Differential histopathological and immunohistochemical signatures in two
different rat models of interstitial cystitis/ bladder pain syndrome
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Conclusion LPS and CYC models are not interchangeable.

Choose by the process of interest: LPS for acute inflammation,
* IHC (ITGB1, MCP-1, CHI3L1) in urothelium, CYC for tissue remodelling and fibrotic pathways.
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