A ERR 22 (A AR h0) 5539 44 8 1
<1142 - Journal of Nanjing Medical University (Natural Sciences ) 20194F8 H

- AR -
CXCl4 55 RIFEME/NRENE R EMBHRIEEHAR

I NP, 2HR, K B, aXF,mky
B R A W 25— BB AR LR MELE T /N LGS T JE S S0 s, VT8 W% 223300

[ E] B RITI42 CXCBE THUA 4(chemokine C-X-C motif ligand 4, CXCL4 ) 55 185 480375 355 = /N B 30 22 S M
PG OC R A AL . F7iE 32 L CSTBL/6) i Az /N BR (R (MEME A 16 SO BEMLAT A 4 4« e U PR s SO Pk 2 2 <
PREH 28 SMEMEZH (B 8 1), el 8H/INELE T 95 % UM FE T 2868 7 d , 28 A TE NG (Fi0,= 21% ) PSR . BRI bR
2 (tandem mass tags, TMT) 2 12t 25 (4 41 27 AR 4 201/ FUBT 20 20 R 2 19 5 09 208788 Ak, e 22 57 R 08 B 28 19 7 s ELISA A4S
DU A 2 215738 CXCLA 5 o 5 HE Yo 68 35 W8S /)N BT 41 20005 BRI 5 DKV VI A B 038 7€ D't M oo G Y0 i 41 20 “ M4 Y 5 I 41 i
(MMP7* S1I00A8") 43 A 1 It o £5 R« B A B TR 2H I 2H S U o AL RE 2 BAEG , 48 SR 76031 5% (radial alveolar count, RAC) B Vs /1N
(P <0.001) ;5 m AR L, 48U rEZH RAC(E R (P < 0.01) . TMT 516 Hi Y CXCLA 78 i AU 20 22 Sk Feak b 5 il
HAVEPR A T Fie/Hras B, e/ BUIZHZ MMP7* S100AS AN 22 . 518 + 25 05 S /N U A0 A0 A 1 A A ke
25 MEMATG AR s T e, T RES CXCLA VS-S M4 T 5 W 40 T A7 AE — 8 AR D

[&iR]  CXCHEM TR 4 PR 5 v s 02k s /N B i 4%

[hES2ES] R329.26 [XEfFRERD] A [XEHS] 1007-4368(2019)08-1142-05
doi: 10.7655/NYDXBNS20190809

Correlation of CXCL4 and lung injury with sexual dimorphism in neonatal mice induced by

hyperoxic

Wang Huifang , Cheng Huaiping, Wu Chantong, Zhang Yuan, Bao Tianping, Tian Zhaofang"

Department of Neonatology, the Affiliated Huaian No.l1 People’ s Hospital of Nanjing Medical University, the
Pediatric Diagnosis and Treatment Respiratory Key Laboratory of Huai’ an,Huaian 223300, China

[Abstract] Objective: This study aims to investigate the relationship between chemokine C-X-C motif ligand 4(CXCL4) and gender
differences in lung tissues of neonatal mice with hyperoxia-induced lung injury. Methods : Thirty-two mouse pups (16 animals per sex) ,
were randomly and equally assigned to four groups : Hyperoxia-male group , Hyperoxia-female group , Room air-male group and Room air
-female group, with 8 mice in each group. The mice in air group were exposed to room air (Fi0,=21% ) and those in hyperoxia group
were exposed to hyperoxia (Fi0, = 95% ) for 7 days. All animals were sacrificed and lung tissues were excised for analysis via
histological staining, tandem mass tags (TMT) technology and immunofluorescence staining. The levels of CXCL4 in tissue
homogenates were measured. Results: The mouse pups exposed to hyperoxia had significant reductions in the degree of alveolarization ,
and radial alveolar count (RAC) in lung tissues (P < 0.001) was significantly decreased in hyperoxia - exposed animals and was
decreased to a larger extent in males compared with females (P < 0.01). Under hyperoxia intervention, CXCL4 upregulated was
exclusively differentially regulated in hyperoxia exposed neonatal male mice compared to room air controls. M4 macrophage (MMP7*
S100A8") infiltration was higher in male mice following postnatal hyperoxia exposure. Conclusion: These findings highlight sex -
specific differences in hyperoxic lung injury, and male neonatal mice are more susceptible to hyperoxia - mediated lung injury and
display larger arrest in lung alveolarization, which suggests the changes in M4 macrophages induced by CXCL4 may play a crucial role
in sexual differences in neonatal hyperoxic lung injury.
[Key words] chemokine C-X-C motif ligand 4(CXCL4) ; sex; hyperoxia; neonatal ; mice ; lung injury
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Figure 1 Pathological changes of lung tissues in each group (HE, x100)
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Figure 4 Fluorescence expression of M4 macrophages in each group (Immunofluorescence , x200 )
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