BRERKZZFIR 2015 £5 40 £ 4 # ( Journal of Chongging Medical University 2015.Vol.40 No.4 ) — 627 —

WGRWESE  DOI:10.13406/.cnki.cyxb.000415

WEEAET AR ML A ™ )L S AR iR 7 A IR b A ARG B &5 L

F A A
(ERERR A IR LR B A LR LB A B SR 0T S A e s LR E R T E e S
HR T LB A H B RPINISIR- S TR [ PR S A B 400014)

[# ZE)BH.&EITCD34, 1 ﬁﬂﬂﬁ‘fﬁ(coﬂagen I ,COL1 ) CXCR4 73255 Mk BA K (bronchopulmonary dysplasia, BPD) IOES
R RERE X, ik R AL (flow cytometry, FCM) KN 61 411 5%.7= JLAEJ 1,3.5.7.28 d 4M&EILH €D34 .COL T .CX-
CR4 HY7535, I L8 CD34 .COL I .CXCR4 7 BPD 2H J%E BPD ZHiAZRiAH 25, %58 . BPD 208 JL&AE BPD 4154 )L CXCR4
G 1 RV E(61.4 + 13.37)%)]., M H 1934 BPD L COL 1 /K TAEAS 28 K ikH| 5 14[3.42(2.87,4.98) %], fii
CD34 .CXCR4 /KR Z AR (0.67 +0.25)%; (31.9 + 13.48) %], EEME I 200 En, HiIHE K K& CD34 COL T .CX-
CR4 /K ZR 6% BPD (14 & A 4638 HAEF (F=77.66,P=0.000) ., ROC 428478 7% , COL T A1tk T 18 FH (area under the
curve, AUC) M 0.867, 5 T-CD34 .CXCR4, H.24 COL I {0 1.3%M} , SUE N 69.7% , 455 1% 86% ., AS[FIRT 0] 5 BPD 45413
B I A Giit4 5 X (P=0.000) , 518 . JEHRLT eI COL T /KR 35iA & CD34 .CXCR4 K F-FREE&AK 55 BPD (K& 4k
FUIAG,

[ 838 |7 L A e i, L AEM A BT AR

[hE5 2S5 R722.6 [ CHERFRERD ] A [¥c#5 B #1 ]2014-05-27

Detection of circulating fibrocytes in bronchopulmonary dysplasia in the

premature infants and its significance
Li Chun ,Deng Chun
(Department of Neonatology ,the Children’s Hospital ,Chongqging Medical University; Ministry of Education Key
Laboratory of Child Development and Disorders ; Key Laboratory of Pediatrics in Chongqing;
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[ Abstract]Objective : To investigate the expression and clinical significance of CD34,COL I and CXCR4 in bronchopulmonary dys—
plasia(BPD). Methods : Expressions of CD34,COL [ and CXCR4 in peripheral blood from 44 premature infants with BPD on the 1st,
3rd, Sth,7th and 28th d after birth were measured by flow cytometry (FCM) and the expression differences of CD34,COL I,CXCR4
between BPD group and the non— BPD group were compared. Results :On the 1st d after birth,the expression of CXCR4 increased
greatly in BPD group compared with that of non-BPD group. With the increase of days after birth, COL I level peaked on 28th d in
BPD group, while CD34 and CXCR4 levels reduced to the lowest. Data of ANOVA for repeated measurement showed that time and
the changes in CD34,COL T and CXCR4 levels caused an interactive effect on the occurrence of BPD(F=77.66,P=0.000). ROC curve
displayed that area under the curve of COL I was 0.867, higher than those of CD34 and CXCR4. When COL I was 1.3%,the sensitivity
was 69.7% and specificity was 86%. There were siatistically significances in BPD group among different time points (P=0.000).
Conclusion ; Circulating fibrocytes with increased level of COL I as well as decreased level of CD34 and CXCR4 are closely related
with the occurrence of BPD.
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Fig. 1 Expression of CD34,COL | and CXCR4 in BPD group on
the 1st d after birth
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Fig.2 Expression of CD34,COL | and CXCR4 in BPD group on
the 28th d after birth
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Tab.1 Comparison on the expression of CD34,COL | and
CXCR4 in different ages ( % )

F5hR BPDZH EBPDH  wZ{H  PE
DI CD34 2.47+0.88 249131  0.088 0.930
COL 1 0.82 0.46 0.74£0.66 0542  0.590
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D7 CD34 1.33+£0.61 2.19+1.14 3.658 0.001
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Fig.3 ROC curves of CD34,COL | and CXCR4 in two groups
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Fig.3 Comparison on expression of CD34,COL | and CXCR4 in BPD and non-BPD groups among different ages after birth
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