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[Abstract] Acute kidney injury (AKD is characterized by a rapid decline in glomerular filtration rate,
which is an important risk factor for the occurrence and development of chronic kidney disease (CKD). A
thorough understanding of this process is helpful to prevent AKI from progressing to CKD. Tertiary lymphoid
tissues (TLTs) are formed by the aggregation of lymphocytes in non-lymphoid organs, which play a role in
kidney diseases. This article reviewed the molecular mechanism of TLTs formation, the role of TLTs in the
development of AKI to CKD,and the targeted therapeutic strategies.
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