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1.2.2

group myocardial tissue collagen fibers proliferated and myocardial cells were disordered in the animal model

group. CFs stimulated by TGF-31 in the cell model group had significant proliferation and activation. Compared
with the control group the protein and mRNA expressions of IGFBP3 «-SMA and COL1 Al were significantly in—

creased in the animal and cell model groups. Conclusion The expression of IGFBP-3 in fibrotic myocardium and

CFs stimulated by TGF1 is significantly increased suggesting that IGFBP-3 may promote or inhibit myocardial fi—

brotic lesions which may be helpful to explore the pathological mechanism of myocardial fibrosis.
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Factors associated with the depression of couples preparing

for assisted reproductive and their effect on live birth rate
Shi Mengxing' Wang Kangxia® Lu Zhimin® et al
('Dept of Maternal Child and Adolescent Health ~School of Public Health
Anhui Medical University Hefei 230032; °Reproductive Medicine Center
The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the factors related to the depression of couples preparing for assisted repro—
duction and to evaluate whether depression is related to the live birth rate. Methods Based on China National
Birth Cohort the center for epidemiological survey( CES-D) was used to evaluate depression among the couples un—
dergoing in wvitro fertilization and embryo transfer( IVFET) or intracytoplasmic sperm injection( ICSI) and live
birth rate were calculated. Results A total of 424 undergoing assisted reproductive couples were enrolled in this
study. There were 33.0% of the female patients with depression and 25.9% of the male cases with depression.

Education level was the influencing factor of depression in female patients. Female patients with high education lev—
el were more likely to have depression than those with low education level and the difference was statistically sig—
nificant ( P <0. 05) . Male patients who do not drink alcohol were more likely to be depression( P <0. 05) . The re—
sult of logistic regression analysis showed that the depression of couples undergoing assisted reproduction was not re—
lated to live birth rate. Conclusion Higher education is a risk factor for depression of female patients. Male pa—
tients who do not drink are more prone to depression. This study does not suggest that depression of assisted repro—
ductive couples had any influence on the live birth rate. Follow-up studies should focus on alleviating the problem
of infertility treatment.
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Advanced glycation end products induce release

of endothelial microparticle
Chen Yinghua Feng Bo
( Dept of Endocrinology East Hospital Tongji University Shanghai 200120)

Abstract Objective To investigate whether advanced glycation end products ( AGEs) have an effect on the re—
lease of endothelial microparticle ( EMP) . Methods  Cultured human umbilical vein endothelial cells ( HUVECs)

were incubated with AGEs (100 200 400 pg/ml) for 12 or 24 h. Pretreatment with anti-RAGE antibody or reac—
tive oxygen species ( ROS) scavenger HUVECs were incubated with 400 pg/ml AGEs for 24 h. EMP RAGE and
ROS were assessed. Results AGEs induced EMP releasing in a dose-dependent manner not a time-dependent
manner. Meanwhile AGEs increased the levels of RAGE and ROS. Pretreatment with anti-RAGE antibody or an—
tioxidant treatment could reverse the release of AGEs inducing EMP. Conclusion AGEs-RAGE interaction in—
duced EMP generation which was mediated by oxidative stress.

Key words  diabetes; endothelial microparticles; advanced glycation end products; reactive oxygen species



