2022 4 4 155 42 &5 4 W) WM E P E K F F R
Apr. 2022 Vol. 42 No. 4 Journal of Hunan University of Chinese Medicine 557

ARICHIH W A AE XA R SCE gk B Sk ME L BESIRML T & 25 LTE X CoCl, 155 HK-2 4l i 7 E—cadherin .-
SMA FIKMFEIR[)]. 1R P I 25 K2F 244 ,2022,42(4): 557-563

ANHI B S LIS X CoCl, 1S HK-2 4HjiE)5
E-cadherin . a—SMA 535 152 M

I H L RmAe AR KSR ORI KEXRLET OB E BN
(LR s 2y K B2 B, Wl K vb 41020852091 5 P 5 26 K 2258 — Wi S B, 1B Kb 4100075
3. A MR EBE , Wim K7 410021)

(FE) BE WE Sk E 74 % % x4 CoCly 8 4 )5 HK-2 41 1 ¥ # b % — 8] % Jit # V. (epithelial-mesenchymal transition,
EMT) 4 & 4 E-45 %5 & & (E-cadherin)f oa—F #& LAL3) & & (@—smooth muscle actin, a-SMA)HI % 5 , ik A4 HK-2 40/, »
N3 M EE A (10%% G i) HEAE 4 (10%% A i #E+200 wmol- 17 CoCly) 4 7 i 7% 41 (10%4 7 1t % +200 pmol -1 CoCl,), CCK-8
AR B KT A A i IE (25% 5% 10% 20% 40% ) T 24 .36 h it HK=2 48 i 77 7 2 89 % o 5 DA R Bl 3R B CoCl, (150,
200,300,600 wmol-L1)7 24 h #y#& & F # % JE . qRT-PCR % 1 Western blot 3% 2 7] 4 Il % 4 E—cadherin .a~SMA # mRNA F7 2
B AP R KO E % 4 E-cadherin o-SMA Z & &k 5, %R CCK-8 & 4 ik E g ik oy & T HRBE AT
Tt 8 2 7 10%7F8 24 h;CoCly By & £ F K % 200 wmol-L7, 5 I % 41 30, # A 41 E—cadherin # mRNA 1 & & % 3k K T3
¥ L P& 1K (P<0.01) \«—SMA 1 & 7115 (P<0.05); 5 4% AL 41 tb %2, & 25 fn 9% 4l E—cadherin 8y mRNA fr & 5 % ik A FH W B 75 (P<
0.01) .a-SMA ¥ & B (X (P<0.01), #51® k% k1% % HK-2 49 /is X &£ EMT, /< ok 3t 3 7 & 25 % 6 9% FF 1K o—SMA #y % 3%, 7t E-
cadherin #7534, I T 4 it /N & EMT,

(REW) AckHH T o5 EH-F RN B4

(s E % %2 JR285.5 (TR ERD A (3T % 2 )doi:10.3969/].issn.1674-070X.2022.04.007

Influence of Liuwei Dihuang Decoction durg—containing serum on expression of

E-cadherin and a—-SMA in HK-2 cells induced by CoCl,

WANG Xi', CHENG Xihua', LIU Chunyan', XU Wenfeng’, ZHANG Xi', ZHANG Haiying’, WANG Hui', TANG Qun'*
(1. Medical College of Hunan University of Chinese Medicine, Changsha, Hunan 410208, China; 2. The First Affiliated
Hospital of Hunan University of Chinese Medicine, Changsha, Hunan 410007, China; 3. Hunan Brain Hospital,
Changsha, Hunan 410021, China)

(Abstract] Objective To observe the biomarkers E—cadherin and a—smooth muscle actin (a@=SMA) of epithelial-mesenchymal
transition (EMT) in HK-2 cells after CoCl, hypoxia with Liuwei Dihuang Decoction drug—containing serum. Methods HK-2 cells
were cultured in vitro and divided into 3 groups: normal group (10% blank serum), model group (10% blank serum+200 pmol-L™"
CoCl,), and drug—containing serum group (10% drug—containing serum+200 pmol-L" CoCl). The CCK-8 method was used to detect
the effects of different concentrations of blank serum and drug-containing serum (2.5%, 5%, 10%, 20%, 40%) on the survival rate of
HK-2 cells at 24 and 36 h; and the best intervention concentration of different concentrations of CoCl, (150, 200, 300, 600 wmol-L™)

in 24 h. qRT-PCR and Western blot method were used to detect the expression of E—cadherin and a—SMA protein and mRNA in
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each group. The expression of E—cadherin and a—=SMA protein in each group was observed by immunofluorescence. Results

CCK-8 method determined that the best intervention concentration and time of drug—containing serum and blank serum was 10%

and 24 h, and the best intervention concentration of CoCl, was 200 pmol-L™. Compared with normal group, the mRNA and protein

expression level of E—cadherin in model group were significantly decreased (P<0.01), and a—SMA expression was increased (P<0.05).

Compared with model group, the mRNA and protein expression level of E—cadherin were significantly increased (P<0.01), and o—

SMA expression was significantly decreased (P<0.01) in drug-containing serum group. Conclusion Hypoxia can induce EMT in HK-

2 cells. Liuwei Dihuang Decoction drug—containing serum can reduce the expression of a—SMA and increase the expression of E—

cadherin, thus alleviating EMT in renal tubule.

(Keywords) Liuwei Dihuang Decoction; hypoxia; epithelial-mesenchymal transition; renal fibrosis
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