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[Abstract)

rate is increasing year by year. Since there is no effective treatment or plan to improve the prognosis at present, when

Chronic kidney disease (CKD) is an incurable disease. With the increase of incidence, the mortality

CKD progresses to the stage of end-stage kidney disease, only dialysis or transplantation can be selected for renal re-
placement therapy, which then triggers a wave of treatment for chronic kidney disease. Understanding the molecular
mechanisms and pathways involved in the progress of CKD can help identify new and more effective therapeutic targets.
Recently, Connexin 43 (Cx43) has been considered to be a new role in the development of CKD, which has new expres-
sion and/or different localization in different renal cell populations and is involved in mediating inflammation and fibro-

sis causing kidney damage. This article explores the new targets of CKD treatment from the perspective of Cx43 and its
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correlation with CKD, and prospects for the development of new targets for CKD treatment.
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[Abstract)

abortions (with the same partner), occurring at a rate of 1% to 3% for women of childbearing age. The etiology is very

Recurrent spontaneous abortion (RSA) refers to repeated occurrence of two or more spontaneous

complicated, and the common causes include embryonic chromosomal abnormalities, luteal dysfunction, reproductive or-
gan abnormalities, endocrine disorders and autoimmune abnormalities. However, the pathogenesis and treatment of habit-
ual abortion caused by immune abnormalities is still quite a difficult problem. The pathogenesis and diagnosis of the dis-

ease is still one of the hotspots in the perinatal medical field. Based on the current practice reports and research status,
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this paper reviews the research progress of immune abnormalities on the mechanism of recurrent spontaneous abortion.
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