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[Abstract] Objective To investigate the protective effect of protein kinase C (PKC) inhibitor rottlerin on rat
renal vascular endothelial injury induced by lipopolysaccharide (LPS). Methods Rat renal microvascular endothelial
cells cultured for 3—6 generations were divided into three groups according to random number table: blank control group
in which cells were not challenged, LPS group in which cells were only stimulated by LPS 10 mg/L for 24 hours, and
PKC inhibitor group in which cells were treated with PKC inhibitor rottlerin 2 umol/L 30 minutes before LPS stimulation.
The levels of tumor necrosis factor-a (TNF-a) and interleukins (IL-18, IL-8) were determined by enzyme-linked
immunosorbent assay (ELISA). Monolayer permeability was determined by Transwell assay. The expressions of PKC, RhoA
and vascular endothelial-cadherin (VE-cadherin) were detected by Western Blot. The morphological characteristic and
distribution of F-actin was measured by laser confocal fluorescence microscope. Results Compared with blank control
group, the levels of inflammatory cytokines at 24 hours after 10 mg/L. LPS stimulation were significantly increased in LPS
group [TNF-a (ng/L): 397.3 +25.4 vs. 46.8+8.9, IL-1 (ng/L): 76.7 £11.2 vs. 12.6 £3.2, IL-8 (ng/L): 574.5+31.4
vs. 73.2£9.6, all P < 0.05], the permeability of endothelial cells was significantly increased (4 value: 1.32+0.03 vs.
0.36 2 0.02, P < 0.05), while the expressions of PKC and RhoA were significantly up-regulated (PKC/ B-actin: 0.88 £0.02
vs. 0.61 £0.03, RhoA/ B-actin: 0.96+0.01 vs. 0.49 £0.03, both P < 0.05), VE-cadherin expression was significantly
down-regulated (VE-cadherin/ B-actin: 0.51£0.01 vs. 0.724+0.04, P < 0.05), and the F-actin distribution disorder
had obvious stress fiber formation. Compared with LPS group, the levels of inflammatory cytokines were significantly
lowered in PKC inhibitor group [TNF-a (ng/L): 127.4+14.6 vs. 397.3 254, IL-1B (ng/L): 43.2+7.8 vs. 76.7£11.2,
IL-8 (ng/L): 212.7+18.2 vs. 574.5+31.4, all P < 0.05], the permeability of endothelial cells was significantly
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decreased (A value: 0.81 +0.02 vs. 1.32+0.03, P < 0.05), the expressions of PKC and RhoA were significantly down-
regulated (PKC/B-actin: 0.44 £0.03 vs. 0.88 £0.02, RhoA/ B -actin: 0.63 =0.05 vs. 0.96 £0.01, both P < 0.05), the
VE-cadherin expression was significantly up-regulated (VE-cadherin/-actin: 0.69 £0.03 vs. 0.51 £0.01, P < 0.05),
and the F-actin remodeling and stress fiber formation were significantly reduced. Conclusion PKC inhibitor could

significantly attenuate the damage of vascular endothelial barrier induced by LPS, and plays an important role in

endothelial cell barrier.
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