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[ Abstract] Objective: To investigate the expression and clinical significance of TREM1 mRNA in the
alveolar macrophages (AM) of acute lung injury induced by lipopolysaccharide (LPS) in rat. Meth-
ods :48 rats were randomly divided into control group and experiment group, control group was intrap-
eritoneally injected with normal saline; experiment group was intraperitoneally injected with LPS to in-
duce ALI model. After 3, 6, 12 and 24 h, RT-PCR was adopted to detect TREM1 mRNA expression
level in AM extracted from bronchoalveolar lavage fluid. ELISA was used to detect the concentration of
TNF-a and soluble TREM1 level in supernatant of bronchoalveolar lavage fluid; analyzing correlation
between expression level of TREM1 mRNA and sTREM1 together with TNFa. Results; AM of control
group expressed TREM1 mRNA, while comparison differences of each time point showed no statistical
significance (P >0. 05) ; the expression of TREM1 mRNA, TNFa and sTREMI1 rose to the highest in
3h, then declined; expression of TREM1 mRNA and TNFa and sTREM1 level were positively correla-
ted(r=0.783,P <0.001 and r =0.472,P <0.05). Conclusion: ALl rat bronchoalveolar lavage fluid
and expression level of TREM1 mRNA increased, the increase of TREM1 mRNA was positively correla-
ted with sTREM1 and TNFa.
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Tab.1 Expression level of TREM1 mRNA in AM
‘ TREM1 mRNA ik
isf i)
X A2 SEEG

3h 0.34 £0.56 8.58 +5.43"
6h 0.42 +0.26 6.27 £3.62Y
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24 h 0.37 £0.18 2.35+1.13"

O 5 x4, P <0.05
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2.3 TREM1 mRNA 5 TNFa sTREM1 #ikf56 %

TREM1 mRNA 5 TNFa Fik R EM K (r =
0.472,P <0.05) , 5 sTREM1 )3 ik 5 & B 1F A
¥(r=0.783,P <0.001),

3 itig

TREMI J&3 47k & BUAE 2 5E HH A HZAE M
G REBR R R A5 0 o BR AR IF Y R IR 3 B AE
FRAZ B WA AR | H P R A R B R SR 4 i Ak
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HEOEAEH . TREMIL A] LUK TLR4 58 %
FEA R R AE N o TiAH R, TLR4 5 % 7 1 2 E
PRl 7554y Joc ] B B 1) fil 0T 3 45 TREMI (1% &3k
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