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[ Abstract | Objective: To explore the effect of Tangnaikang ( TNK) on the smads signaling pathway of
human renal tubular epithelial cells (HK-2) induced by transforming growth factor-8, (TGF-8,). Method: The
HK-2 cells were cultured by DMEM/F12 (1:1) with 10% fetal bovine serum and divided into control group,
TGF-B, group (TGF-B,10 pug -L™"), rat serum control group (TGF-B,10 wg -L~' + 10% rat serum), TNK -
containing rat serum therapy groups (TGF-8,10 pg-L ™'+ 20% TNK or + 10% TNK or + 5% TNK). After 24
h, the expression of transforming growth factor 8 receptor I (TBRI), transforming growth factor 8 receptor 11
(TBRII) mRNA were tested by fluorescence quantitatiye PCR assay, and the expression of Smad 2, Smad 3 protein
by Western-blot assay. Result: The expression of TBRI, TBRII mRNA and Smad 2, Smad 3 protein of HK-2
cultured with TGF-8, were much notable than the control, and significantly decreased in HK-2 cultured with
TGF-B, plus TNK compared with only TGF-8, (P <0.05), but only rat serum had no such effect. Conclusion;

[KFEHEHE] 20140410(002)

[(BE4mB] EFAKPFEESE EBH (30973909 ) ;b 50 B 24 K 2 037 4] A3 H (2011-CXTD-19)
[E—1EH] e, W, 8 EAEEI, A 25 7 i RS B 5E , E-mail ; yanglixia-415@ 163. com
[BiEE] X4 181, 2042 , N5 b B2 25 B 33 5 DR 9% 19 0F 5%, E-mail ; thliu@ tom. com

- 160 -



Wi e, 45 B FE XS TCF-B, V53 Y HK-2 2 /M Smads 3 % #Y) % 1]

TNK could regulate the smads signaling pathway of human renal tubular epithelial cells HK-2 induced by

transforming growth factor-B,, and could prevent the development of renal fibrosis to a certain extent.
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Al ) ;Smad 3 $i4A ( Cell Signalong Technology 22 7)) .
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2.1 BEWSRREE 25 Mg d 55 REBEVL D s HA
o2l (BB R ) 41 2 41, B4l 12 B 25 4 A
I PR 5 /9 10 1% g, 25 FVA g AR FRAE B3R K,
10 mL-kg™' | R4 1R ARG 12 h, #4245 2y
3de TR ig B/ 8 h 2R AEEIK ;30 min J5, K
J 50 Ik JC R 1L 5 88 2 h,3 000 r-min ' ¥ R B O
20 min, B3 R R4 G TR A 556 °C /K IR K% 30
min, -20 CARIRMRAE &,
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WA ARG R, A 6 4. (1) 25 [ X
20 :DMEM/F12 B 52 #i; (2) %4l TGFB % F 4
DMEM/F12 53 + 10 pg-L™' TGF-B,;(3) 25 [11fiL
% B84 DMEM/FI12 ¥ 32 W + 10 pg- L~' TGF-
B, +10% 25 1 1ML 7% ; (4) TNK &5 %) i 41 : DMEM/F12
WM + 10 wg-L™" TGF-B, +20% HE it HE & 24 1
i3 (5) TNK i X441 : DMEM/F12 } 32 Wi + 10 pg-
L™" TGF-B, +10% Wit FE & 25 1. 35 5 (6) TNK {5 &
41 :DMEM/F12 53 +10 pg-L ™' TGF-8, + 5% W
i B & 2513 . ALK HEE 3 K,
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ZH I KRR 2 i (R 35 3R 200 pL, 4k 2285 5E 24 h,
P RNA #£47 PCR SEH 44 , Hh 3 45843 B 4K 1 1
JE R, T8 2 25 B AR AS 1Y Co A, SR FH AR X &
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PAGE HLUK R H] 10% HI UK 53 85I o A B4 BB AE R
,5% WAk B . —dt 4 CHFLHRE, =l
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HMEA BEMEZ R (P <0.05) , Jf H&WEHE
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