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In Vitro Effects of Ginsenoside Rd on Proliferation and Expression of TGF-p1 in Human Mesangial Cells
Induced by High Glucose
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ABSTRACT: OBJECTIVE To investigate the effect of ginsenoside Rd on proliferation and expression of transforming
growth factor B1(TGF-B1) in human mesangial cells (HMC) induced by high glucose. METHODS Seven groups were set up
including normal-sugar group(NG), high glucose group(HG), high glucose plus ginsenoside Rd of five different dosage(6.25,
12.5, 25, 50, 100 pg'mL™") groups. After the cells treated respectively for 24, 48, 72 h, cell proliferation was measured by MTT.
Expression of TGF-p1 was detected by enzyme-linked immuno sorbent assay (ELISA). Expression of TGF-f1 mRNA was
detected by RT-PCR. RESULTS Compared with those in the NG, HMC which cultured in high glucose had higher levels of
TGF-B1 and TGF-B1 mRNA. Ginsenoside Rd of different dosage inhibited secretion of TGF-B1 of HMC in HG, dosage of 12.5,
25,50, 10 ug'mL™" had the strongest effect(P<0.05). It also reduced TGF-B1 mRNA expression. CONCLUSION  Ginsenoside
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Rd can reduce TGF-f1 mRNA expression and secretion of TGF-B1 protein quantity of HMC which is cultured in high glucose

conditions.
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Tab. 1 Primer sequences and the length of the product

314 o
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Human TGF-B1 L7514 GGTGGAAACCCACAACGAAAT 105

Human TGF-B1 F751% GAGCAACACGGGTTCAGGTA

GAPDH L5149 CCTCCTGTTCGACAGTCAGC 105

GAPDH T35 14 ACGACCAAATCCGTTGACTCC
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Tab. 2 The effect of ginsenoside Rd on proliferation of HMC induced by high glucose (n=3, x £s)

HHE %
41 5
24h 48h 72 h
1E 5 (0] AL 0.446+0.046 0.578+0.040 0.8960.016
e B x4 0.424+0.028 0.655+0.020" 0.994:+0.087
R+ A\ 2215 Rd 6.25 pgrmL ™ 4 0.444+0.022 0.649+0.034 0.934+0.049
FBE+ A2 2T R 12.5 pgemL ™ 4 0.426+0.016 0.634+0.036 0.921+0.047
R+ A\ 2 BT Rd 25 pgmL 41 0.404+0.038 0.612+0.017% 0.890+0.031

i+ NS 21 RA 50 pgmL ™ 4 0.377+0.030? 0.556+0.017% 0.823+0.074%

R+ A\ Z 245 Rd 100 pg-mL™ 41 0.289+0.022% 0.372+0.035% 0.501+0.033%

TE: GIEH MR BALLLES, VP<0.05; SFBEXTHALLLE:, P P<0.05
Note: Compared with normal blood glucose group, "P<0.05; compared with high blood glucose group, 2P<0.05
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Fig. 1 The relative expression of TGF-f1 mRNA

Compared with normal blood glucose control group, "P<0.0; 1-normal
blood glucose control group; 2—high blood glucose control group; 3—high
blood glucose+ginsenoside Rd 6.25 pg'mL™" group; 4-high blood glucose+
ginsenoside Rd 12.5 pg'mL™" group; 5-high blood glucose+ ginsenoside
Rd 25 pg'mL™" group; 6-high blood glucose+ginsenoside Rd 50 pgmL ™"
group; 7-high blood glucose+ginsenoside Rd 100 ug'mL™~" group
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Tab. 3 Effect of ginsenoside Rd on expression of TGF-$1
in HMC induced by high glucose(x £ s, n=3)
4 TGF-1/pg-mL™
T IR X R A 534.520+46.374
TR AL 708.24083.820"
R+ A 229 Rd 6.25 pg-mL' 41 647.928+55.108
FBE+ A2 529 Rd 12.5 pgmL™ 41 519.129+55.2162
HBE N 2 2 Rd 25 pgrmL ! 41 508.146+74.221?
FifE+ A Z 21 Rd 50 pgmL 4 525.255+143.825%
FiBl+ A Z 2 1F Rd 100 pg'mL ™ 41 541.851+89.625%

T HIEH M ALHE:, VP<0.05: 5mpix 4lthE, PP<0.05
Note: Compared with normal blood glucose group, P<0.05; compared
with high blood glucose group, ?P<0.05
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