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Flavoxate attenuates bisphenol A-induced prostatic fibrosis by inhibiting TGF-1
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Abstract: Objective To study the inhibitory effect and mechanism of flavoxate on prostatic fibrosis induced by bisphenol
A (BPA). Methods At the animal level, the BPA exposure model was established by orally administering 10 pg-kg' BPA
daily to rats for 6 weeks. Then, the rat prostates were collected to evaluate tissue collagen deposition by Sirius red and Masson
staining, as well as to assess epithelial-mesenchymal transition (EMT) by immunohistochemistry analysis and quantitative
real-time PCR (qPCR) analysis for E-cadherin (E-cad), vimentin (VIM) and a-smooth muscle actin (a-SMA). At the cellular
level, the BPA exposure model was established by incubating human prostatic epithelial RWPE-1 cells with 100 nmol-L"
BPA . The collagen secretion and EMT of RWPE-1 cells were evaluated by qPCR analysis for the mRNA levels of a-SMA,
E-cad, CollAl and Col3A1. The mechanism of flavoxate was investigated by Western blot analysis for TGF-31. Results At
the animal level, daily treatment with 80 or 40 mg-kg"' flavoxate attenuated BPA-induced rat prostate collagen deposition and
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EMT. At the cellular level, compared with the model group, 50 pg-L™ flavoxate significantly downregulated a-SMA, VIM,
Coll1A1 and Col3A1 while upregulated E-cad in RWPE-1 cells, accompanied by suppression of TGF-B1. These effects
were partially reversed by a TGF-3 pathway agonist. Conclusion Flavoxate can improve BPA-induced prostatic fibrosis by

suppressing TGF-B1 and inhibiting collagen deposition and EMT.
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a-SMA (A\) CGTGGCTACTCCTTCGTG CGTCGCCATCTCGTTCT

VIM (A) TTGAACGCAAAGTGGAATC AGGTCAGGCTTGGAAACA
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(PEZ630P=FE2 78, BRI 7622 710000)
f%E: B & PRI T 3 (Sch B) % ikl (HG) 5 2 ry K BUS FRg e 4niass (PC12) A s R e
HARPTHATRENLE], 7 3 R FAMTTIETR 1 nl5 S PC 1240 5 I HGE Bk 1 S AL PR s R ARk ESch B
TERTFPCL2 i, 5 38 B 25k B . Rl H G ERE PR N N e PR A S MEEL, in A Sch BJE FRHRAS
TNAHRE 7 . AR 115 DL AR AH S P4 (ROS) KT, is7sl S A % 77 5 rh ) LI I S0 (LDH) R BE iR &,
CAPEO AN 5 FR B o X700 A I 44t i v e S8 AL P AR (SO D) 3 J Fn — i (MDA ) & &, LAPFA AL
PIRRIE, 4R ARBFIEIHEME 125 mmol- L% T HPC1241/48 hrl e HGRIG AR, 5IE
AT IRZLAH LL , HGALBR48 hfEPCI24H RIS J) & RE K (P<<0.01) , 4HARIFI T34  LDHRE R | i AL oK -
PR TR 5 1~ 20 pmol L™ Sch BIEANME:E: , HLn] 27 BRI S HIHGH S I 4515 , 20 umol L' Sch BH[
BE RGP P LDHRR R | R IAROSE BUFZ AR 3AL (P<0.01), %# Sch BRILIKEHG
XTPCI2AMAERI VR , TSR AL BB, R AR T, DT S5 B PROm A S D e PR
KBl R O3 BRI AT RERE RS s PC12ANAR s S AL AR T s s PR
thgsy 25 : R285.5 kbR . A SCESS : 1004-6879(2026)-04-0276-06

The protective effect of Schisandrin B on PC12 cells damaged by high glucose
SHANG Jia

(Pharmacy Department of Xi'an 630 Hospital, Xi‘an, Shaanxi, 710000, China)
Abstract: Objective To investigate the protective effect of Schisandrin B (Sch B) against high glucose (HG)-induced
cytotoxicity in rat adrenal pheochromocytoma (PC12) cells and elucidate its underlying mechanisms. Methods MTT
assay was adopted to screen the optimal concentration and treatment duration of HG for inducing PC12 cell injury. PC12
cells were treated with different concentrations of Sch B to screen non-cytotoxic drug concentrations. An in vitro model of
diabetic cognitive dysfunction was established by HG stimulation. After Sch B intervention, cell viability, cell apoptosis and
intracellular reactive oxygen species (ROS) levels were detected. The release of lactate dehydrogenase (LDH) in culture

medium was determined by commercial kits to evaluate the degree of cell injury. The activity of superoxide dismutase (SOD)
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