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Abstract .
nective tissue growth factor (CTGF), cyclophilin-A ( CyPA) and the severity of chronic obstructive pulmonary disease
(COPD). The levels of sSTREM-1, CTGF and CyPA between COPD patients and healthy people were detected by ELISA.
The results showed that the levels of sSTREM-1, CTGF and CyPA in the COPD patients were higher than those in the
health. With the increase of lung function grade, serum levels of sSTREM-1, CTGF and CyPA in COPD patients also in-
creased. There was a significant negative correlation between sSTREM-1, CTGF, CyPA and FEV1 / FVC (P<0.05). Lo-

To explore the relationship between the levels of soluble myeloid cell trigger receptor-1 (STREM-1) , con-

gistic regression analysis showed that the levels of sSTREM-1, CTGF and CyPA were the influencing factors of severe
COPD. The study indicated that serum levels of sTREM-1, CTGF and CyPA were significantly increased in COPD
patients, and they were significantly correlated with pulmonary function indexes, which can be used to judge the severity of
COPD patients.
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BLF28 masters ﬂﬂﬂ]‘y“fﬁgﬁ(%( HE#% ,{%lﬂ ) K es 1s
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1.4 ELISA #i] sSTREM-1,CTGF,CyPA 7K
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(enzyme linked immunosorbent assay , ELISA ) 46
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%1 4 sTREM-1,CTGF CyPA 7K ELLE

20 51 n sTREM-1(pg/mL)  CTGF(ng/mL) CyPA(png/L)
XA 60  21.56+2.45 52.45+6.21 0.520. 10
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5%t HR4L b, * P<0. 05
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