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1 Hcy Caco2 (n=3 x+s)
(h) Hey ( pmol/L) P p
10 20 50
1 1.10 £0.10 1.06 £0.04 1.03 +0.02" 1.02 £0.06* 3.380 0.032
3 1.09 £0.12 1.02 £0.09 1.00 £0.13" 0.93 £0.10* 3.126 0.040
6 1.04 £0.09 1.00 £0.10 0.97 £0.15 0.86 £0.07* 4.244 0.015
T P<0.05
Hey Caco2 LDH (n=3 xxs)
(h) Hey ( mol /L) P p
10 20 50
1 492.40 494.83 551.29" 614.83" 18.450 0. 000
3 443.00 544.67" 547.40° 639.50" 33.614 0.000
6 505.33 574.67" 615.17° 713.33" 25.546 0.000
" P<0.05
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Effects of homocysteine on nuclear factor—«B activity and the

synthetic levels of leukotriene E, and prostaglandin E,
Wang Jing Mei Yongyu Ding Shaozhen et al
( Dept of Gastroenterology The First Affiliated Hospital of Anhui Medical University

The Key Laboratory of Digestive Disease of Anhui Province Hefei

Abstract Objective

230022)

To elucidate the effects of homocysteine ( Hey) on the synthetic levels of leukotriene E,

( LTE,) and prostaglandin E,( PGE,) in Caco2 cells and the activity of nuclear factor kappa B ( NF«B) . Meth—
ods Caco2 cells were cultured and treated with Hey in different concentrations (0 10 20 50 pmol/L) and
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time (1 3 6 h) MTT method and LDH activity were used to observe the change of cells growth viability. The
concentrations of FITC in samples and TEER of Caco2 cells were examined to understand the effect of Hey on Ca—
co-2 cells permeability. The synthetic levels of LTE, and PGE, were measured by enzyme linked immunosorbent as—
say ( ELISA) in cells supernatant and the activity of NF«B was detected by Gel mobility migration ( EMSA) . Re-—
sults  After treatment with Hey the viability of Caco2 cells were significantly inhibited with a time and dose de—
pendent manner. With the increasing of Hey concentrations the TEER significantly decreased and the FITC trans—
membrane transport greatly increased the levels of LTE, and PGE, in cells supernatant were markly augmented ( P
<0.05) ; the activity of Caco2 cells treated with Hey (50 pwmol/L) significant augmented with a time dependent
(1 3 6 h) manner. Conclusion Hcy can accelerate the synthesis of LTE, and PGE, in intestinal mucosa by acti—
vating NF«B signaling pathway causing intestinal mucosal inflammation damage in Caco2 cells.
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