10 Lontrol( 7 = 8)
CDO8 positive 5.6+0.4°F 8.2+0.7° 10.9+£0.5 3.1+£0.2
TNF-a positive  5.2+0.5 8.2+0.7 10.7+0.6 2.3+0.4

3 P<0.01, vs control; #: P<0.0l, s LPS

A: Traumaz B: LPS group; C: Trauma LPS; Blue-purple: CD68 (cell membrane) ; Brown: TNF-a( plasma)
B FeERMAR CD68 F1 TNF-a FAIERIE  (SABC 3 x 400)
Fig 1 Expressions of CD68 and TNF-a on alveolar macrophages (SABC-doulbe staining x 400)
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