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Effect and mechanism of colquhounia root tablet on renal tubular epithelial

mesenchymal transition induced by high glucose”
LIU Zhaoyan ,QIN Jilin ,CHEN Xiaoxiao, HU Shuangshuang ,YANG Jingqian ,
GUO Minghao sMA Donghong®
(Department of Nephrology s Nephrology Hospital ,First Affiliated Hospital of Xinxiang
Medical College , Xinzxiang  Henan 453100,China)

[Abstract] Objective To investigate the effect of colquhounia root tablet (CRT) on hyperglucose-in-
duced epithelial-mesenchymal transition (EMT) in renal tubular epithelial cells (HK-2),and to explore its
possible action mechanism. Methods HK-2 was cultured in vitro,and HK-2 was divided into the following
five groups:control group (CON group) , hyperosmolar group (MA group) ,high glucose group (HG group) ,
high sugar + CRT group (HG+ CRT group), high sugar + phosphatidylinositol 3 kinase inhibitor group
(HG+1.Y29400 group) . high sugar + CRT + phosphatidylinositol 3 kinase inhibitor group (HG + CRT +
L.Y29400). The real time immunofluorescence quantitative PCR (qPCR) was used to detect the mRNA ex-
pression levels of E-cadherin, a-smooth muscle actin (a-SMA) and phosphatase and tensin homolog (PTEN)
in each group. Western-blot was used to detect the protein expression levels of PTEN, phosphatidylinositol 3
kinase (PI3K) ,protein kinase B (Akt), phosphorylated protein kinase B (p-Akt), E-cadherin and a-SMA in
each group. Results Compared with the CON group, the protein and mRNA expression levels of a-SMA, p-
Akt protein expression level and p-Akt/Akt ratio in the HG group were increased,the protein and mRNA ex-

pression levels of E-cadherin and PTEN were decreased.and the differences were statistically significant (P <<
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0.05). Compared with the HG group,the a-SMA protein and mRNA expression levels in the HG+CRT group

were decreased,while the E-cadherin protein and mRNA expression levels were increased,and the differences

were statistically significant (P<C0. 05). Compared with the HG+CRT group,there was no significant differ-
ence in the E cadherin,a SMA,PTEN,PI3K and Akt protein expression levels and p-Akt/Akt ratio in the HG
+CRT+LY29400 group had no significant differences (P >>0. 05) , while the expression level of p-Akt protein

was increased,and the difference was statistically significant (P <C0. 05). Conclusion

In vitro,CRT could re-

verse hyperglucose-induced renal tubular epithelial cell EMT via the PTEN/PI3K/Akt signaling pathway.
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A:Western blot #1441 HK-2 H «-SMA Fl E-cadherin # H %3k ; B: 5 4] «-SMA JKJEH 5 GAPDH JK B {8 (B 1 L% 5 C: 45 41 E-cadherin
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A:Western blot #ll CON 41, HG %1, HG+ LY29400 4 HK-2 1 o-SMA, E-cadherin, PI3K, p-Akt, Akt \PTEN %5 1335 ; B~ H. 4> % H
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A:Western blot #ll CON 21 .HG 21 .HG+ LY29400 20 HK-2 #' o-SMA . E-cadherin.PI3K . p-Akt, Akt . PTEN ¥ & 4 %35 ; B~
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