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However, after 48hours, the effect of exercise on RLPc was homogeneous. In
control RLPc decreased in 6 out of 11 subjects by −30.05±50.25% and in
T1DM it increased in 4 out of 10 subjects by 5.24±31.92 (p =0.091).
Conclusion: The effect of the exercise in RLPc is not observed immediately
after the exercise, but after 48 hours it promotes a decrease in normal subjects,
which is not observed in T1DM patients.
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To compare the effects of standard combination of valsartan with either
amlodipine (VA) or hydrochlorothiazide (VH) on low-density-lipoprotein (LDL)
subfraction profile in hypertensive patients.
Methods: Sixty drug-naı̈ve patients with stage II or III hypertension were
randomized to either VA (160/5mg) or VH (160/12.5mg) treatment [VA group
(N = 30) and VH group (N = 30), respectively]. At baseline as well as 16 weeks
post-treatment blood pressure (BP), serum lipid and apolipoprotein levels were
determined. The analysis of the LDL subfraction profile was conducted by the
LDL Lipoprint System.
Results: Both drug combinations effectively reduced BP levels; no difference
between groups was observed. No effect of VA on serum lipid and
apolipoprotein levels was noted. VH was associated with a significant increase
in triglyceride and apolipoprotein-E levels [by 9.0% (p < 0.05) and 8.9%
(p < 0.05), respectively] as well as with a significant decrease in high-density-
lipoprotein (HDL)-cholesterol levels (by 5.0%, p < 0.05). A significant increase in
the cholesterol concentration of small-dense LDL subfractions [6.0 (0.0–44.6)
vs 10.5 (1.3–41.3) mg/dl, p < 0.05] was observed in the VH group, whereas
this parameter did not change from baseline in the VA group (p = 0.01 for the
comparison between groups). Consequently, mean LDL particle size decreased
in the VH group (from 267±5 to 266±5 Å, p < 0.05), whereas remained
unchanged in the VA group. No change in the cholesterol concentration of
both large-buoyant and intermediate LDL subfractions was recorded in either
group.
Conclusion: Despite similar reductions in BP, VH may adversely affect lipid
and LDL subfraction profile as compared to VA.
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Background and Purpose: Plasma apolipoproteins has been proposed as
risk factors for cardiovascular disease. No studies analysed the contribution of
those variables in the clinical follow up in stroke patients. Aim of this study was
to evaluate the association between plasma apolipoproteins and recurrences
of cardiovascular events (CVD) in patients with stroke.
Materials and Methods: We evaluated patients admitted in hospital for
ischemic stroke between July and December 2004. Vascular risk factors, clinical
features and blood variables (lipids and apolipoproteins) were registered during
hospitalization. Follow up data were obtained by ambulatory visits and hospital
registers. Statistical analysis was performed using chi-square and t-test.
Results: 129 patients were included (M/F: 1.4/1; mean age: 70 yrs).
Hypertension was the most frequent vascular risk factor (55.8%). Mean values
of apoA and apoB were 129mg/dL and 98, respectively. Mean follow up time
was 4.6 yrs. CVD recurrences occurred in 27 patients (20.9%). A positive
association was observed between atrial fibrillation, apoB, apoB/A1 ratio and
CVD recurrences (p < 0.05).
Conclusions: Apolipoproteins could contribute to increase the risk of
cardiovascular accidents in ischemic stroke patients.
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Background: Lipid disorders are frequent in HIV1-infected patients taking
antiretroviral combinations that include protease inhibitors (PI). Hypertriglyc-
eridemia in this population is frequently associated with increased small dense
LDL. The LDL concentration and particle size might be an important predictive
marker of cardiovascular disease in this setting.
Objective: To evaluate variables that influences the quantity and size of LDL
in a substudy of the ANRS 126 trial.
Methods: We studied 81 HIV1-infected patients with dyslipidemia (LDL-
cholesterol >4.1mmol/l, triglycerides <8.8mmol/l) who had been taking PI-

including cART for at least two months, and who were not taking lipid-
lowering drugs. Total cholesterol (TC), triglycerides (TG), LDL-cholesterol
(LDL-c), and HDL-cholesterol (HDL-c) were assayed in serum. LDL diameter
was assessed by gradient gel electrophoresis (GGE). Relationships between
the LDL diameter, and demographic metabolic and HIV-related variables, were
identified by using non parametric univariate tests and multiple linear regression
models.
Results: In univariate analyses, LDL diameter was related to gender, ethnic
origin, CDC stage, TG, HDL-c, duration of exposure to and numbers of
NRTIs and PIs. In a multivariable linear regression model, LDL diameter was
independently associated negatively with TG (P < 0.0001) and positively with
HDL-c (p < 0.0001). Per 1mmol/L increase in TG, the LDL diameter decreased
by 0.281 nanometers. Conversely, per 1mmol/L increase in HDL-c, the LDL
diameter increased by 1.175 nanometers.
Conclusion: Based on the LDL size, an atherogenic phenotype was
significantly related to TG and HDL-c concentrations. LDL diameter might help
predict and monitor the cardiovascular risk (CVD) in HIV1infected patients.
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Diabetes Mellitus is associated with a high cardiovascular morbi-mortality.
This feature is related with macrovascular and microvascular complications.
Metabolic syndrome, a clinical condition with high risk that is present frequently
in diabetic patients may be a factor that increase the risk.
This study was made to detect differences in the estimated risk in diabetic
patients depending of presence/absence of metabolic syndrome.
We have studied a group of patients with type 2 DM (n = 80) that were attended
in primary care. Diagnosis of metabolic syndrome was made according with
ATPIII criteria and IDF criteria. Cardiovascular risk was calculated according
with Framingham scale.
In patients with tipo 2 DM metabolic syndrome was found in 47.5% (ATPIII) and
49% (IDF). Cardiovascular risk (Framingham) up to 20% was present in 28.8%
of patients with and in 16.6% of patients without metabolic syndrome according
with ATPIII.
Men with diabetes show metabolic syndrome in 41.9% of cases with
Framingham >20%; but only 24.9% of diabetic men without metabolic syndrome
show Framingham >20%. In women, 21% of diabetics with metabolic syndrome
show Framingham >20%, and in diabetic women without metabolic syndrome
we have not found any patients with Framingham >20%.
We can conclude that the Framingham score is available to show the increased
risk attributable of metabolic syndrome in patients with diabetes mellitus.
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Objectives: Plasma cholesteryl ester transfer protein (CETP) promotes the
cholesterol enrichment of triglyceride-rich lipoproteins at the expense of HDL.
In earlier studies, HDL was found to inhibit CETP activity in a concentration-
dependent manner. We were able to show that, among all the apolipoprotein
components of HDL, apolipoprotein (apo) C1 is a potent inhibitor of CETP
in vitro. In vivo studies in apoC1-knocked out/human CETP transgenic and
human apoC1 transgenic/human CETP transgenic mice came in direct support
of the inhibitory effect of human apoC1 that was initially observed in vitro.
Accordingly, we found a negative correlation between plasma concentrations
of apoC1 and levels of CETP activity in healthy, normolipidemic subjects. Our
goal was to establish whether modulation of cholesteryl ester transfer protein
(CETP) activity by apolipoprotein C1 (apoC1) can modify plasma cholesterol
transport in humans and whether it is influenced by hyperlipidemia in high-risk
patients.
Methods: Plasma CETP activity, apoC1 concentration, and lipoprotein profile
were determined in 240 patients with documented Coronary Heart Disease.
Results: ApoC1 levels correlated negatively with CETP activity in the total
population studied. However, this negative relationship was observed in
normolipidemic patients only, but not in those with hyperlipidemia (LDL
cholesterol >2.6mmol/l and/or triglycerides >1.7mmol/l). As a consequence
of CETP inhibition, and in the former group only, a high apoC1 level was
accompanied with higher HDL to LDL cholesterol ratio.


