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[ Abstract] Objective To investigate the activation of T lymphocytes in mouse model of acute lung
injury (ALI) which induced by intraperitoneal injection of LPS. Methods Male mices were randomly
divided into two groups: normal saline (NS)-IP and lipopolysaccharide (LPS)-IP. The mices of NS-IP and
LPS-IP groups were exposed to NS and LPS via intraperitoneal injection, respectively. The activation of
T lymphocytes, which migrated into lung, was analyzed by flow cytometer at 3 h after NS-IP and LPS-IP,
respectively. Results Compared with the control group, the ALI group expressed higher co-stimulatory
molecules PD-1, CD40/CD40L and CTLA-4 on both CD4" and CD8" T cells significantly (P < 0.05).
Moreover, LPS administration caused a high expression of an early activation marker CD69 on CD4" T (MFI:
848.30 + 95.57; t = 6.8670, P < 0.001) and CD8" T cells (MFI: 606.00 + 95.54; ¢ = 4.8780, P < 0.01). In
addition to CD69, another activation marker CD38 also had been highly expressed on CD4+ T cells (MFI:
69.38 £ 2.86; t = 4.1150, P < 0.01), while a significantly high expression can not be found on CD8" T cells.
Conclusions In this ALI model, T cells could be activated in lung tissue, and the high expression of multiple
inhibitor co-stimulatory molecules suggests T lymphocytes may play an important role in the pathological
process of ALIL
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F 1 ZMILHES T2 CDA' T MRS I TOEME (3 +9)

215 %L PD-1 (MFD) CTLA-4 (MFI) CD40 (MFD) CD40L (MFID)
pagiekiel 4 73.90 + 13.51 189.60 + 53.53 4748 +5.78 104.70 + 7.44
ALI 4 4 140.30 + 11.27 600.80 + 68.56 115.60 + 15.81 322.00 + 60.43

t 3.7700 4.7270 4.0450 3.5690
P 0.0093 0.0032 0.0068 0.0118
=2 LRSS TAE CD8 T 41463k 158 6o (x £5)

2150 1% PD-1 (MFD) CTLA-4 (MFI) CD40 (MFD) CD40L (MFID)
XA 4 80.48 + 16.27 169.41 + 40.00 70.00 + 11.42 115.40 + 6.98
ALI 41 4 138.00 + 11.17 363.00 + 38.89 144.81 + 14.10 218.00 + 40.27

t 2.9150 3.3710 4.1200 2.5110

P 0.0268 0.0119 0.0062 0.0458

£ 3 ZHEWARES TAE CDA' T G IEIENIE DO (x +5)

21 1%L CD28 (MFD) CD25 (MFD) CD69 (MFI) CD38 (MFD)
Ko B 4 315.50 + 8.49 749 +2.27 149.71 + 34.88 62.25+ 1.44
ALI 41 4 298.50 + 4.44 5.97+1.73 848.30 + 95.57 75.90 +2.98

t 1.7740 0.5323 6.8670 4.1150

P 0.1624 0.6136 0.0005 0.0063

F 4 ZFEAGERE S THE CDS' T A& IA M FOHRE (x £5)

240 1%k CD28 (MFD) CD25 (MFI) CD69 (MFID) CD38 (MFI)
Ko B AL 4 141.80 +4.27 5.36+1.56 128.90 +20.90 66.65 +3.19
ALI 4 4 113.30 + 4.69 485+1.14 606.00 + 95.54 69.38 +2.86

t 4.4900 0.2657 4.8780 0.6353

P 0.0041 0.7994 0.0028 0.5487
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