P s b N . .
%;&ZEZ %10 . M E ¥ K F # Vol.40 No. 10
A JOURNAL OF GUIYANG MEDICAL COLLEGE 5015. 10

Hr$5% 1 M B EAREREERNRm

sk v 1 N N 2 % >, > ] 1 1 N 2 3 oy 2
WiwE , & LT, AFEI, BAL, Batt, Kik&E, REE, hER,
XAk, EelE
(L SNBERFREME A s BB, 50 5B 5500045 2. StM BERIR=MBEEBE, 520 5tHH 550004 ;5 3. StHI4 AL AR &S, St 5tEH
550000)

[ ZE] BE: O 1 (stanniocaleinl , STC-1) X B 8 40 M A K PRI ML . Joik . TRONE IR B i 4n
M, 0.0.1.0.5 F1 1.0 nmol/L STC-1 ¥R J 5 Jim 41 L , 43531 g%k HRZH ARFAI L 2H v 790 22 2 R sy 500 B 45 43 )
JH MTT 3K 4520 B 88 A0 I A 34 1% 00 , RT-PCR J2 ELISA A 45241 B i b S5 S R T Lo (HIF-1a) |
STC-1 LK K2R F a8, 56/ JobBET IR I A AL AN P Ca* JKSF- . 53R B STC-1 88 (144 25k s,
AL HIF-1a STC-1 363k S Ca® JKE-Z 8T [, 20 A0 42888 BtV FH 8 S8 AT, 2 A0S o 201 o 00—k P o
258 STC-1 2R (3 ] gl s Y7 HIF-1o (Ca® " 7K , A2 20 55 9 200 M 094 9, 11 12 i 484 P W i 45 TR A STC-1 %)
HIF-1ow 8400 9 T8 0T B0 3553 , DA TITT 892 55 s 240 L 1 2 P

[RHEIR ] Bomani; WS 1 BB SN T La; 858515 30, M

[RES2EKS] R737.11 [ XHERFRIRAS] A [XEHS] 1000-2707(2015) 10-1043-04

Influence of STC-1 on Growth Regulation of Renal Carcinoma Cells

YANG Qingtao' , GU Jiang”* , SHI Jiaqi', JIA Benzhong', GU Changshi' , ZHANG Yongchun®,
ZHU Zhihui®, YAO Maoliang”, LIU Miao’, XIA Jianfeng’
(1. Affiliated Baiyun Hospital of Guizhou Medical University, Guiyang 550004, Guizhou, China; 2. Affiliated
Hospital of Guizhou Medical University, Guiyang 550004, Guizhow, China; 3. Women and Child
Health Hospital of Guizhou Provice, Guiyang 550004, Guizhou, China)

[ Abstract] Objective: To research the regulation machenism of Stanniocalcinl ( STC-1) on renal
carcinoma cells. Methods: Renal carcinoma cells were cultured in wvitro, and STC-1 solutions of
different concentration were added to the culture medium. According to the different concentration, re-
nal carcinoma cells were divided into control group, low-dose group (0.1 nmol/L STC-1), middle-
dose group (0.5 nmol/L STC-1), high-dose group (1.0 nmol/L STC-1). The proliferation of cells,
expressions of HIF-1ae, STC-1 and levels of Ca’* were detected by MTT, RT-PCR, ELISA and Fluo-
rescence Spectrophotometer respectively. Results; The results showed that the cells treated with STC-1
protein exhibited characteristics of proliferation. And along with the increase of STC-1 protein concen-
tration, the proliferation of cells, expressions of HIF-1a and STC-1, levels of Ca’* were down-regula-
ted. And a transient increase of proliferation of cells occurred in the low-dose group. Conclusions:
STC-1 protein may participate in malignant proliferation of renal carcinoma cells through depressing
HIF-1a or down-regulation Ca®* | which could wear off when HIF-1q is inhibited by redundant STC-1,
thus regulate the growth balance of renal carcinoma cells.
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Fig. 1 Relative expression of HIF-1a and STC-1 genes in each group
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Fig.2 Relative expression of HIF-1a and STC-1 proteins in each group
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