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[ Abstract | Objective: To explore the effect of FeyRIIB on cisplatin-induced acute kidney injury in a
mouse model. Methods: The 8 ~ 10 week old male wide type (WT) C57BL/6 and FeyRIIB knock
out (FeyRIIB™'7) mice were randomly divided into FeyRIIB ™ * control group, FeyRIIB*/* AKI mod-
el group, FeyRIIB ™~ control group and FeyRIIB ™~ AKImodel group. Mice in model groups were in-
traperitoneally administrated with 20 mg/Kg cisplatin for the acute kidney injury ( AKI) mouse model
induction and the control mice received identical volume of saline instead. After 72 h of injection, the
serum levels of urea nitrogen (BUN) and creatinine ( Scr) were measured in arterial blood, the levels
of TNF-a, IL-6 and IL-10 in renal homogenate were detected by ELISA, and the renal histological
changes were observed by HE staining. Results: Compared with FeyRIIB* " control group and
FeyRIIB ™~ control group, the serum BUN, Scr levels and renal homogenate TNF-oc, 1L-6 levels in-
creased in FeyRIIB*"* AKI model group and FeyRIIB ™~ AKI model group (P <0.01), and the
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changes in FeyRIIB ™~ AKI model were more obvious( P <0.01). Renal homogenate IL-10 levels in
FeyRIIB =~ AKI model group were lower than those in FeyRIIB ™~ control group( P <0.01). Mice in
FeyRIIB =~ AKI model group had more severe tubular necrosis symptoms and higher tubular necrosis

score than those in FeyRIIB** AKI model group(P <0.01). Conclusion; FcyRIIB deficiency aggra-

vates cisplatin-induced acute kidney injury in mice.
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Levels of TNF-o,11-6 and IL-10 in kidney homogenate
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Fig.2 Kidney injury condition of mice in each group
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