%33 B 184 ¥ O= OE E K ¥ ¥ IR Vol. 33, No. 18
1920 2011 4E9 A 30 H J Third Mil Med Univ Sep. 30 2011

-Iob %-' SCEY S :1000-5404 (2011 ) 18-1920-04
CXCL12/CXCR4 ES S HFMEXRIMRGTPHITTURENX

oo 2 iF oy A E o,y F L xmE! (400014 T pe , T pePERE A2 L FEEE B, L8 2% & e B 5T
B W S S PICU' F AR

[(#WZE] HBY KGR 12(CXCLI2) [ X244 254 i fii 4 [HF-1 (stromal cell derived factor 1, SDF-1) ] J H
A4 (Cys-X-Cys receptor 4, CXCR4 ) 7£ = 4 BOHT A= R BRUIHR 473 T A 25 1k, 0 25 BRI LA A O B 4eUii453 47 vh 9 4 PR B T
AedLll. J7ik SD A KB 64 H 4 BEAL AT 3575 43 S 25 A% RRZH R0 v A 4, v WA R AR R 43 8 =0. 95 (95%
0,) I =1 SV ST = B B s A (i URUIE 3.7 (14 21 d J5 43 B 2 A3 A R BT il 2 200 B 2 A 2 5 /K A il 4
UL IHE TR & i e 5t E i PCR AfiliZH 40 CXCL12 #11 CXCR4 mRNA; Western blot %l filiZH4% CXCR4 [, &%

S P Ay i W v AR I A L AR W 0, A 2R L v R R T TR PR ) 2 R R Y TR AR
Hli 14 d F121 d J5[(493.69 £127.50) ,(582.55 +174.78) pe/g | B B & Fos S %L 14 d(327.52 £46.97) pg/g(P <
0.05),21 d(321.27 +60.63) wg/g(P <0.01) ], %2 CXCL12 mRNA FIATER E M 14 d %21 d 5[ (2.12+1.08) ,
(2.68 £0.87) [ FHIR X HRZH[0.68 £0.22(P <0.05),0.51 0. 18(P <0.01) ],CXCR4 mRNA &3k 7F &5 S 0% 7 .
1421 d f5(0.53 £0.23.0.36 = 1.15.0.31 0. 19) B{IK T AR X M2 [ (2.80 1. 14 .2.71 £1.26,P <0.05),(2.93 =
0.14,P <0.01) ], JfiZzHZ CXCR4 75 Ry F534 B 00N 7 .14 21 d J5(2.06 +0. 64 2. 84 £0. 83 1. 38 +0. 34) ¥ 2 TAH hif
FFHEZA[1.37 £0.41(P <0.05),0.81 £0.27(P <0.01),0.85 £0.23(P <0.05) ], &5 CXCLI2/CXCR4 W] RE1E &5 S M
05 08 95 S g FR2F A AL AR v A4 T B AR

[k ] BILE T CXCLI2;afkR 7324 4 ; = S 7 ; 7 44k

[FEZESES] R392.3;R459.6;R563 [HktRER] A

Dynamic changes of CXCL12/CXCR4 in neonatal rats with hyperoxia-induced lung

injury and their significance

Yao Lan' , Xu Fengl , Luo Chong2 , Li Zhu' , Fang Fangl , Liu Chengjunl (' Department of Pediatric Intensive Care Unit,
*Department of Nephrology, Key Laboratory of Developmental Diseases in Childhood of Ministry of Education, Children’ s Hospital ,
Chongqing Medical University, Chongging,400014, China)

[ Abstract | Objective To study the role of chemotatic factor 12 (CXCLI2) , also known as stromal
cells-derived factor 1 (SDF-1), and its Cys-X-Cys receptor 4 ( CXCR4) in hyperoxia-induced lung injury and
its possible mechanism. Methods Sixty-four Sprague-Dawley neonatal rats were randomly divided into control
group and hyperoxia group. An animal model of hyperoxia-induced lung injury was established by inhaling
=95%0,. After 3, 7, 14, and 21 days’ inhaling, the rats were killed and lung tissue samples were taken for
pathological examination. Hydroxyproline level in lung tissue samples was measured with the hydrolysis method.
Expression of CXCL12, CXCR4 mRNA and CXCR4 protein in lung tissue samples was detected by real-time
polymerase chain reaction (RT-PCR) and Western blotting, respectively. Results Pathological examination
showed significant inflammation and structural disorder in lung tissue of hyperoxia group. The longer the expo-
sure to hyperoxia was, the severer the injury was. The hydroxyproline level in lung tissue samples was signifi-
cantly higher in hyperoxia group than in control group after exposure to hyperoxia for 14 and 21 d(493.69 +
127.50 wg/g and 582.55 £174.78 g/ g vs 327.52 £46.97ug/g and 321.27 £60.63 pg/g, P <0.05 or P <
0.01). The expression level of CXCL12 mRNA was markedly higher in hyperoxia group than in control group
after exposure to hyperoxia for 14 and 21 d(2.12 +1.08 and 2. 68 +0.87 vs 0. 68 +0.22 and 0.51 +0. 18,
P <0.01). However, the expression level of CXCR4 mRNA was significantly lower in hyperoxia group than in
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control group(0.53 £0.23, 0.36 £0.15 and 0.31 £0.19 vs 2.80 +1.14, 2.71 £1.26 and 2.93 +0. 14, P<
0. 05) after exposure to hyperoxia for 7, 14, and 21 d, while the expression level of CXCR4 protein was signifi-

cantly higher in hyperoxia group than in control group after exposure to hyperoxia for 7,14 and 21 d(2.06 =0. 64,

2.84 £0.83 and 1.38 £0.34 vs 1.37 £0.41, 0.81 £0.27 and 0.85 £0.23, P <0.05). Conclusion

CXCL12/

CXCR4 may play an important role in inflammatory reaction and fibrosis of hyperoxia-induced lung injury.
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