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9 (CRP), R FSei i 2 5k 5% — BEAMIEE RN (RT-PCR) K60 &1 J& i B A% 408 (PBMC) H TIPE2 H1ifL 3 %5
SRR 1 (MX1) 1Y) mRNA 335, 2R Spearman S5 R HTA5- 8 bR Z [BIIAHIC . 455 39 4] ARDS
ABE 24 h W APACHE 11353 F-J478 (25+3) 43, PCT ~F-¥42 (1.85+0.41) ug/L, CRPF-317% (18.0 +3.0) mg/L.
ARDS 41 PBMC H1 TIPE2 mRNA 257K - i 41K T B IR 40 (2722 1 3.28 +0.15 Lt 8.87+0.20, P<0.001),
T3 MX=1 mRNA &5k 50 2 8 TR R4 (2724 . 39.44 +0.46 1 20.10+0.32, P<0.001), AHXE/HHT
R IR : TIPE2 mRNA 5 MX1 mRNA F3k7KF 5 83 fAHE (r=-0.630, P<0.001), 5 APACHE Il 3T/t
BEFEAAMHE(r=-0.781, P<0.001), 15 PCT. CRP 70 2 E M (r {H4 514 0.143 . 0.330,35 P>0.05) ;
MX1 mRNA ik /K V-5 APACHE T34y & 2% 1EHH 3¢ (r=0.893, P<0.001), 11 5 PCT. CRP JC & 3 AH 5¢ 1t
(r A5 5170 0230, 0.210, 34 P>0.05), &5 ARDS BFHEAAAE TIPE2 353k N, JF 518 7™ AR 5 S A ¢
PR TIPE2 W EES 5 T ARDS YAl .
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[Abstract] Objective To demonstrate the effect of tumor necrosis factor—a induced protein 8 like-2
(TIPE2) expression in patients with acute respiratory distress syndrome (ARDS) and its mechanism. Methods A
prospective observation was conducted. Thirty—nine patients with ARDS admitted to department of emergency of PLA
General Hospital from July 2013 to July 2015 were enrolled, and 35 healthy persons served as control group. The acute
physiology and chronic health evaluation I (APACHE II') score within 24 hours after admission, blood gas analysis,
procalcitonin (PCT), and C-reactive protein (CRP) were recorded. The mRNA expressions of TIPE2 in peripheral
blood mononuclear cell (PBMC) and myxoma resistance protein 1 (MX1) in plasma were determined by real-time
quantitative reverse transcription—polymerase chain reaction (RT-PCR). The correlations were analyzed by Spearman
rank correlation analysis. Results The mean of APACHE I score in 39 patients with ARDS was 25+ 3, the mean
of PCT was (1.85+£0.41) ug/L, and the mean of CRP was (18.0 =3.0) mg/L. The TIPE2 mRNA expression in PBMC of
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ARDS patients was significantly down—regulated as compared with that of healthy control group (27**“: 3.28 £0.15 vs.
8.87+0.20, P < 0.001), and the MX-1 mRNA expression in plasma was significantly higher than that of healthy control
group (27 39.44 +£0.46 vs. 20.10+0.32, P < 0.001). It was shown by correlation analysis results that the TIPE2
mRNA expression was negatively correlated with MX1 mRNA expression (r = -0.630, P < 0.001), so as APACHE 1l
score (r = =0.781, P < 0.001), but no correlation was found between TIPE2 mRNA and PCT as well as CRP (r value was
0.143 and 0.330, respectively, both P > 0.05). The MX1 mRNA expression was positively correlated with APACHE I
score (r = 0.893, P < 0.001), but no correlation was found between MX1 mRNA and PCT as well as CRP (r value was 0.230

and 0.210, respectively, both P > 0.05). Conclusion TIPE2 expression was decreased in ARDS patients, which

negatively correlate with disease severity, and indicate TIPE2 might be involved in the pathogenic process of ARDS.
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