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Objectives. We aimed to compare coronary risk factors, burden of coronary artery disease (CAD), and 1-year prognosis of people
living with HIV (PLWH) and HIV-negative controls who underwent percutaneous coronary intervention (PCI) for acute
coronary syndromes (ACSs). Background. Cardiovascular disease is drawing more and more attention in PLWH since effective
antiretroviral therapy (ART) has been available. Clinical characteristics and outcomes of PLWHundergoing PCI for ACS in China
remain unknown.Methods. We compared demographic characteristics, angiographic features, and 1-year outcomes of 48 PLWH
versus 48 HIV-negative controls matched for age (±2 years), sex, diabetes mellitus, and year of PCI (±2 years) in Beijing Ditan
Hospital, Capital Medical University from January 2008 to November 2020. Results. In PLWH (mean age: 53.6± 10.6 years, 95.8%
male, and 79.2% on ART), high-density lipoprotein cholesterol was lower than in HIV-negative controls; however, the statin use
was more common, the incidence of hypertension was lower, and low-density lipoprotein cholesterol, and the body mass index
were significantly lower than in controls. Two groups had a similar extent of coronary atherosclerosis as measured by the presence
of multivessel diseases and the median Gensini score; however, lesions of PLWHwere longer and were more likely to locate at the
proximal segment of the coronary artery. In addition, the risk of major adverse cardiac and cerebrovascular events at 1 year was
similar in both groups. Conclusion. PLWH undergoing PCI displayed similar CAD burden and 1-year prognosis compared with
HIV-negative patients. Early detection of cardiovascular risk factors and appropriate secondary prevention of CAD in PLWH
might alleviate the risk of severe adverse cardiovascular events.

1. Introduction

)e introduction of antiretroviral therapy (ART) resulting in
care of HIV has dramatically changed the natural history of
people living with HIV (PLWH) [1, 2]. Today, PLWH have a
life expectancy not significantly different from HIV-negative
people. However, concerns remain about all the comorbidities
associated with aging and the effects of chronic therapies in
this population, including coronary artery disease (CAD) [3].

Chronic immune activation, inflammation, metabolic
disturbances secondary to antiretroviral drugs, and high

prevalence of traditional risk factors are involved in the
development of premature atherosclerosis and athero-
thrombosis in PLWH [4, 5]. However, studies focusing on
percutaneous coronary intervention (PCI) in PLWH with
acute coronary syndrome (ACS) are sparse [6], and dis-
crepancies have been reported in coronary risk factors,
angiographic features, and prognosis during the acute and
longer-term phases [7–10]. )e aim of our study was to
compare coronary risk factors, angiographic features, and 1-
year clinical outcomes post PCI of PLWH and HIV-negative
patients with ACS.
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2. Methods

2.1. Study Design and Population. )e data for all PLWH
admitted for ACS in Beijing Ditan Hospital, Capital Medical
University from January 2008 to December 2020 were
collected from the Tongren medical information system,
which included medical record data for all inpatient hos-
pitalizations in Beijing Ditan Hospital since 2008. Diagnoses
at discharge are coded according to the International
Classification of Diseases, ninth revision (ICD-9). All PLWH
diagnosed with unstable angina (UA, n� 27) or myocardial
infarction (MI, n� 50) were included in the study. After
excluding those underwent plain old balloon angioplasty
alone (n� 7), coronary angiography alone (n� 16), throm-
bolysis alone (n� 3), and failed PCI (n� 3), our study
population included 48 PLWH who underwent PCI with at
least one stent. As age (±2 years), sex, diabetes mellitus, and
year of PCI (±2 years) are strong risk factors for cardio-
vascular disease, we applied the method of individual
matching to enroll the HIV-negative patients who under-
went PCI due to MI or UA as the control group by 1 :1
matching. )e study was approved by the Human Science
Ethical Committee of Beijing Ditan Hospital, Capital
Medical University (No. 2021-021-02).

2.2. Data Collection. Baseline characteristics, quantitative
CAG, and one-year major adverse cardiac and cerebro-
vascular events (MACCEs) were compared in PLWH with
matched HIV-negative patients. MACCE were defined as
recurrent ACS, reintervention, stroke, and all-cause death.
Data were also collected concerning HIV infection. Loss of
follow-up was defined as no clinic visit every 3 months and
no inpatient record within 1 year. We assessed ACS severity
using a 6-month mortality prediction scale, and the GRACE
score was performed the last week before discharge [11].

2.2.1. Baseline Characteristics. Baseline characteristics in-
cluded demographic characteristic, medical history, physical
examination, the laboratory data, and echocardiographic
parameters on admission.

2.2.2. HIV-Related Characteristics. Data on HIV infection
were collected, including CD4 counts and HIV load (VL)
within 6 months before ACS, prior exposure to ART, time
since HIV diagnosis, ART regimen, history of opportunistic
infections, and comorbidities.

2.2.3. Angiographic Data Collection. )e characteristics and
severity of CAD were assessed according to lesion charac-
teristics, the number of diseased vessels, the thrombolysis in
myocardial infarction (TIMI) flow grade before and after
PCI, and the Gensini score. Lesion characteristics included
the lesion length (>20mm as long lesions), lesion location,
and degree of stenosis with or without a thrombus. )e
diseased vessel was defined as the vessel with stenosis. )e
culprit vessel was defined as the vessel that was registered as
the primary-treated vessel during PCI [12]. For the Gensini

score, grading scales were applied according to the degree of
stenosis for each coronary lesion. )e score was further
multiplied depending on the artery type (left anterior
descending, left circumflex, and right coronary) and the
location (proximal, mid, and distal). )e final Gensini score
was the summation of each individual lesion score [13].

2.3. Statistical Analysis. Continuous variables were pre-
sented as the mean± standard deviation (SD) and the me-
dian (interquartile range (IQR)) and were compared using
Student’s t-test and the Wilcoxon rank-sum test, respec-
tively. Categorical variables were presented as frequency
(percentage) and compared using the chi-squared test.
Survival curves were analyzed using the Kaplan–Meier
curves.

Multivariate Cox regression analysis was performed to
determine the hazard ratio (HR) for the one-year MACCE.
)e body mass index (BMI), hypertension, and use of statins
on admission were used for our multivariate analysis. P

values <0.05 were considered statistically significant. All
analyses were performed using SPSS statistical software
version 26.0.

3. Results

3.1. Baseline Characteristics. A total of 48 PLWH (95.8%
men) with confirmed ACS who underwent PCI were en-
rolled in the present analysis. )e mean age was 53.6 years,
with 43.8% of patients having diabetes mellitus. A total of 16
PLWH presented as ST-segment-elevation myocardial in-
farction (STEMI, 33.3%), 11 PLWH presented as non-ST-
segment-elevation myocardial infarction (NSTEMI, 22.9%),
and 21 PLWH presented as UA (43.8%). )e incidence of
UA tended to be higher in PLWH but not statistically
significant (43.8% vs. 33.3%, P � 0.577). Table 1 depicts the
main clinical characteristics of two groups. )e proportions
of current smokers (56.3% vs. 66.7%) and of those with
chronic kidney disease (4.2% vs. 8.3%) were similar to the
two groups (all P values >0.05). )e incidence of hyper-
tension was significantly higher in the HIV-negative group
(64.6% vs. 37.5%, P � 0.008), but the blood pressure at
admission was similar (P � 0.315). A family history of CVD
was more common but not significant (41.7% vs. 25%,
P � 0.083) in the HIV-negative group. Prescription of most
drugs for secondary prevention of CVD (aspirin, clopi-
dogrel, β receptor blockers, and renin angiotensin aldo-
sterone system (RAAS) inhibitors) at admission was
comparable between groups (all P values >0.05). However,
PLWH received statin more frequently (47.9% vs. 10.4%,
P< 0.001). )ey had a lower BMI (24.7± 4.5 kg/m2 vs.
26.8± 3.8 kg/m2, P< 0.001) than HIV-negative controls.

As compared to HIV-negative controls, low-density li-
poprotein cholesterol (LDL-C 1.95± 0.77mmol/L vs.
2.69± 0.99mmol/L, P< 0.001) and high-density lipoprotein
cholesterol (HDL-C 0.79± 0.22mmol/L vs.
0.92± 0.21mmol/L, P � 0.006) were significantly lower in
PLWH. )ey also showed significantly decreased fasting
blood-glucose (7.27± 2.76mmol/L vs. 8.87± 3.53mmol/L,
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P � 0.017) but no difference in hemoglobin A1c (HbA1c).
Echocardiographic findings on admission did not differ, with
the comparable left ventricular ejection fraction (LVEF,
52%± 14% vs. 56%± 9%, P � 0.069), left ventricular mass
index (LVMI, 96 g/m2 (IQR, 77–114) vs. 88 g/m (IQR, 74–104),
P � 0.137), and incidence of left ventricular diastolic dys-
function (LVDD, 60.4% vs. 71.7%, P � 0.247) between groups.

3.2. HIV-Related Characteristics. Table 2 shows the main
parameters regarding HIV infection. A total of 38 (79.2%)
PLWH were on ARTwith the median treatment duration of
4 years (IQR 2–9). Of these patients, non-nucleoside reverse
transcriptase inhibitors (NNRTIs) and nucleoside reverse
transcriptase inhibitors (NRTIs) were the most common

antiretroviral drugs (31.6% and 47.4%, respectively). Only
15.8% of them were taking protease inhibitors (PIs). )e
median CD4+ T cell counts and VL prior to ACS were 365
(182–631) cells/mL and <40 copies/ml (IQR< 40–37633),
respectively. A total of 16 PLWH were syphilis positive, 3
PLWH were hepatitis C virus (HCV) positive, and 9 PLWH
had a history of opportunistic infections.

3.3. Angiographic Characteristics. Angiographic character-
istics are shown in Table 3. Overall, the incidence of multi-
vessel diseases (47.9% vs. 42.8%, P � 0.793) and the median
Gensini score (55± 37 vs. 52± 27,P � 0.646) was comparable;
however, PLWHweremore likely to have a longer total length
of lesion (52mm (33–90) vs. 32mm (22–59), P � 0.007) and

Table 1: )e demographic information, previous medical history, and laboratory results at admission compared between PLWH and HIV-
negative controls.

PLWH (n� 48) HIV-negative controls (n� 48) P value
Age (years, mean and SD) 53.6± 10.6 53.0± 10.3 0.777
Male (n, %) 46 (95.8%) 46 (95.8%) 1.000
Current smoker (n, %) 27 (56.3%) 32 (66.7%) 0.294
BMI (kg/m2, mean and SD) 24.7± 4.5 26.8± 3.8 0.018
Hypertension (n, %) 18 (37.5%) 31 (64.6%) 0.008
BP (mean of systolic and diastolic BP (mmHg)± SD) 102± 13 104± 13 0.315
Diabetes mellitus (n, %) 21 (43.8%) 21 (43.8%) 1.000
On insulin (n, %) 6 (12.5%) 5 (10.4%) 0.749
Chronic kidney disease (n, %) 2 (4.2%) 4 (8.3%) 0.677
Family history of CVD (n, %) 12 (25%) 20 (41.7%) 0.083
Medications on admission (n, %)
Aspirin 14 (29.2%) 9 (18.8%) 0.232
Clopidogrel 10 (20.8%) 5 (10.4%) 0.160
Statin 23 (47.9%) 5(10.4%) <0.001
Β receptor blocker 8 (16.7%) 3 (6.3%) 0.109
RAAS inhibitor 11 (22.9%) 14 (29.8%) 0.447
CAD presentation (n, %)
STEMI 16 (33.3%) 19 (39.5%) 0.577
NSTEMI 11 (22.9%) 13 (27.0%)
UA 21 (43.8%) 16 (33.3%)
Echocardiographic parameters
LVEF (%, mean and SD) 52± 14 56± 9 0.069
LVDD (n, %) 29 (60.4%) 33 (71.7%) 0.247
LVMI (g/m2, median and IQR) 96 (77–114) 88 (74–104) 0.137
Baseline labs (mean and SD/median and IQR)
Triglycerides (mmol/L) 1.60 (1.05–2.25) 1.55 (1.10–2.20) 0.781
Total cholesterol (mmol/L) 3.73± 1.34 4.37± 1.13 0.016
LDL-C (mmol/L) 1.95± 0.77 2.69± 0.99 <0.001
HDL-C (mmol/L) 0.79± 0.22 0.92± 0.21 0.006
cTnI (ng/ml 0.21 (0.09–0.92) 0.21 (0.05–2.91) 0.118
BNP (pg/ml) 76 (39–386) 140 (99–236) 0.470
D-dimer (mg/L) 0.28 (0.15–0.69) 0.57 (0.43–0.93) 0.089
Fasting blood-glucose (mmol/L) 7.27± 2.76 8.87± 3.53 0.017
HbA1c (%) 6.1 (5.5–6.7) 5.9 (5.4–8.2) 0.170
Creatinine (mmol/L) 79± 30 78± 24 0.871
Leukocyte counts (109/L) 5.64± 1.83 9.39± 3.61 <0.001
Hemoglobin (g/dL) 13.9± 5 14.5± 1.4 0.493
CRP (mg/dL) 2.5 (1.2–7.2) 5 (1.2–9.7) 0.722
PLWH: people living with HIV; BMI: body mass index; BP: blood pressure; CVD: cardiovascular disease; SD: standard deviation; IQR: interquartile range;
RAAS: renin angiotensin aldosterone system; CAD: coronary artery disease; STEMI: ST-segment-elevation myocardial infarction; NSTEMI: non-ST-
segment-elevation myocardial infarction; UA: unstable angina; LVEF: left ventricular ejection fraction; LVDD: left ventricular diastolic dysfunction; LVMI:
left ventricular mass index; LDL-C: low-density lipoprotein cholesterol; HDL-C: high-density lipoprotein cholesterol; BNP: brain natriuretic peptide; HbA1c:
hemoglobin A1c; CRP: C-reactive protein.
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Table 2: HIV-related characteristics at admission.

Variables Statistic value
Receiving ART (n, %) 38 (79.2%)
∗time since ART initiation (years, median, and IQR) 4 (2–9)
History of opportunistic infections (n, %) 9 (18.8%)
Syphilis (n, %) 16 (33.3%)
HCV (n, %) 3 (6.3%)
∗∗CD4 cell counts before ACS (cells/μl, median, and IQR) 365 (182–631)
∗∗∗VL before ACS (copies/ml, median, and IQR) <40 (<40–37633)
aART drugs (n, %)
NRTIs 18 (47.4%)
NNRTIs 12 (31.6%)
PIs 6 (15.8%)
Unknown 2 (5.3%)
)e symbol ∗indicates that 38 patients were included receiving ART; the symbol ∗∗ indicates that the CD4 cell count was only available in 31 patients; the
symbol ∗∗∗ indicates thatVL was only available in 26 patients. ART: antiretroviral therapy; IQR: interquartile range; HCV: hepatitis C virus; ACS: acute
coronary syndrome; VL: HIV load; NNRTIs: non-nucleoside reverse transcriptase inhibitors; NRTIs: nucleoside reverse transcriptase inhibitors; PIs: protease
inhibitors.

Table 3: Angiographic characteristics in PLWH and HIV-negative controls.

PLWH (n� 48) HIV-negative controls (n� 48) P value
Number of diseased vessels (n, %) 0.793
1-vessel 13 (27.1%) 12 (25.0%)
2-vessel 12 (25.0%) 15 (31.3%)
3-vessel 23 (47.9%) 21 (42.8%)
Gensini score (mean and SD) 55± 37 52± 27 0.646
Total length of lesion (mm, median, and
IQR) 52 (33–90) 32 (22–59) 0.007

Total number of stents (mean and SD) 2.42± 1.66 1.56± 1.11 0.004
Diseased vessels of PLWH

(n� 108)
Diseased vessels of HIV-negative controls

(n� 109) P value

Culprit lesion location (n, %) 0.194
Left main 0 (0%) 0 (0%)
LAD 33 (49.3%) 32 (58.2%)
LCX 16 (23.9%) 10 (18.2%)
RCA 18 (26.9%) 13 (23.6%)
Lesion location (n, %) 0.401
Left main 1 (0.9%) 1 (0.9%)
LAD 39 (36.1%) 44 (40.4%)
LCX 32 (29.6%) 30 (27.5%)
RCA 36 (33.3%) 34 (31.2%)
Long lesion (n, %) 64 (59.2%) 42 (38.5%) 0.002
Location within artery (n, %)
Proximal 55 (50.9%) 39 (35.8%) 0.024
Mid 34 (31.5%) 46 (42.2%) 0.102
Distal 19 (17.6) 24 (22.0%) 0.413
)rombus (n, %) 5 (4.6%) 10 (9.2%) 0.498
Diameter stenosis (%, median and IQR) 85 (75–100) 80 (60–100) 0.149
TIMI flow before PCI (n, %) 0.776
0 25 (23.1%) 25 (22.9%)
1 3 (2.8%) 5 (4.6%)
2 0 (0%) 0 (0%)
3 80 (71.3%) 79 (69.7%)
TIMI flow after PCI (n, %) 1.000
0 0 (0%) 0 (0%)
1 0 (0%) 0 (0%)
2 0 (0%) 0 (0%)
3 108 (100%) 109 (100%)
PLWH: people living with HIV; SD: standard deviation; IQR: interquartile range; LAD: left anterior descending artery; LCX: left circumflex coronary artery;
RCA: right coronary artery; TIMI: thrombolysis in myocardial infarction; PCI: percutaneous coronary intervention.
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more stents implanted (2.42± 1.66 vs. 1.56± 1.11, P � 0.004).
As many patients had more than one diseased vessel, 108
diseased vessels for the PLWH group and 109 diseased vessels
for the HIV-negative control group were analyzed. )e left
anterior descending artery (LAD) was the most common
diseased vessel and the culprit vessel in both groups (all P

values >0.05). Nonsignificant differences were detected with
regard to coronary thrombi (4.6% vs. 9.2%, P � 0.498), di-
ameter stenosis (85% (75%–100%) vs. 80% (60%–100%),
P � 0.149), and TIMI flow grade before PCI (P � 0.776). As
compared to the control group, PLWH were found to have
more long lesions (59.2% vs. 38.5%, P � 0.002) and more
proximal lesions (50.9% vs. 35.8%, P � 0.024).

3.4. Characteristics at Discharge and 1-Year MACCE. )e
rates of evidence-based medication use on discharge were
high in both groups (Table 4), with similar rates of dual

antiplatelet therapy (100% vs. 97.9%, P � 1.000), statin
(100% vs. 100%, P � 1.000), β receptor blocker (83.3% vs.
85.4%, P � 1.000), and RAAS inhibitors (68.8% vs.
79.2%, P � 1.000). )e mean GRACE score at discharge
was comparable between the two groups (71.8 ± 24.8 vs.
69.5 ± 19.3, P � 0.611). Of these patients, 30 PLWH and
37 HIV-negative controls have 1-year follow-up data.
)e overall incidence (20% vs. 12.5%, P � 0.688, Table 4)
and risk (P � 0.74, Figure 1) of 1-year MACCE did not
differ significantly between the PLWH group and the
HIV-negative group. )ree PLWH and 3 HIV-negative
controls had a recurrent ACS (P � 1.000). )ree PLWH
and 1 control required reintervention (P � 0.318). Two
controls experienced stroke. No patient experienced all-
cause death. Multivariate Cox regression for major in-
dependent factors, including hypertension, BMI, and
use of statins on admission, did not alter clinical out-
comes (Table 5).

Table 4: GRACE score and medications at discharge and the one-year MACCE incidence.

PLWH (n� 48) HIV-negative controls (n� 48) P value
GRACE score at discharge (mean and SD) 71.8± 24.8 69.5± 19.3 0.611
Medications at discharge (n, %)
DAPT 48 (100%) 47 (97.9%) 1.000
Statin 48 (100%) 48 (100%) 1.000
β receptor blocker 40 (83.3%) 41 (85.4%) 1.000
RAAS inhibitor 33 (68.8%) 38 (79.2%) 0.245

PLWH (n� 30) HIV-negative controls (n� 37) P value
One-year MACCE (n, %) 6 (20%) 6 (12.5%) 0.688
Recurrent ACS (n, %) 3 (10%) 3 (8.1%) 1.000
Reintervention (n, %) 3 (10%) 1 (2.7%) 0.318
Stroke (n, %) 0 (0%) 2 (1.1%) 0.498
All-cause death (n, %) 0 (0%) 0 (0%) 1.000
MACCEs: major adverse cardiac and cerebrovascular events; PLWH: people living with HIV; DAPT: dual antiplatelet therapy; RAAS: renin angiotensin
aldosterone system; ACS: acute coronary syndrome.
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4. Discussion

Our study reported the coronary risk factors, angiographic
pattern, and clinical outcome of ACS in PLWH undergoing
PCI. PLWH were compared with the control group of HIV-
negative patients matched for age, sex, diabetes mellitus, and
year of PCI. )e results suggested PLWH had a similar
extent of CAD according to the presence of multivessel
disease and the median Gensini score as compared with
HIV-negative patients. However, lesions of PLWH were
characterised by a longer and more proximal stenosis. )e
risk of MACCE did not significantly differ between the two
groups, even after multivariable adjustments.

HIV infection has become a chronic disease with non-
AIDS defining illnesses as the main cause of morbidity and
mortality, particularly CAD [14]. PLWH are at increased risk
for CAD compared with the general population of the same
age [15, 16]. )e presence of CAD is usually revealed by the
occurrence of ACS, and PCI is the primary method of re-
vascularization in PLWH [6, 17]. Available data suggest the
presence of an accelerated process of coronary atheroscle-
rosis in this population due to a higher prevalence of tra-
ditional risk factors, chronic inflammation, immune
activation, and aging related to HIV infection [18]. In the
present study, most of PLWH undergoing PCI were re-
ceiving ART. Some of the antiretroviral drugs such as efa-
virenz and PIs, which are widely used in China, are
associated with severe lipodystrophy, disturbed glucose
metabolism, and dyslipidemia [19]. However, the pre-
scription rate of the drugs for secondary prevention of CVD
in our study was extremely high in PLWH both on ad-
mission and at discharge. )e incidence of lipid metabolic
abnormalities including an elevated serum cholesterol level
and hypertriglyceridemia did not show a significant increase
in PLWH of our cohort, which might be due to the high rate
of statin use. )e good adherence of cardiovascular drugs in
PLWH of our cohort may benefit from close outpatient
follow-up and physicians’ awareness of taking intervention
to mitigate risk of non-AIDS events. In addition, the
prevalence of traditional cardiovascular factors including
hypertension and a high BMI was lower in PLWH than that
in HIV-negative patients, suggesting the contribution of
HIV infection-associated factors in the pathogenesis of
CAD. Previous studies have reported that PLWH had a
higher prevalence of LVDD and a higher LVMI than those in
HIV-negative controls, which might be associated with low
nadir and recent CD4 count, higher levels of inflammation,
side effects frommedication, and the direct effect of virus on

the myocardium [20, 21]. However, in patients with ACS, we
observed similar echocardiographic findings between
groups.)e predominant mechanismmay be ischemic heart
disease and atherosclerosis in the setting of ACS [20].

In the previous studies, the most common presentation
is STEMI (29% to 64%), followed by NSTEMI (20% to 48%),
and UA (18% to 46%) [4]. )e risk of myocardial infarction
(MI) increased by 50%–100% in HIV-infected patients
compared with control individuals without HIV infection
[2, 22, 23], probably due to the increased prevalence of
noncalcified coronary atherosclerotic plaque and high-risk
morphological plaque [6, 24]. However, whether the type of
ACS differs in the HIV-infected population compared with
the uninfected population is not obvious. Hsue et al. re-
ported more UA in PLWH, and Boccara et al. described the
similar spectrum of ACS in PLWH and HIV-negative pa-
tients with a first episode of ACS [7, 25]. In our study, UA
was slightly more common in PLWH and STEMI was
slightly more common in HIV-negative patients. However,
there was no significant difference in these rates between the
two groups.

We provided the angiographic description of coronary
vasculopathy and lesion characteristics in patients with HIV.
)e degree of CAD assessed by the number of diseased
vessels was reported in PLWH, with 35% to 56% of patients
had single-vessel disease, 18% to 28% of patients had double-
vessel disease, and 13% to 76% of patients had triple-vessel
disease [26–28]. We investigated by quantifying the CAD
burden with the presence of multivessel disease as well as the
Gensini score and reported similar prevalence of multivessel
disease and the median Gensini score in both groups. In
addition, the lesions of PLWH were characterised by longer
stenosis and were localized in more proximal coronary
segments, which were also reported in other studies [8, 29].
)e angiographic differences and the discord between the
angiographic profile and clinical presentation may reflect
substantial differences in the pathogenesis of atherosclerosis
in PLWH [8]. In the future, intravascular imaging (intra-
vascular optical coherence tomography, intravascular ul-
trasound imaging, etc.) would provide more accurate
assessments.

)e long-term prognosis of PLWH with ACS has been
evaluated in a few studies. PLWH exhibited a higher rate of
recurrent ischemic events compared with HIV-negative
patients, but long-term cardiovascular and total mortality
did not differ significantly [7, 26, 30]. In the present study,
the risk of overall MACCE at 1 year was similar in both
groups. A slightly higher incidence of reintervention was
observed in PLWH. )e absence of difference in prognosis
may be attributed to the high rate of evidence-based
medications. )is suggests that there is now a need to
improve the completeness of secondary prevention medi-
cation among PLWH with ACS to ensure that all the po-
tential benefits of secondary prevention are realised.

4.1. Study Limitations. )e present study had several limi-
tations. First, this study is limited by the small size, single
center, and retrospective nature. Second, the rate of loss to

Table 5: Multivariate logistic regression analysis of 1-year
MACCE.

HR 95% CI P value
HIV status 0.65 0.17–2.50 0.53
BMI 0.98 0.85–1.14 0.82
Hypertension 0.42 0.17–1.64 0.21
Use of statin on admission 1.79 0.45–7.12 0.41
MACCEs: major adverse cardiac and cerebrovascular events; HR: hazard
ratio; CI: confidence interval; BMI: body mass index.
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follow-up was relatively high, which might have an impact
on reliability of results. In addition, a one-year MACCEmay
not reflect the true picture, and a long-term studymay reflect
different results.

5. Conclusion

In conclusion, our study suggests that PLWH undergoing
PCI displayed longer and more proximal lesions but similar
CAD burden compared with age and sex matched HIV-
negative patients. )e 1-year prognosis after PCI does not
significantly worsen compared with HIV-negative controls.
Taking early detection of cardiovascular risk factors and
appropriate secondary prevention of CAD in PLWH might
alleviate the risk of severe adverse cardiovascular events.
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