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Effect of Cantharidin in Inducing Acute Cystitis in Mice

SUN Xiao, SHENG Hong-hao, HU Xiao-wei, SHAO Hao-zhen, JIN Lin,
LUO Guang-bin" , MA Zhi-tao”
(School of Life Sciences, Beijing University of Chinese Medicine, Beijing 100029, China)

[ Abstract ] Objective; To explore the pathology and relevant mechanisms of cantharidin ( CTD) in
inducing acute cystitis in mice through intragastric administration under the condition of 1/2 median lethal dose
(LDy,). Method; Balb/c mice were divided into control group and 1-14 day cantharidin administration groups.
The administration groups were intragastrically given cantharidin at 1/2 LD, for different days, while the control
group was given the same amount of 0. 5% carboxymethyl cellulose sodium (CMCNa). 3 h later after the last
administration, bladders of 1-14 day cantharidin administration groups were collected for pathological detection by
hematoxylin-eosin ( HE) staining, and the bladder protein expressions of the 1 day cantharidin administration group
was detected by Western blot (WB). Result; Compared with the control group, 1, 3, 8-12 day cantharidin
administration groups showed mucosal epithelial exfoliation, mucosal epithelial hyperplasia, edema of the lamina

propria with bleeding, and mucosal inflammatory cell infiltration in bladder. Western blot results showed that on the

[WFSEHEI] 20180126(003)
[(BE€WB] dentrhBE Ry H EmE—Rr 228 3 5 4 5T H (1040053310002/002)
[E—1EE]  INE W+, AR 1L B 4 B 5Y , E-mail : 740193430 @ qq. com
EEEE] "B M, ML, 202, N3 AL BE 22 F 5T, Tel :010-64286492 , E-mail : luol35 @ hotmail. com;
C TR VE W BYBRBTSE 51, DN IR AL E 2 ST, Tel :010-64286492 , E-mail : mzht@ bucm. edu. cn

. 49 .



5524 555 16 FELEATFZERE Vol.24,No. 16
2018 4£ 8 H Chinese Journal of Experimental Traditional Medical Formulae Aug. ,2018

Ist day after cantharidin administration, levels of phosphorylatedprotein kinase B ( p-Akt), protein kinase B
(Akt), p-nuclear transcription factor-kappa B ( NF-kB) p65, p-NF«B inhibitor @ ( p-IkBa) and IkBa
increased significantly (P <0.01). Conclusion: Acute cystitis in mice can be induced by the 3 h administration
with cantharidin. After 1-7 day administration with the drug, the bladder injury caused by CTD could be repaired,
but the bladder showed an irreversible and gradually aggravated inflammatory lesion on the 8-14 day. The activation
of Aktsignaling pathway and NF-xB signal pathway is related to CTD-induced acute cystitis.

[ Key words | cantharidin; bladder ; inflammation; rotein kinase B ( Akt) signaling pathway ; nuclear

transcription factor kappa B ( NF-xB) signaling pathway
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Fig.1 Pathological changes of bladder in mice after CTD administration( HE, x40)

.51 -



55 24 45 16 HEREFFFERE Vol. 24 ,No. 16
2018 4E 8 A Chinese Journal of Experimental Traditional Medical Formulae Aug. ,2018

K

B2 CTD /RS EE L R0 (HE, x200)
Fig.2 Pathological changes of bladder in mice after CTD administration( HE, x 200 )
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Table 1 Semi-quantitative analysis of pathological changes of p-Akt - - 60 kDa

bladder in mice after 1 mg-kg ~' CTD administration(n =8)
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