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[Abstract] Objective
Methods

To investigate the role of RACKI1 (receptor for activated C-kinase 1) in renal fibrosis.

Western blot and qRT-PCR were used to detect the expression of RACKI in normal renal tissue and renal

fibrosis tissue. RACK1 was observed in human proximal tubular epithelial cells (HK-2) treated by transforming growth

factor-beta 1 (TGF-B1). Results

In renal fibrosis tissues, RACK 1 protein and RNA level were significantly increased.

Compared to control group, the difference was statistically significant (P<C0.05). RACKI1 protein and RNA level in

HK-2 cells treated by TGF-81 were significantly up-regulated, and were time-dependent. The protein level of RACKI in

renal fibrosis tissue and HK-2 cells treated by TGF-1 was significantly up-regulated, and the level of RACK1 mRNA

was significantly higher than that of control group. Conclusion RACK]1 was significantly elevated in renal fibrosis tissue

and HK-2 cells treated by TGF-81. RACKI1 gradually increased as time progresses. RACKI may participate in and

promote the process of renal fibrosis and may become a new regulator of renal fibrosis.

[Key words] Receptor for activated C kinase 1; Renal fibrosis; TGF-g1

B £F 2 Ak 2 T A R E LR o v 118 Tk
JIFE 5% g ) — el g 3L 2 BRSO G DL U 2T A A I 1Y
TG R R A0 L A I R RO RS TR R A
M C 321K 1 (receptor for activated C kinase 1,
RACKD) J& WDA0 R AKX G — . = 54 4
ey ik e . 3 RACKIL 78 B £ 4E 4k i 4= 1A A i
2. I AT B LSS RACK] fEIE# B AR

ELWE:- RO A aRHAFABAALT N —KABD (FH L)
(2017JM8046;2018]M7120)
BIEEE K 2 # . E-mail:619386343@qq. com

WA YEAL L P Rk A W] RACKL B/ 25
B 27 YAk i B R AT AR AR .

1 #Met5FE

L1 feAlcsE BWHLWRA T HIEA T 2017~2019
A VY 42 A2 R A o — B B B A B R R AT
VIBR 5 B IE 5 B A 2L 12 {515 25 4 i IR M2 552 30 =5 4 4 s
TEHOBUE R/NIE R, 24 /N IREE I E /KT 3.5 g/d,
CKD4 # (eGFR A£ 15~29 mL/min) &, HiBr & 5
Y G 1) A SR S 22 5 R R TR SE A AE AT 4R Y
B 10 B, T HL bR AP ST BRI A AE— 80°C g I,



W|EREF 2020 F 11 A % 32 %% 11 # Med J West China, November 2020, Vol. 32,No. 11 o 1577 »

AT TE 28 th VY 42 228 R 2 o — Bt I S B 1 B 2% Bt 2
e IF ST A S 5E B M.

L2z #ij 5l AGEumH /e bR (HK-2)
W H T 2% E American Type Cell Collection (ATCC,
Manassas, VA), —#3 . RACK1 ¥y B T 9% B Abcam
N, Pi-GAPDH W 3 T3 [# Santa Cruz Biotechnol-
ogy A,

1.3 i  Western blot & qRT-PCR 45 5| £ ) i
B 2H 2 AR AL S 2L L) B TGF-81 b3 HK-2 4
g RACKT (8 F 2 mRNA Fh K- I L8 &
[B) FY) 22 5% o

1.3.1 ¢RT-PCR #:9ll RACKI 4 RNA 7K Trizol
PRI H A e iy B RNA, SuperSeript |1 J2 5% 5%
F &8 B RNA 5% cDNA, ABI-Prism 7500 £7
i g g PCR. 5l ¥ W& 1. 76 ¥F 5% 14 Bl A% P
95 °C,15 min, 59 °C, 30 min, 35 /|~ 1§ ¥, %E fifi J5 B
72 °C,10 min, B-actin AN £, 2727 Jr ki B A &

FEHR M RIL .
1.3.2 Western blot #] RACK1 F H/KY¥Y B4

21 rp 32 BCEVE L 0 08 2 2L, S A AR T R
R F10 2R ik R Lk 2HL 2, T B S R A (UK B AT FE 43
AL, 38% 1 h J5,12000 rpm,.4 C, B .05 min, JL_E
. BCA KA &I EHE W E. 106 SDS-PAGE 4}
BEM %% PVDF B 1. 5% Bifg 4R 95 PBST ¥
F T B AR HUE T by Al —41 RACK1(1:1000
i, ab62735) , $L-GAPDH (1: 1000 5 B¢, scd7724)
ACHEF LB BRI, SR S E A W i AR i IR A
Gel-Pro Analyzer version 4. 0 # 4 & ¢ & &5 W%
W fH .

%1 qRT-PCR K395 %
Table 1 The primer sequence of qRT-PCR

HH FiislG-3D FrslG-3D
wack)  TTCTCCTCTGACAACCG — GCCATCCTTGCCTCCAG
GCA AA
Gacin  GOCAAATTCAACGGCA  GCTGACAATCTTGAGT
CAGTC GAGTT
RACK] s

f e YA E AR

1.3.3 N ' /Mg bR 40 (HK-2) iy 1% 5% F0 4k
B OHK-2 gt & Fhna 5% 864 1 3E . 100 U/mL
HA R 100 mg/mL §7 K1) DMEM Ffe bbb i 7
TEEA 5% CO, Wi FRF . HK-2 41 pi 27 F 6
LA, 24 h R 25 706 A, G I T I B 9R S 8 R
24 h,JJ#E4H TGF-81 5 ng/mL J¥ & 0.3.6.12.24 h,
Trizol $£ 8 HK-2 4 i i1y . RNA, SuperScript [[
SRR £ B RNA % 5% cDNA, ABI-Prism
7500 17 SEmfE 5 PCR, 420 HK-2 4 S8 11, ¥
RACK1(1:1000 #; B, ab62735) . Hii-GAPDH (1: 1000
Wi B, scd7724) A CEE I . VERE . AR i A AL P ity
RIC P H . Gel-Pro Analyzer version 4. 0 ]
JE B T L

L4 Geit2srdr N SPSS 17.0 SE it 8, it &
BERLL (£ s) FoR, Bl a) H R F Al ST BE AR ¢ K
5, ZH BRI Jr 25781, P<<0.05 hZERA 51t
2 BR

2.1 B4k di4h RACKI mRNA £ikKFE 5
R B H 2 T A 4E L4 21 RACKT mRNA /K
SP-BE &L (P<<0.05), WA 1,

2.2 B4 fed gl RACKL EHKF SRS
AU EE B 2F A fb 41 20 RACKI [ 8 (1K F I 2
I P<<0. 05 WA 2,

8 @
.‘:jEH J [ ]
‘Gﬁ6 ",
TR |
e

oo
= :..

0 T T

R AL T4t F AL

1 RACKI ZREEHAMFHENLE AR mRNA RiEEL
Figure 1 Changes of RACK1 mRNA expression between healthy renal
tissues and fibrotic renal tissues
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Figure 2 Changes of RACKI1 protein expression between healthy renal tissues and fibrotic renal tissues
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Figure 3 Changes of RACK1 mRNA expression in the HK2 cells with ab-
sence or presence of TGF-p1 (5ng/mL) for various periods
of time
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Figure 4 Changes of RACK1 protein expression in the HK2 cells with absence or presence of TGF-B1 (5ng/mL) for various periods of time
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