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22 B TGF-B, 5 S B /NER /& 41 g
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Mk A R RER FRA

WE HHM #rRa#P 5 (Resveratrol) st 44t £ K B F B, (transforming growth factor-g,,
TGF-B,) #F 89 B sk mpask Ly Hrn, ik AP EMHTRRFDALMIL10 X, 54 EF 4.
BAMAGHEEEG KA TH, ORF RS KA ZTLLH A 5.2 wmol/L & 3 7 B F 1 30 min )5, R
A F A48 5 ng/mL TGF-B, #4355 72 h, EFAFHIER, 2 FKA exmipsd mXmiek.,
Western blot # K54l 2 20 i & B & & »F L % 454:% & (E-cadherin) | 15 #4546 % & ( P-cadherin) |
%23k 32 7% 8 (zonula occludens-1,Z0-1) B/ s 2 mita %% a 1 (NEPH1) #= a--FiFILILS & &
(a-smooth muscle actin, a-SMA) &k, A& GET XA L ER mieeyEaEd ek, FR S5
WA A 4 E-cadherin T 48 L & 4 % . P-cadherin .ZO-1 .NEPH1 & & & ik 2 & & % E ¥ B 5 518
(P<0.05),0-SMA & & R i2F%(P<0.05), & # B R MIeH B G REZLFIEH(P<0.05), R
gbEs, G 3P B & KA 221 E-cadherin " e E 4 £ 375 (P <0.05) , & R R ety & aiREY
%A% (P <0.05) ; & 3 2 B K7 =28 P-cadherin Z NEPH1 & 22 A H(P<0.05) ;a0 FBESH &
20 P-cadherin .ZO-1 Z NEPH1 & & 2% ¥ # &,0-SMA &8 R A B1& (P <0.05), A F@mERAEL
E-cadherin” \P-cadherin % NEPH1 & & & A K -F 2 2 F EEH X (r coagherins =0- 7721 pcadnerin = 0- 756,
Fnerws =0.809,P <0.05), %51t G F B2 E4H TGF-B, #F Fe L MM kB F % TRALEHFT IR
P BRI 6 BN BARR G 8 B
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Study of Resveratrol Suppressing TGF-B, Induced Transdifferentiation of Podocytes YANG Ru-
chun,ZHU Xiao-ling,ZHANG Hua-qgin, and LI Wei-dong Laboratory of Nephropathy, Hangzhou Mu
nicipal Hospital of Traditional Chinese Medicine, Hangzhou (310007 ), China

ABSTRACT Objective To explore the effect of resveratrol on transforming growth factor-g, ( TGF-
B,) induced transdifferentiation of podocytes. Methods Mouse podocytes in vitro cultured under differ-
entiating conditions for 10 days were divided into the normal group, the model group, the high dose res-
veratrol group, and the low dose resveratrol group. The podocytes in the high and low dose resveratrol
groups were intervened with 5 umol/L and 2 pmol/L resveratrol respectively for 30 min. Those in the mod-
el group and the two resveratrol treated groups were continually incubated with 5 ng/mL TGF-B, for 72 h.
Those in the normal group were routinely cultured. The protein expression of podocyte phenotypic protein
molecules such as E-cadherin, P-cadherin, zonula occludens-1 (ZO-1), NEPH1, and a-smooth muscle-
actin (a-SMA) were detected by immunocytochemistry, flow cytometry (FCM) , and Western blot. A sim-
ple albumin influx assay was used to evaluate the filtration barrier function of podocyte monolayer. Re-
sults Compared with the normal control group, E-cadherin® percentage rate, the protein expression of
P-cadherin, ZO-1, and NEPH1 significantly decreased in the model group (P <0.05),but the expression
of a-SMA and albumin permeability across podocyte monolayers increased significantly (P <0.05). Com-
pared with the model group, E-cadherin” percentage rate significantly increased (P <0.05) and albumin
permeability across podocyte monolayers decreased significantly (P <0.05) in the high and low dose

FEEIH WA B RBE R I H (No.Y2091073 ) s BN i A L R 1 RH% 15 H (No. 20091233Q17)
VERE BAAL UM T v BE e B AR, WA B I B A B R A 9 A S5 3 3 (W 310007)

WIRVEH ik, Tel . 0571 -85827871, E-mail: yangruchunhz@163.com

DOI: 10.7661/CJIM. 2013. 12. 1677



-1678-

rp [ Y P A Zk Ak 2013 4E 12 46 33 #4512 3 CJITWM, December 2013, Vol. 33, No. 12

resveratrol groups. In the low dose resveratrol group, the expression of P-cadherin and NEPH1 signifi-

cantly increased (P <0.05). In the high dose resveratrol group, the expression of P-cadherin, ZO-1, and
NEPH1 increased significantly, and the expression of a-SMA decreased significantly (P <0.05). The cor-
relations between resveratrol concentrations and the expression of E-cadherin®, P-cadherin, and NEPH1

were significantly positive (rccaerin® =0- 7727 pcagnerin =0+ 756 ,7 yepy =0.809,P <0.05). Conclusion The

role of resveratrol in inhibiting TGF-B, induced phenotype abnormality might be an important mechanism

for preserving the integrality of glomerular filtration barrier and decreasing proteinuria.
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Jc I RPMIM640 i 3% W 150 plL, T 2t &
40 mg/mL4- [fi3E H & F 9 RPMI1640 1 mL,37 °C

-1679-
LEANE
FRhE ~—_
S

1 BURKEIR/ N TR

H59% 4 h 5 BCA & o il Gk i B2 15 5%
TR W . 2B FR/ANEILE 1

7 GiiteEdrik FH SPSS 13.0 Hfk xR vk
TP AT AbEE T PR x s w5554, 24100
KRR 2R 7 2540 M, 4L 18 P 0 L FHLSD 255 an iy
ZARF, K] Tamhane's T, ,P <0.05 K2 53451t

# X

1 JE 40 #R 5 & 1 Nephrin . Podocin #) 3 ik
(F2) HIgsoeE AR R 7 37 Cor e/ 2
2 i i 5 MU 5 b 45 Nephrin . Podocin 235, Nephrin
TR

2 &4 E-cadherin® 41 T 3 K AR
(F1,E3) SIEW4HE, BAIL] E-cadherin ™ 4
JHL T 43 2 0 R (P < 0. 05) 5 SR BI2H oA, (e
feEn I & 41 E-cadherin® 40 EH 4 R
(P <0.05) 12 P ¥k 2 55 E-cadherin ™ 4ii il 11 73
REPEFMA(r=0.772, P<0.05),

F1 KA E-cadherin®
ME R EE (%, x £s)

20 5] FlHE(pmollL)  n E-cadherin * 4fifg /7 23 %

EH# — 3 20.5+5.5"

[ — 3 2.8+0.8

P12 AR 2 3 5.5+0.8"
=Rl 5 3 8.1+3.1"

TE: SR LLE, "P <0.05

3 &4 2401 P-cadherin, ZO-1 . NEPH1 }
a-SMAEHRB I (FE2,K4) HEwWHHK,
BT 2 P-cadherin ,ZO-1 \NEPH1 # [ 3 ik i % %
fiK,a-SMA EH £ LT (P <0.05) . SHIAIL]
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