H23EHSH P E S RILFLEE Vol.23 No.5
2021 4E 5 A Chin J Contemp Pediatr May 2021
doi: 10.7499/}.issn.1008-8830.2101025
i
Claudin-18 ®f W™ JL3Z S ik &
FD
A BAE N W F o8 ik g
Lot BAEE ik A TR
(PEEAKFWEETERF AL, $TRM  110004)
[FHE] TAREMAE AR (bronchopulmonary dysplasia, BPD ) F3 LUK iy T2 3L B, w307 o P

TEE A At Ak 22 AN A & B AR R, W RE il 1 B B B 25 F AT BERE IR S L . Claudin 25 ()& BB 40 &2

By, B 5N E T HA B IENE . Claudin-18 J& H ATME— . HMIAY MR 2 S e, Hilge=al

SIS 57 S B R B R0 R 240, LR T PR BPD A IE P S B AR Ak . 32508 MU 1 B i i e |

Jili 6 2% 75 B Ml AN R &S 3 5 T B Claudin-18 £ BPD &A= & R R i (O A {0, FEXT BPD [ &%

HLHI RIS Rl PRIGTT 42 R LR [ HELRILBIZE, 2021, 23 (5) : 542-546]
[%@iR ] YEEMABTAR; Claudin-18; S85%4:; FpfbEm,; 2770

A review on the effect of Claudin-18 on bronchopulmonary dysplasia in preterm
infants

ZUO Jing-Ye, TONG Ya-Jie, YUE Dong-Mei. Department of Neonatology, Shengjing Hospital, China Medical University,
Shenyang 110004, China (Yue D-M, Email: yuedm@sj-hospital.org)

Abstract: Bronchopulmonary dysplasia (BPD) has the main manifestations of pulmonary edema in the early stage
and characteristic alveolar obstruction and microvascular dysplasia in the late stage, which may be caused by structural
and functional destruction of the lung epithelial barrier. The Claudin family is the main component of tight junction and
plays an important role in regulating the permeability of paracellular ions and solutes. Claudin-18 is the only known
tight junction protein solely expressed in the lung. The lack of Claudin-18 can lead to barrier dysfunction and impaired
alveolar development, and the knockout of Claudin-18 can cause characteristic histopathological changes of BPD. This
article elaborates on the important role of Claudin-18 in the development and progression of BPD from the aspects of
lung epithelial permeability, alveolar development, and progenitor cell homeostasis, so as to provide new ideas for the
pathogenesis and clinical treatment of BPD. [Chin J Contemp Pediatr, 2021, 23(5): 542-546]
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