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0 Caco2 1.3 SPSS 13.0
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450 nm o LSD P <
1.2.4 Caco2 SOD.MDA.GSH-Px.SDH. AT- 0.05 o
Pase Caco2 )
o SOD.MDA.
GSH-Px.SDH.ATPase 2.1 Hcy  Caco2
SOD.MDA.GSH-Px.SDH  ATPase o Hey MTT
1.2.5 Caco— (P <0.05) 1;LDH
2 3.6.12.24 h PBS 2~3 (P <0.05) 2, Hey
1 000 r/min 5 min o (10.25.50.100.500.1 000 pmol/L)
o Caco2
1.2.6 @ 1 (pH o
7.2):250 mmol/L +3 mmol/L N 2.2 Hcy Caco2 SOD.GSH-Px MDA
mmol /L. KH,PO, ; @ 2(pH7.2):250 Hey SOD
mmol /L + 3 mmol/L v 5 mmol/L GSH-Px MDA Hey
KH,PO,.0.3 mmol/L CaCl,. SOD GSH-Px
0.5mg 1 ml 1 2 o MDA 3. Hey
25°C 0~10 min 520 SOD GSH-Px MDA
nm °
1 Hcy Caco2 (n=3 x=+s)
Hey (pmol /L) p
(h) 10 25 50 100 500 1 000
3 1.11 £0.10 1.06 +£0.03 1.05 +£0.07 1.03 £0.02" 1.02 +0.07" 1.02 +0.06" 0.97 +0.11" 3.503 0.005
6 1.09 £0.12 1.01 £0.08 1.00 £0.12 1.00 £0.13 0.99 +0.11 0.97 £0.10" 0.93 +0.10" 2.315 0.043
12 1.06 £0.09 1.01 £0.12 0.98 +0.14 0.94 +0.12 0.91 +£0.13 0.89 +0.17 0.86+0.08" 2.289  0.047
24 0.93+0.13 0.91 +0.07 0.87+0.07" 0.86+0.07" 0.85+0.03" 0.84+0.10° 0.82+0.08" 2.764 0.018
" P<0.05
2 Hcy Caco2 LDH (n=3)
Hey (pmol /L) ¥ p
(h) 10 25 50 100 500 1 000
3 302.51 305.78 314.72 360.20" 367.39" 376.92" 388.80" 3.216 0.010
6 343.43 355.98 364.90" 377.61° 380.47" 384.34" 396.16" 7.382  0.000
12 361.47 364.26 367.13 387.07 393.66 407.27 447.82" 3.079  0.020
24 366.67 386.30 398.33 415.25° 455.66" 468.33" 492.34" 5.079 0.010
2" P<0.05
3 Hcy Caco2 SOD.GSH-Px.MDA (n=3 x%5)
Hcy (pmol /L) P P
10 50 100
SOD(U/mg) 25.84 £0.02 24.20 £0.03 17.79 £0.02 11.41 £0.03" 10.467 0.000
MDA (nmol /mg) 0.92 +0.06 1.79 £0.03 2.25+0.03" 2.39 +0.02" 33.667 0.000
GSH-PX(U/mg) 17.99 £0.03 14.94 +0.01° 11.27 £0.01 5.96 +0.02" 4.232 0.040

* P<0.05
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4 Hcy Caco2 ATPase SDH (n=3 x=s)
H 1/L
cy (pmol /L) P P
10 50 100
ATPase(U/mg) 3.44 +0.01 3.22 +0.02" 2.80 +0.07 2.56 +0.01" 5.730 0.010
SDH(U/mg) 10.57 £0.64 6.08 +0.68 5.64 £0.66 5.39+0.70 0.002 1.000
2" P<0.05
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Homocysteine induces mitochondrial dysfunction in Caco-2 cells
Yang Qing Yuan Jingjing Shi Hai et al
(Dept of Gastroenterology The First Affiliated Hospital of Anhui Medical University
The Key Laboratory of Digestive Disease of Anhui Province Hefei 230022)

Abstract Objective To investigate the effect of homocysteine (Hey) on the growth of Caco2 cells and the chan—
ges of mitochondrial function. Methods Caco2 cells were cultured and treated with Hey in different concentra—
tions (0 10 25 50 100 500 1 000 pmol/L) and different times(3 6 12 24 h). MTT method and LDH activity
were examined to understand the change of cell growth viability. MDA SOD SDH GSH-Px ATPase and mito—
chondrial swelling degree were detected to understand the changes of mitochondrial function. Results After treat—
ment with Hey the viability of Caco2 cells were significantly inhibited with a dose and time dependent manner.

Compared with the control group the levels of LDH MDA SOD GSH-Px increased significantly and the levels of
SDH and ATPase decreased. Compared to the normal control group experimental groups mitochondria swelling de—
gree was not decreased significantly. Conclusion Hcy has a significant inhibitory effect on the mitochondrial func—
tion of Caco2 cells in a dose-and time-dependent manner.
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