— 412 — EREMKYFIF 2011 &£ 36 %5 4 ) ( Journal of Chongqing Medical University 2011.Vol.36 No.4 )

: mafﬁ XEHRS:0253-3626 (2011 ) 04-0412-04

PFT—« bl S 05/ ek 2 iz £Li8 %
FEM AR 8 126 5 W)

AR, H AR, TRk
(ERERREMBE—ERFHF,EK  400016)

[# T8 MWE p53 M (Pifithrin-alpha, PFT- o )X E BRIV B/ R 2 40MEEZ R LB RS MMA TR, 7 ik K
ShESRANRE /R R AT, xR 4E B4 (30 mmol/L A% ) L H R (30 mmol/L ##HE +25 mmol/L HEREE ) PFT-«
2H (30 mmol/L Hj&H +10 pumol/L PFT- a0 ).0.2% — B Z T, ( Dimethyl sulfoxide, DMSO ) ¥4 %F BB 4H ( 30 mmol/L Ej&j4% +0.2%
DMSO ) , 1 Western blot Bl & 41 R 41/ p53 #11 COP1 ZHMFKIK, TUNEL HiEKM A4 EHMATHN . &2 B8
48 h J& R 4IAE p53 A FEKAKF (1.210 8 £ 0.035 ) Bexf B4 (0.072 9 £0.007 13 ) BI BHEN, COP1 B EEKF (05796 +
0.0419 ) NJ3%T BRLH (1.067 +0.0534 ) Fi&;PFT- o TERMERIEK 48 h J5VE R 41M0 6 h,p53 BRI FAKT (0.1664 £ 00387 ) B
BE4 (1.210 8 £ 0.035 ) Ti,COP1 BEFEHEKF (0308 1 £0.014 5) 584 (0.579 6 £ 0.041 9) ML R L2258 X ; Bk
IR ME T2 (35.41 £3.31) %43 BIRXM BB (2.23 £ 0.17 ) %H PFT-a 4 (4.27 £ 0.21) %k 15.87 f5H1 8.29 4%, HE®
BE4H (42.44 £6.11) %M1 0.2% DMSO 45 (32.80 £5.02) % 5 EHHERILITHE Lo 44 . BERG 'S/ BRI 41 Mt T 830
H/NRUE /D ER B 4T R R F AN 1L, ST RN /N ER R 4R T, PFT- o WT3Ead T 9 p53 BB BVNR B /ER B 409
T

[ X837 | 5§/ R 24 ; B8 p53; COPL; I RAL

[ hEEESHES S |R692.6;R34 [ AR E JA [ ¥RSEH 12011-11-03

Effect of PFT—o on ubiquitin and apoptosis of podocyte injured
by high glucose
SHEN Zhao—-nan et al
(Department of Nepgopathy ,the First Affiliated Hospital ,Chongqing Medical University)
[ Abstract ] Objective: To investigate the effect of pifithrin—c:(PFT- o Yon the ubiquitin and the apoptosis of podecytes by high glucose.
Methods : Cultured mouse podocyies were divided into normal group , high glucose group (30 mmol/L. D-glucose ) , mannital group (30
mmol/L D-glucose+25 mmol/L mannital ) ,PFT- a group(30 mmol/L D—glucose+10 pmol/L PFT-a ) and 0.2% DMSO group (30 mmol/L
glucose+0.2% DMSQ). The expressions of p53 and COP1 protein of each group were measured by Western blot. The apoptosis of podocytes
was measured by TUNEL. Results : The expression of p53 in mouse podocytes by high glucose in 48 hours ( 1.2108 + 0.035 ) was higher
than that in the normal group ( 0.072 9 + 0.007 13 ) , but the expression of COP1 ( 0.579 6 + 0.041 9 ) was lower than that of normal group
(1.067 £0.053 4 ). After PFT- « affected podocytes for 6 hours after high glucose, the expression of p53 in mouse podocytes(0.166 4 +
0.038 7)was lower than that in the high glucose group(1.210 8 + 0.035), the expression of COP1(0.308 1 + 0.014 5)was the same as
high glucose group ( 0.579 6 + 0.041 9 ) .The apoptosis of pedocytes in high glucose group was(35.41 +3.31)%, which was 15.87 times
higher than that of normal group(2.23 +0.17)% and 8.29 times higher than that of PFT- o group(4.27 + 0.21)% respevtively, mannital
group (42.44 £ 6.11 ) % and 0.2% DMSO group (32.80 + 5.02)% were the same as high glucose group. Conclusion : High glucose
injured podocytes may inhibit the activity of ubiquitin proteasome and increase the apoptosis of mouse podocytes. PFT— o can decrease
the apoptosis through decreasing the expression of p53.
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