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Abstract

Introduction: Data on cardiovascular risk and vascular age in patients with human immunodeficien-
cy virus (HIV) from developing countries are scarce. Therefore, the current study aimed to determine 
the prevalence of cardiovascular risk factors, global cardiovascular risk, and vascular age in a Peruvian 
cohort of patients with HIV. 
Material and methods: A cross-sectional study was conducted among HIV outpatients between Au-
gust and December 2018. Global cardiovascular risk was calculated using Framingham risk score and 
ACC/AHA ASCVD score, and vascular age was evaluated using Framingham adaptation. 
Results: In total, 310 patients were included. The mean age was 47.4 ± 12.8 years, 79.7% were males, 
and vascular age was 51.2 ± 17.2 years. The most frequent cardiovascular risk factors were dyslipid-
emia (69%), hypertension (28.7%), and obesity (18.4%). The median Framingham risk score was 6.15 
(range, 3-13) points, and was distributed into low- (67.7%), intermediate- (17.5%), and high- (14.8%) 
risk. The  median ASCVD score was 4.85 (range, 2.4-8) points, and was divided into low- (76.2%), 
moderate- (13.5%), and high- (10.3%) risk. The prevalence of cardiovascular risk factors was higher in 
the sub-population aged older than 50 years. 
Conclusions: The prevalence of cardiovascular risk factors was high in our cohort of Peruvian patients 
with HIV. Consequently, overall cardiovascular risk was elevated in > 10% of cases. Vascular age was 
higher than chronological age.  
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ORIGINAL pApeR 

Introduction 
Cardiovascular disease risk is elevated in patients with 

human immunodeficiency virus (HIV) infection  [1], with 

multiple contributing factors, e.g., increased prevalence 
of chronic cardiovascular conditions, such as hypertension, 
diabetes, dyslipidemia, smoking, and overweight/obesity. In 
addition, certain antiretroviral drugs have pro-atherogenic 
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itory. All laboratory examinations were done after at least  
10-hour fasting time. 

Parameters used for the  calculation of  risk using the  
10-year Framingham risk score, included age, sex, HDL cho-
lesterol level, total cholesterol level, systolic blood pressure, 
history of hypertension, diabetes, and smoking. On the oth-
er hand, parameters used for the  calculation of  risk using 
ACC/AHA ASCVD, included age, sex, race, systolic blood 
pressure, diastolic blood pressure, LDL cholesterol level, 
HDL cholesterol level, history of diabetes and hypertension, 
smoking, and statins or aspirin utilization. Vascular age con-
sisted of an adaptation of Framingham risk score described 
by D’Agostino [5-7]. 

The 10-year Framingham risk score (FRS) and life-time 
ACC/AHA ASCVD score were calculated for each partici-
pant. The 10-year FRS was categorized as: < 10% low-risk, 
10-20% moderate-risk, and ≥ 20% high-risk. For the calcu-
lation of  ACC/AHA ASCVD score, only individuals aged 
40-79 years were considered, and were stratified into low-
risk (estimated 10-year risk ≤ 10%), moderate-risk (estimat-
ed 10-year risk > 10% and < 20%), and high-risk (estimated 
10-year risk ≥ 20%). 

Descriptive statistics were applied to summarize epidemi-
ological and clinical findings. Mann-Whitney U and c2 tests 
were applied to assess differences among sub-groups for con-
tinuous and categorical variables. Variable age was dichoto-
mized by its mean value. Additionally, an association between 
some HIV-related factors (time of  HIV diagnosis, CDC-3 
clinical category, antiretroviral therapy, and virological fail-
ure) and cardiovascular risk scores were evaluated using 
simple linear regression and Mann-Whitney U test, as appro-
priate. All analyses were performed with R 4.2.0 software, and 
two-tailed p < 0.05 was considered statistically significant. 

Results 
Three hundred and ten patients were evaluated. Most 

(80%) were males, the mean age was 47.4 ± 12.8 years, and 
the median time since HIV diagnosis was 8.3 years (Table 1). 
Thirty-four percent of patients were in the CDC-3 clinical 
category, and almost all received antiretroviral therapy. Of 
them, 13.1% used combined schemes, and 57.5% were based 
on non-nucleoside reverse transcriptase inhibitors (NNRTI) 
and protease inhibitors (Table 1). 

The most frequent cardiometabolic risk factors were dys-
lipidemia found in 69% of  patients, hypertension in 28.7% 
(14.6% had a previous diagnosis of hypertension), and obe-
sity in 18.4%. Smoking was reported in 14.5% of cases (80% 
had a prior smoking history), and 7.7% had diabetes (16.6% 
had a previous diagnosis of diabetes). Significant differenc-
es were observed between the  prevalence of  hypertension 
(42.6% vs. 17.2%) in patients aged ≥ 50 years compared with 
patients aged < 50 years as well as an increasing prevalence 
of diabetes (11.3% vs. 4.7%) between these groups. Differenc-
es between cardiovascular comorbidities, gender, stage of in-
fection (CDC-3 vs. non-CDC-3), or treatment results (viral 
suppression vs. virological failure) were not found (Table 2). 

effects, and the  infection is associated with inflammation, 
immune activation, and microbial translocation [2]. 

Cardiac and vascular involvement has been observed in 
HIV-positive patients, even in treatment before antiretrovi-
ral combination therapy. These patients have a significantly 
higher risk of developing atherosclerosis-related cardiovas-
cular events, such as myocardial infarction, cerebrovascular 
disease, and pulmonary hypertension [3]. A previous study 
reported that the frequency of HIV patients hospitalized due 
to vascular cardiac and non-cardiac diseases was one or two 
cases per year in a national general hospital in Peru [4]. 

Cardiovascular disease prevention in HIV patients is 
based on recommendations for non-HIV population, and 
data on patients from developing countries is lacking. Al-
though international guidelines use different risk models for 
assessing cardiovascular risks, such as Framingham, SCORE, 
ASCVD, or DAD methods, there is no specific information 
on the usefulness of these evaluations in HIV patients [5]. 

Therefore, this study aimed to determine the cardiovascu-
lar risk factors, global cardiovascular risk, and vascular age in 
a cohort of individuals with HIV from a low-resource setting. 

Material and methods 
A prospective, cross-sectional study was conducted 

between August and December 2018. Consecutive adult 
(age > 18 years) outpatients attending the Hospital Nacio-
nal Guillermo Almenara Irigoyen in Lima, Peru, with regu-
lar control visits for more than 6 months were included. 
Electronic medical records of the selected patients were re-
viewed, and epidemiological, clinical, and laboratory infor-
mation were collected. No informed consent was required, 
since all procedures were part of a routine evaluation of pa-
tients, and there was no risk for the  subjects. All data ob-
tained were handled confidentially. 

Dyslipidemia was defined as fasting total cholesterol 
≥ 240 mg/dl, and/or fasting triglycerides > 150 mg/dl, and/or 
low high-density lipoprotein (HDL) cholesterol  <  40 mg/dl,  
and/or high low-density cholesterol (LDL)  ≥  160 mg/dl, 
or a diagnosis recorded in medical chart. Hypertension was 
defined as systolic blood pressure  ≥  140 mmHg, diastolic 
blood pressure ≥ 90 mmHg, or a diagnosis recorded in medi-
cal chart or history of taking anti-hypertensive drugs. Dia-
betes mellitus was described as fasting glucose ≥ 126 mg/dl  
in two isolated measures, HbA1c ≥ 6.5%, anti-diabetic medi-
cines or insulin utilization, or a diagnosis recorded in medi-
cal chart. Smoking was defined as using any form of tobacco 
product in the  previous 30 days, as a  matter of  habit per-
sistence. 

Obesity and overweight were diagnosed with anthropo-
metric data (weight was recorded with a  calibrated scale). 
Obesity was defined as body mass index (BMI) ≥ 30 kg/m2,  
and overweight as BMI between 25 and 30 kg/m2. BMI of 
each subject was calculated according to standard formula: 
BMI = weight (kg)/height2 (m2). Laboratory tests were per-
formed within 6 months of  medical visit and the  results 
were obtained from clinical laboratory’s electronic repos-
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The mean vascular age was 51.2 ± 17.2 years, a higher value 
than the  chronological age. In individuals aged < 50 years, 
the  median difference between vascular and chronologi-
cal age was 3 (95% CI: –3-9%) years. 30.6% of patients had 
values lower than the chronological age, 2.1% had the same 
value as the chronological age, and 67.3% had a higher vas-
cular age. In individuals aged ≥ 50 years, 38.5% had values 
lower than the chronological age, 4.7% had the same value as 
the chronological age, and 56.8% had a higher vascular age 
(Table 3). 

Cardiovascular risk was categorized according to 
the  Framingham risk score. The  median value of  the  total 
risk was 6.15 (range, 3-13) points. Of the total cohort, 210 
(67.7%) had low-risk, 54 (17.5%) had moderate-risk, and  
46 (14.8%) presented high-risk. For individuals aged be-
tween 40 and 79 years (n = 214), the median value of ACC/
AHA ASCVD score was 4.85 (range, 2.4-8) points. Accord-
ing to the punctuation, 163 (76.2%) had low-risk, 29 (13.5%) 
had moderate-risk, and 22 (10.3%) had a high-risk. The fre-
quency of  cardiovascular risk factors and the  prevalence 
of  Framingham global cardiovascular risk were compared 
with other Peruvian studies published (Table 4) [8-15]. Only 
the time of HIV diagnosis was significantly associated with 
cardiovascular risk score (Table 5). 

Discussion 
In this sample of HIV-infected adults treated with anti-

retroviral therapy, predominantly with NNRTI-based drugs 
and regimens based on protease inhibitors, we found a high 
proportion of cardiovascular risk factors compared with that 
previously reported in our country’s HIV and general popu-
lations  [8, 15]. The sample corresponds to 20% of patients 
treated in the hospital during the study period. 

Table 1. Clinical and demographic characteristics of the se-
lected population 

Parameters Data 

Age (years), mean ± SD 47.4 ± 12.8 

Males, n (%) 247 (79.7) 

Median time of HIV diagnosis 
(months), (IQR) 

99.5 (48-204)

C3 clinical stage, n (%) 105 (33.9) 

Antiretroviral therapy, n (%) 306 (98.7) 

Based on NNRTI 127 (41.5) 

Based on PI 49 (16.0) 

Based on integrase inhibitors 90 (29.4) 

Combined schemes 40 (13.1) 

Viral suppression, n (%) 294 (94.8) 

Virological failure, n (%) 16 (5.2) 
HIV – human immunodeficiency virus, IQR – interquartile range,  
NNRTI – non-nucleoside reverse transcriptase inhibitors, PI – protease inhibitors, 
SD – standard deviation

Table 2. Metabolic and cardiovascular comorbidities in the 
total population and differences between age groups 

Comorbidities Total population, 
n (%) 

< 50 years ≥ 50 years 

Dyslipidemia 214 (69.0) 65.7% 73.4% 

Diabetes 24 (7.7) 4.7%* 11.3%* 

Hypertension 89 (28.7) 17.2%* 42.6%* 

Smoking 45 (14.5) 15.4% 13.5% 

Obesity 57 (18.4) 18.3% 19.1% 
*χ2 test, p-value < 0.05 

Table 3. Differences in vascular age and chronological age  
(< 50 years vs. ≥ 50 years) 

Parameters Total 
population 

< 50 years ≥ 50 years 

Variation in years, 
median (IQR) 

3 (–3-9) 2 (–4-7)* 6 (15)* 

Below chronological age 

Less than over  
10 years 

3.5% 4.3% 2.9% 

Less than  
5-10 years 

13.2% 7.8% 17.8% 

Less than 5 years 18.0% 18.5% 17.8% 

Equal chronological 
age 

3.5% 2.1% 4.7% 

More than chronological age 

More than  
0-5 years 

19.4% 13.4% 24.3% 

More than  
5-10 years 

19.4% 18.5% 20.2% 

More than  
10-20 years 

15.5% 23.4% 8.8% 

More than  
20-30 years 

6.5% 10.6% 2.9% 

More than  
30 years 

1.0% 1.4% 0.6% 

IQR – interquartile range; *χ2 test, p-value = 0.001 

The predominance of male participants reflects local epi-
demiology of HIV infection, with a discrete predominance of 
patients aged over 50 years. The cut-point of 50 years of age 
was selected according to the mean age of  total population. 
In our cohort, dyslipidemia was the  most common cardio-
vascular risk factor. The onset of HIV infection is associated 
with a decreased total cholesterol, LDL-C, and HDL-C levels. 
The effect of antiretroviral therapy on lipid levels varies signifi-
cantly among classes of antiretroviral drugs and even among 
medications within the  same class. According to previous 
literature, NNRTIs (mainly based on lopinavir boosted with 
ritonavir) and PIs (mainly based on efavirenz) were associated 
to mixed dyslipidemia and hypertriglyceridemia [6, 16]. 
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Overall, the  prevalence of  dyslipidemia among people 
living with HIV across various studies ranges from 28% to 
80%, with hypertriglyceridemia being the most common ab-
normality [16] (Table 4). 

The prevalence of diabetes and hypertension was higher 
in individuals aged over 50 years, reflecting a severe vascular 
compromise. HIV infection is correlated with an increased 
risk of insulin resistance, and antiretroviral therapy is asso-
ciated with an increased risk of insulin resistance, metabolic 
derangement, and type 2 diabetes occurrence. Likewise,  
tuberculosis and viral hepatitis co-infections are highly pre-
valent among patients with HIV infection and, independen-
tly, are associated with an increased risk of diabetes [17]. 

Hypertension is a significant risk factor in cardiovascu-
lar disease, and its prevalence is higher in the HIV popula-
tion, despite viral suppression by antiretroviral therapy. Its 
prevalence ranges between 4% to 54% by population and 
sub-groups, even within the same countries. Its pathogene-
sis emerges from three main factors: HIV-related inflamma-
tion, HIV-related proteins (i.e., NeF, TaT, and gp-120), and 
genetic predisposition [18]. 

Some recent investigations have reported a  higher pre-
valence of clinical and sub-clinical cardiovascular disease in 
HIV-infected adults associated with poorer immune control 
and traditional cardiovascular risk factors, such as diabetes, 
hypertension, dyslipidemia, and smoking, which generate 
chronic inflammation, endothelial damage, and atherosclero-
sis [6]. 

It is important to emphasize that the prevalence of car-
diovascular risk factors was higher in our cohort of  HIV- 
infected adults compared with the  prevalence of  them 
among the total Peruvian population, with significant diffe-
rences in dyslipidemia (69% vs. 37.9%). 

Cardiovascular risk assessment must be considered in all 
HIV-infected adults. A few clinical scores have been deve-
loped for HIV population (DAD and HIV-CARDIO-PRE-
DICT), but scores for general population can be employed 
(ACC/AHA PCE-ASCVD, FHS-CVD, SCORE 2, SCORE 2-OP, 
SMART, and ADVANCE). Moreover, various validated tests 
and new biomarkers can identify persons with early athero-
sclerosis and cardiovascular disease [7, 19]. 

Ten and fourteen percent of our cohort had a higher car-
diovascular risk according to the ACC/AHA ASCVD score 
and the Framingham risk score. The applicability of cardio-
vascular risk prediction tools developed for the general pop-
ulation is unclear for the HIV-infected population, although 
every instrument can be helpful as a  preventive approach. 
In our study, more patients were classified as high-risk ac-
cording to the  Framingham risk score, which differs from 
other international cohort studies, where ASCVD score can 
classify more patients with elevated cardiovascular risk than 
in our population [20]. Therefore, we propose that every risk 
score can help identify a group of patients that need close 
follow-up and early preventive/therapeutic interventions. 

The concept of  vascular age (also known as heart age) 
was first introduced in 2008 by D’Agostino, and presents 
the  hypothetical age of  vascular system of  a  patient with Ta

bl
e 

4.
 C

om
pa

ri
so

n 
of

 c
ar

di
ov

as
cu

la
r 

ri
sk

 f
ac

to
rs

 a
nd

 g
lo

ba
l c

ar
di

ov
as

cu
la

r 
ri

sk
 in

 P
er

uv
ia

n 
H

IV
-p

os
it

iv
e 

pa
ti

en
ts

 

Ch
ar

ac
te

ri
st

ic
s 

Va
le

nz
ue

la
  

et
 a

l.,
 2

02
4

(n
 =

 3
10

)

H
id

al
go

  
et

 a
l.,

 2
01

8 
(n

 =
 3

05
) 

[8
] 

Va
le

nc
ia

  
et

 a
l.,

 2
00

8 
(n

 =
 3

6)
 [9

] 

Ca
hn

  
et

 a
l.,

 2
00

9 
(n

 =
 4

17
) [

10
] 

Li
st

er
  

et
 a

l.,
 2

01
3 

(n
 =

 1
11

) [
11

] 

Va
le

nz
ue

la
 

et
 a

l.,
 2

00
6 

(n
 =

 2
76

) [
12

] 

Ro
nd

an
  

et
 a

l.,
 2

01
7 

(n
 =

 5
38

) [
13

] 

Pe
ru

vi
an

 
po

pu
la

ti
on

 
st

ud
ie

s 
[1

4,
 1

5]
 

A
ge

 (
ye

ar
s)

, m
ea

n/
m

ed
ia

n 
47

.4
 

46
 

N
R 

39
.1

 
47

.0
 

N
R 

40
 

N
R 

M
al

es
 

79
.7

%
 

73
.1

%
 

N
R 

70
.7

%
 

73
.1

8%
 

73
.2

%
 

N
R 

D
ys

lip
id

em
ia

 
69

.0
%

 
51

.5
%

 
N

R 
67

.9
%

 
76

.6
%

 
34

.0
5%

 
74

.7
%

 
37

.9
%

 

D
ia

be
te

s 
7.

7%
 

7.
2%

 
N

R 
1.

7%
 

1.
8%

 
1.

81
%

 
N

R 
7.

0%
 

O
be

si
ty

 
18

.4
%

 
11

.1
%

 
N

R 
6.

5%
 

N
R 

4.
71

%
 

N
R 

14
.3

%
 

H
yp

er
te

ns
io

n 
28

.7
%

 
8.

85
%

 
N

R 
14

.6
%

 
N

R 
3.

26
%

 
N

R 
27

.3
%

 

Sm
ok

in
g 

14
.5

%
 

N
R 

N
R 

15
.6

%
 

18
.0

%
 

3.
96

%
 

N
R 

23
.2

%
 

H
ig

h 
Fr

am
in

gh
am

-r
is

k 
sc

or
e 

14
.8

%
 

N
R 

N
R 

N
R 

3.
6%

 
2.

89
%

 
N

R 
N

R 
N

R 
– 

no
t 

re
po

rt
ed

 



German Valenzuela-Rodriguez, Jaime A. Collins, Raul Castillo, Luis R. Illescas, Adrian V. Hernandez, Carlos Diaz-Arocutipa312

HIV & AIDS Review 2024/Volume 23/Number 4

cardiovascular risk factors compared with the chronological 
age of a subject. The information related to vascular age (as 
the age of arteries), is a concept related to the risk that all 
patients might more easily understand, because it is quan-
titative data. Moreover, it may help the  physician explain 
the patient’s risk status and improve patient adherence with 
preventive measures or therapeutic interventions  [21-25]. 
Reports describing variations of  vascular age in the  HIV 
population are scarce. In the  current study, a  difference 
of 4 years between vascular and chronological age was ob-
served, with a median of 6 years in the higher age sub-pop-
ulation. In a previous study on vascular age in a population 
of 1,432 HIV-positive men, the median vascular age eclipsed 
the chronological median age between 9 and 13 years [23]. 

It is well-known that there are disparities in the quality 
of  cardiovascular care between HIV-infected versus non- 
HIV-infected adults in the United States [24]. A similar situ-
ation can occur in some Latino-American countries. To sur-
pass this situation, we suggest including cardiovascular risk 
assessment and recommendations for managing cardiovascu-
lar risk factors in the HIV guidelines of every nation. 

Our study has some limitations. First, there is a  lack 
of a control group, as we primarily focused on the description 
of cardiovascular risk factors, cardiovascular risk scores, and 
vascular age for the whole sample and comparison by age cate-
gory. Second, laboratory results were collected at a different 
time than physical and anthropometric evaluation. However, 
the obtained data is the most recently published information 
in Peru that includes quantifying cardiovascular risk and vas-
cular age calculation. The latter has not been well-described 
for the HIV population. Finally, the sample size of our study 
was limited. 

Conclusions 
We observed a high prevalence of cardiovascular risk fac-

tors in a cohort of Peruvian HIV-positive patients. The global 

Table 5. Factors associated with cardiovascular risk scores in Peruvian HIV-positive patients 

Factors 10-year Framingham risk score Life-time ACC/AHA ASCVD score 

  p-value   p-value 

Time of HIV diagnosis (months)* 0.028 (0.011-0.045) 0.001 0.015 (0.003-0.026) 0.010 

C3 clinical stage**

Yes 6.6 (2.8-12.2) 0.595*** 5 (2.4-7.4) 0.915*** 

No 6.1 (3.3-13.4) 4.8 (2.3-8.1) 

Antiretroviral therapy**

Yes 6.25 (3.0-13.2) 0.253*** 4.8 (2.3-8.0) 0.177*** 

No 3.8 (1.3-8.6) 7.7 (5.5-12.2) 

Virological failure**

Yes 4.75 (2.25-13.4) 0.859*** 5.1 (1.9-7.6) 0.977*** 

No 6.25 (3.0-12.5) 4.8 (2.4-8.0) 

*Beta coefficient (95% CI) from simple linear regression. **Median (interquartile range). ***Mann-Whitney U test.

cardiovascular risk was found increased in > 10% of the pa-
tients using the Framingham Risk and ASCVD scores. Fur-
thermore, the vascular age was higher than the chronological 
age. Nevertheless, more studies are needed to address the long-
term cardiovascular complications in this population. 

Disclosures 
1. Institutional review board statement: Not applicable. 
2. Assistance with the article: None. 
3. Financial support and sponsorship: None. 
4. Conflict of interests: None. 

References

1. Hatleberg CI, Lundgren JD, Ryom L. Are we successfully managing 
cardiovascular disease in people living with HIV? Curr Opin HIV 
AIDS 2017; 12: 594-603.

2. Cuende JI, Saltijeral A, Estrada V, Pérez de Isla L. Vascular age calcu-
lation and equivalent risk factors in HIV-infected patients obtained  
from the D:A:D risk equation. Eur J Prev Cardiol 2016; 23: 1903-1908.

3. Gibellini D, Borderi M, Clo A, Morini S, Miserocchi A, Bon I, et al. 
HIV-related mechanisms in aterosclerosis and cardiovascular dise-
ases. J Cardiovasc Med 2013; 14: 780-790.

4. Valenzuela-Rodríguez G, Mezones-Holguín E, Mendo-Urbina F, 
Rodríguez-Morales AJ. Cardiovascular disease in human immuno-
deficiency virus-infection as a cause of hospitalization: a case-series 
in a General Hospital in Peru. Braz J Infect Dis 2015; 19: 431-435.

5. Begovac J, Dragovic G, Viskovic K, Kusic K, Perovic-Mihanovic M, 
Lukas D, et al. Comparison of four international cardiovascular di-
sease prediction models and the prevalence of eligibility for lipid 
lowering therapy in HIV infected patients on antiretroviral therapy. 
Croat Med J 2015; 56: 14-23.

6. Ruamtawee W, Tipayamongkholgul M, Aimyong N, Manosuthi W. 
Prevalence and risk factors of cardiovascular disease among people 
living with HIV in the  Asia-Pacific region: a  systematic review. 
BMC Public Health 2023; 23: 477.

7. Fragkou PC, Moschopoulos CD, Dimopoulou D, Triantafyllidi H, 
Birmpa D, Benas D, et al. Cardiovascular disease and risk assess-
ment in people living with HIV: current practices and novel per-
spectives. Hellenic J Cardiol 2023; 71: 42-54.



Cardiovascular risk factors, global cardiovascular risk, and vascular age in a cohort of Peruvian HIV patients 313

HIV & AIDS Review 2024/Volume 23/Number 4

8. Hidalgo JA, Florez A, Agurto C, Pinedo Y, Ayarza R, Rodríguez L, 
et al. Metabolic and cardiovascular comorbidities among clinically 
stable HIV patients in long-term ARV therapy in Five Ambulatory 
Clinics in Lima-Callao, Peru. Open AIDS J 2018; 12: 126-135.

9. Valencia-Arroyo BM, Taramona Espinoza CP, Manrique Hurtado H. 
Estudio piloto de las alteraciones metabólica y síndrome metabó-
lico inducidas por la terapia antirretroviral en pacientes con VIH 
del Hospital Nacional Arzobispo Loayza, Lima-Perú. Acta Med Per 
2008; 25: 153-156.

10. Cahn O, Leite O, Rosales A, Cabello R, Alvarez CA, Seas C, et al. Me-
tabolic profile and cardiovascular risk factors among Latin American 
HIV-infected patients receiving HAART. Braz J Infect Dis 2010; 14: 
158-166.

11. Lister-Del Pino P, León-Amenero G, Leiva-Montejo A, Segura ER. 
Concordancia entre las escalas de riesgo cardiovascular PROCAM 
y FRAMINGHAM en varones que reciben tratamiento antirretro-
viral en un Hospital Nacional de Lima, Perú 2013. Rev Peru Med 
Exp Salud Publica 2015; 32: 731-738.

12. Valenzuela-Rodríguez G, Mendo-Urbina F, Espichan-Gambirazzio M. 
Prevalencia de factores de riesgo cardiovascular en una población 
peruana de pacientes con infección por el virus de inmunodeficien-
cia humana en terapia antiretroviral de gran actividad. Rev Med 
Hered 2007; 18: 10-14.

13. Rondan PL, Flores-Chavez O, Doria NA, Valencia-Mesias G, Chávez- 
Pérez V, Soria J. Elevada frecuencia de dislpidemia en pacientes in-
fectados por VIH en un Hospital Público Peruano. Rev Peru Med 
Exp Salud Publica 2017; 34: 239-244.

14. Segura-Vega L, Agusti R, Ruiz-Mori E. Factores de Riesgo de las 
Enfermedades Cardiovasculares en el Perú II. Rev Peru Cardiol 
(Lima) 2013; 39: 5-59.

15. Seclen SN, Rosas ME, Arias AJ, Huayta E, Medina CA. Prevalen-
ce of  diabetes and impaired fasting glucose in Peru: report from 
PERUDIAB, a national urban population-based longitudinal study. 
BMJ Open Diabetes Res Care 2015; 3: e000110. DOI: 10.1136/bmj-
drc-2015-000110.

16. Waters DD, Hsue P. Lipid abnormalities in persons living with HIV 
infection. Can J Cardiol 2019; 39: 249-259.

17. Noubissi EC, Katte JC, Sobngwi E. Diabetes and HIV. Curr Diab 
Rep 2018; 18: 125. DOI: 10.1007/s11892-018-1076-3.

18. Masenga SK, Hamooya BM, Nzala S, Kwenda G, Heimburger DC, 
Mutale W, et al. Patho-immune mechanism of hypertension in HIV: 
a systematic and thematic review. Curr Hypertens Rep 2019; 21: 56. 
DOI: 10.1007/s11906-019-0956-5.

19. Karanika S, Karantanos T, Carneiro H, Assoumou SA. Develop-
ment and validation of  the HIV-CARDIO-PREDICT score to es-
timate the risk of cardiovascular events in HIV-infected patients. 
Cells 2023; 12: 523. DOI: 10.3390/cells12040523.

20. Mosepele M, Hemphill LC, Palai T, Nikele T, Bennett K, Lockman S, 
et al. Cardiovascular disease risk prediction by the American Colle-
ge of Cardiology (ACC)/American Heart Association (AHA) Athe-
rosclerotic Cardiovascular Disease (ASCVD) risk score among 
HIV-infected patients in sub-Saharan Africa. PLoS One 2017; 12; 
e172897. DOI: 10.1371/journal.pone.0172897.

21. D’Agostino RB, Vasan RS, Pencina MJ, Wolf PA, Cobain M, Massa-
ro JM, et al. General cardiovascular risk profile for use in primary 
care. Circulation 2008; 117: 743-753.

22. Groenewegen KA, Den Ruijter HM, Pasterkamp G, Polak JF, Bots ML, 
Peters S. Vascular age to determine cardiovascular disease risk: 
A systematic review of its concepts, definitions, and clinical appli-
cations. Eur J Prev Cardiol 2016; 23: 264-274.

23. Mascolini M. Vascular Age Exceeds Actual Age in HIV-Positive 
Men in Metabolic Clinic. 3rd International Workshop on HIV and 
Aging. November 5-6, 2012.

24. Ladapo JA, Richards AK, DeWitt CM, Harawa NT, Stoptaw S, Cun-
ningham WE, et al. Disparities in the quality of cardiovascular care 
between HIV-infected versus HIV-uninfected adults in the United 

States: a cross-sectional study. J Am Heart Assoc 2017; 6: e007107. 
DOI: 10.1161/JAHA.117.007107.

25. Azevedo TDA, Villela Moreira ML, Dos Santos-Nucera APC. Car-
diovascular risk estimation by the ASCVD risk estimator applica-
tion in a University Hospital. Int J Cardiovasc Sci 2018; 31: 492-498.


