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Effect of Pioglitazone on High Glucose-induced Vascular
Endothelial Cell Apoptosis
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[Abstract] Objective To investigate the effect of pioglitazone (PIO) on vascular endothelial cell (VEC)
apoptosis induced by the high glucose and its mechanism. Methods The VECs in the logarithmic growth were
randomly divided into 6 groups: group A, normal control group (Glu 5.5 mmol/L) ; group B, cultured in high
glucose group (Glu 33 mmol/L) ; group C, high glucose +low concentrations PIO group (PIO 1 x 10* mmol/L) ;
eroup D, high glucose + middle concentrations PIO group (PIO 1 x 10 mmol/L) ; group E, high glucose + high
concentrations PIO group (1 x 10* mmol/L) ; group F, 10.0 pM SP600125 + PIO group (PIO 1 x 107 mmol/L) .
The apoptosis rate in each group was measured by Annexin V/PI double staining. The protein expressions of JNK and
p—JNK in each group were detected by Western—Blot, and the change of JNK phosphorylation in high
glucose—induced vascular endothelial cell under the action of PIO was observed. Results (1) Compared to the high
glucose group, middle concentrations PIO (1 x 10 mmol/L) and high concentrations PIO (1 x 10™* mmol/L)
reduced the apoptosis of VEC obviously (P < 0.05) , in a dose—dependent manner. (2) PIO obviously decreased
the phosphorylation level of JNK in high glucose group (P< 0.05), and in a dose—dependent manner. Compared to
high glucose group, JNK inhibitor SP600125 declined the level of phosphrylation, and the difference was
significant (P < 0.05) . Conclusion PIO can obviously inhibit VEC apoptosis induced by high glucose, the
inhibition effect of P10 may be achieved by affecting the JNK pathway.
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DMEM {IRA 5 7250 3518 Hyclone 23 1] 7™ .
0.25% R 1R 35 [E Sigma 24 F]™ 5. SP600125,
Y1 B 241 TR 2 K AR A AE BT .
p—INK PATEREPUA Sc-6254, HiETE INKs £ 78
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PO, B YIRS I B SR BT R BT AL A
PrRITiAR (3P0 HK3EE Santa Cruze 28 7] 77 .
ECL &G & A3 H pierce 2 FE 5. T
& U E R R R IR nAS S
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KBTS 0 VEC, B EFERE 2y
EREA B, B 20% 86 4 1S ) DMEM
TRBERE SR, TN 37°C, 5%CO, 41 M55 3540 v i
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1.3 el B A G 2 AR T &

BOSBER AR AR, H B A, TR
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F N 15 min, R R I 22 2002 A B 43 B
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C 4. fRHE PIO+ mMligH (PIO 1 x 107* mmol/L) ;
D 4. "I PIO+ EfigH (PIO 1 x 10 mmol/L) ;

E#: WU PIO+ EkE4l (PIO 1 x 10 mmol/L) ;
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18t 24 F 9% UE SZ INK A HAE FH 2 71 1 (JNK-in-
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F1 PIOXSHERIBT VEC @MATHRIFER @BhA (xs)
Tab. 1 Protective effect of PIO on VEC apoptosis under high glucose stimulation (x +s)

T

R (%)

BT (%) SIATAR (%)

n
AR B2 3 1.61 +0.27 1.71+0.24 3.32+0.35
EEZH 3 12.25 +2.84° 24.18 £ 1.32° 37.43 +2.63"
fRHEE PIO+ T B4 3 11.61 +2.23 22.32 +2.06 33.93 +1.36
rRYeBE PIO+ i Hif4 3 10.02 £0.76 1433 £2.12% 2435 +1.48%
T PIO+ B4 3 5.12 £0.924 7.01 £ 1.064 12.13 £2.23%

SIEWAHLE, "P<0.05; S, 2P<0.05.
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Fig. 1 Protective effect of PIO on VEC apoptosis under high glucose stimulation (18 h) [n=3,
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Fig. 2 Levels of JNK and p-JNK in different
concentrations of PIO
S . O rr
P n
N .
RS r
B G
R A S

nE IeH LR IeH [ FH

3 AEME PIOERT p-INK KFER BT ELER
Fig. 3 The comparison of p-JNK levels in different
concentrations of PIO

HIEWAHE, "'P<0.05; S, P<0.05.
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Fig. 4 The comparison of p-JNK and JNK levels in
different concentrations of P10
HIEFHHILE, "P<0.05; SEHLE, *P<0.05.
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