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Relaxin-3 inhibits Ang [| -induced cardiac fibroblast transdifferentiation by
inhibiting HM GBI -mediated activation of NLRP3 inflammasome

WENG Fang-zhong, HU Chao-liang, YAN Jun,DAI Wei,ZHOU Rui-xiang
(Department of Critical Care Medicine ,Wuhan NO. 1 Hospital , Wuhan 430022 , Hubei , China)

[ Abstract] Objective:To explore the effect of Relaxin-3 on cardiac fibroblasts treated with angiotensin Il (Ang I[ ) and its
possible mechanism. Methods: Angll was used to process myoc ardial fibroblasts to establish an vitro myocardial fibrosis model. CCK-
8 was used to detect cell viability , EAU detection kit was used to detect the cell proliferation ability, Western blot was used to detect the
expression of a-SMA ,vimentin,collagen [ ,collagen Il ,NLRP3,ASC,Cleaved caspase-1 and HMGBI protein in cells. Indirect immu-
nofluorescence was used to detect the expression of NLRP3 in cells. Results: Compared with the blank control group,the cell viability
and the number of EAU positive cells in the Ang Il group were significantly increased (P <0.05) ,and the expression of a-SMA , vimen-
tin, collagen I and collagen Il protein in the cells was significantly increased (P <0.05) ,the intensity fluorescence of NLRP3 and
expression of NLRP3,ASC, Cleaved caspase-1 and HMGBI1 protein were significantly increased (P <0.05). Compared with the Ang Il
group , the cell viability and the number of EdU-positive cells in the Relaxin-3 group were significantly reduced (P <0.05) ,the expres-
sion of a-SMA ,vimentin, collagen I and collagen Il protein in the cells was significantly reduced (P <0.05) ,and the fluorescence in-
tensity of NLRP3 and the expression of NLRP3,ASC, Cleaved caspase-1 ,HMGBI protein were significantly reduced (P <0.05). There
was no significant difference in indicators between the Relaxin-3 group and the Relaxin-3 + 0e-NC group (P >0.05). Compared with
the Relaxin-3 + oe-NC group,the cell viability and the number of EdU-positive cells in the Relaxin-3 + oe-HMGBI1 group were signifi-
cantly increased (P <0.05) ,and the expression of a-SMA , vimentin, collagen I and collagen Ill protein in the cells was significantly
increased (P <0.05) ,and the expressions of NLRP3,ASC, Cleaved caspase-1 and HMGBI1 protein were significantly increased (P <

0.05). Conclusion: Relaxin-3 inhibits the activation of NLRP3 inflammasomes by down-regulating the expression of HMGBI , thereby
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inhibiting the transdifferentiation of cardiac fibroblasts induced by Angll .
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B DRI A L BT A 4 B 43 Ak AE
LA bt B iR A . Wi R R £k
ARSIz Ar A T i E RN B R G relaxin 5 H
ZARGE A A il kTR PUAAL U T BT Ar 4k
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OIS AE AR AR IO TR 2T 4 Ak, DT el 2 0 I D) BB 3R
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Fij, & T relaxin-3 #1ii] NLRP3 58 P4 /MA S
(ARG HL A 1 R B . 4 i) HMGB af G2 3A 77 4
QU UL — Bl IR T7 973" . Zhang 257" iy BF 5T
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