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[Abstract] As two important organs controlling the effective circulation and hemodynamics of the
body, heart and kidney are interdependent in physiological function and influence each other in patho-
logical state, and have much in common in treatment. Chronic kidney disease (CKD) is a common dis-
ease that seriously endangers human health and life. CKD is not only a high risk factor of end stage re-
nal disease (ESRD), but also a high risk factor of cardiovascular and all-cause death. Therefore, the
prevention and treatment objectives should not only slow down and control the progressive deteriora-
tion of renal function, but also prevent the occurrence and deterioration of cardiovascular disease
(CVD), the main fatal complication. However, the pathogenesis, risk factors and treatment and pre-
vention of CVD in CKD patients are very difficult and complex. This article reviews the pathogenesis,
risk factors, treatment and prevention of CVD in CKD patients.
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[Abstract] Lupus nephritis (ILN) is a complication of systemic lupus erythematosus (SLE) with
high incidence. Its pathogenesis has not yet been fully elucidated. It is mainly treated with glucocorti-
coids and classic immunosuppressive agents. The use of these drugs can cause a series of related com-
plications, which makes the LN treatment become more difficult. The role of B cells in SLE/LN has
been widely recognized, and biological agents targeting different targets of B cells have been devel-
oped to provide a new direction for the treatment of LN. This article reviews the role of B cells in LN
and the progress of related biological agents in the treatment of LN,
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