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Abstract.
Objectives: The aims of the study were to describe the prevalence of obesity in the POPPY cohort,
to identify demographic, clinical and HIV-specific factors associated with obesity, and to characterize
the association between obesity and socio-demographic, clinical, HIV-specific factors and quality-oflife (QoL).
Methods: Cross-sectional analysis of baseline data from the three groups (“older” people with HIV
(PWH) aged ≥50 years, “younger” PWH aged <50 years, HIV-negative controls aged ≥50 years)
within the POPPY cohort. Obesity was defined as a Body Mass Index (BMI) > 30 Kg/m2.
Results: 1361 subjects were included, of which 335 (24.6%) were obese. The prevalence of obesity
was higher in controls (22.3%) than in older (16.8%) and younger (14.2%) PWH, with no differences
between the two groups of PWH. Factors associated with obesity were older age, female gender,
black African ethnicity and alcohol consumption. Recreational drug use and a higher current CD4+
T-cell count (in PWH) were associated with lower and higher odds of being obese, respectively.
Presence of obesity was associated with worse physical health QoL scores, higher odds of having
cardiovascular

disease,

type

2

diabetes,

hypertension

but

lower

odds

of

having

osteopenia/osteoporosis, irrespective of HIV status.
Conclusions: Despite a lower prevalence of obesity in PWH, specific subgroups (women, people
of black African origin and older people) were more likely to be obese and negative health
consequences of obesity were evident, regardless of HIV status. Whether targeted preventive
strategies can reduce the burden of obesity and its complications in PWH remains to be determined.

Introduction
Obesity represents an emerging health problem worldwide. According to the World Health
Organization (WHO) 39% of women and men globally were overweight in 2016, with the prevalence
of obesity nearly tripling since 1975 [1]. The prevalence of being overweight, defined as a body mass
index (BMI) ≥25 kg/m2, is particularly high in developed countries, with prevalence rates in Ireland
and the UK among the highest (>60%) in Europe. Obesity (defined as a BMI ≥30 kg/m2) is associated
with increased all-cause and cardiovascular disease (CVD) mortality in the general population,
especially in severely obese subjects (BMI ≥35 kg/m2) [2].
Antiretroviral therapy (ART) has transformed HIV into a chronic condition with life expectancy of
people with HIV (PWH) approaching that of the general population [3]. However, there has been a
concomitant increase in non-AIDS related co-morbidities such as CVD and metabolic complications,
related to a number of factors, including ageing and immune activation [4]. Moreover, the prevalence
of obesity in PWH, including those from low-income countries, is rising [5-12] and several studies
have tried to identify risk factors for obesity in this population. While most of the findings from

observational studies agree on the existence of associations between obesity and older age, female
gender and length of HIV infection [6-9,11,12], reported associations with CD4+ T-cell count and
different antiretroviral (ARV) regimens are controversial [6-9,12-17] and few studies have explored
associations between ageing and obesity in PWH with appropriate control groups.
The Pharmacokinetic and clinical Observations in PeoPle over fiftY (POPPY) Study is a multicentre,
prospective, observational study initiated in 2013 to assess the clinical outcomes of PWH over the
age of 50 in England and Ireland [18]. Given evidence suggesting an accentuated and perhaps
accelerated ageing process in PWH [19], the POPPY study aims to describe the burden of clinical
conditions in older PWH compared with two demographically similar control groups; younger PWH
and older HIV-negative individuals. This cohort provides an opportunity to examine the risk factors
for obesity and associated conditions in both PWH and HIV negative subjects that can explore the
impact of ageing. The aims of our study were to describe the prevalence of obesity in the POPPY
cohort, and to define the associations of demographic, clinical and HIV-specific factors with obesity.
These data may help identify potential targets for future research into prevention strategies to avoid
the development of obesity and its complications.

Methods
Study design and participants
The characteristics of the POPPY cohort and the eligibility criteria have been described previously
[18]. The cohort includes three groups of people: “older” PWH aged ≥50 years, “younger” PWH aged
<50 years and HIV-negative controls aged ≥50 years. All subjects were either of white or black
African ethnicity and PWH had a history of sexually acquired HIV infection (those with intravenous
drug use as a principal transmission risk factor were not included). The younger PWH were
frequency-matched with the older PWH in terms of gender, ethnicity, sexual orientation and
participating clinic, whereas the HIV-negative controls were frequency-matched with the older PWH
on gender, ethnicity, sexual orientation and location, and were recruited in sexual health clinics or
through community recruitment strategies. All participants provided written informed consent. The
present study is a cross-sectional analysis based on information collected at cohort enrollment (April
2013-February 2016) including only those subjects with available data on BMI.
Data collection.
Demographic, socio-economic and clinical information was collected by trained staff using a
structured questionnaire, as previously described [20]. Weight and height were measured at the
baseline visit, following a standardised protocol across clinical sites. Obesity was defined as a BMI
≥30 kg/m2, based on the WHO case definition. A history of hepatitis B virus (HBV) and/or hepatitis
C virus (HCV) infection was defined on the basis of available serological tests or clinical records;
information on other medical conditions was reported by the subjects during the interview, including
CVD, type 2 diabetes, renal disease, liver disease and hypertension. Co-morbidities were confirmed
with the aid of medical notes, healthcare resources use records and list of medications. Osteopenia
and osteoporosis were defined as a T-score between -1.0 and -2.5 and a T-score <-2.5, respectively,
as assessed with Dual-energy X-ray Absorptiometry (DXA) measuring bone mineral density (BMD)
at the lumbar spine and the hip. For each study participant quality of life was assessed during the
visit using the Short Form 36 (SF-36) questionnaire [21]. HIV-specific parameters (prior AIDS events,
dates and values of all CD4+ and CD8+ T-cell counts and HIV RNA assessments, and a detailed
ART history) were derived through linkage with the UK CHIC study and the University College Dublin
Infectious Diseases (UCD ID) cohort for subjects recruited in the Republic of Ireland [22,23].
Statistical analysis
Median and interquartile range (IQR) or frequency were used to describe the characteristics of the
study participants as appropriate. Overall differences in the prevalence of obesity between the
groups were tested for significance using the Chi-squared test.
In order to identify factors associated with obesity in the full study population, a logistic regression
analysis was performed, using obesity as the dependent variable and demographic (gender,
ethnicity, mode of HIV acquisition/sexual orientation, marital status, educational attainment), lifestyle

(smoking status, alcohol consumption, recreational drug use in the past 6 months) and clinical factors
(HBV and/or HCV coinfection, number of medications received, use of lipid-lowering drugs (LLD),
mental health medications or corticosteroids) as independent variables.
For the purposes of these analyses, the two groups of PWH were combined to allow for HIV status
and age to be considered as separate factors. Those variables for which an association with obesity
was observed in univariable analysis (with p<0.1 used as a threshold for significance), were included
simultaneously in a multivariable regression model (multivariable analysis 1). HIV status, age,
gender and ethnicity were retained in the model irrespective of their level of significance, considering
their supposed importance as factors associated with obesity from previous studies [7-11]. Those
variables that remained significantly associated with obesity in multivariable analysis 1 were then
included in a second multivariable model that also retained HIV status, age, gender and ethnicity
(multivariable analysis 2). In order to test whether the association of risk factors for obesity in
multivariable analysis 2 differed between PWH and HIV-negative controls, we added the interaction
term for each of these factors (one at the time) with HIV-status in multivariable analysis 2.
Associations of HIV-specific risk factors with obesity were assessed using logistic regression models
restricted to PWH with adjustment for risk factors identified in multivariable analysis 2. HIV-related
factors considered for these models were: prior AIDS; years since HIV diagnosis and ART start;
current and nadir CD4+ T-cell count; years with a CD4+ T-cell count <200 cells/L; CD4+ T-cell count
recovery rate; current CD4+:CD8+ T-cell ratio; HIV RNA <50 copies/mL; and cumulative exposure to
nucleoside reverse transcriptase inhibitors (NRTIs), tenofovir disoproxil fumarate/emtricitabine
(TDF/FTC), abacavir/lamivudine, non-nucleoside reverse transcriptase inhibitors (NNRTIs),
protease inhibitors (PIs) and integrase strand transfer inhibitors (INSTIs).
In order to test the robustness of our results, two sensitivity analyses were performed for each model,
one using BMI as a continuous variable and the other using presence of class II obesity (BMI ≥35
kg/m2) as a binary outcome.
Associations of obesity with quality-of-life (QoL, physical and mental health summary scales from
the SF-36 questionnaire) and co-morbidities (CVD, type 2 diabetes, renal impairment, liver
impairment,

hypertension,

osteopenia/osteoporosis)

were

evaluated

using

a

series

of

median/logistic regression models. For each model, QoL (median regression) or the presence of
each co-morbidity (logistic regression) was considered to be the dependent variable, with obesity
considered to be the independent variable. Each model also included age, gender and ethnicity as
potential confounders. Models were also fit after stratification by HIV-status and the interaction
between HIV-status and obesity was included in models to investigate whether the potential role of
obesity in these events differed between those with and without HIV.

Results
Study population and prevalence of obesity
Of 1377 individuals recruited to the POPPY cohort, information on BMI was available for 1361
(98.8%) subjects, of whom 689 (50.6%) were older PWH, 372 (27.4%) were younger PWH and 300
(22%) were older HIV-negative controls. Of the 16 subjects for whom BMI data was not available,
10 were older PWH, 2 younger PWH and 4 HIV-negative controls. Included subjects were
predominantly male (62.5%), of white ethnicity (75%) and MSM (56.3%). Demographic, lifestyle and
clinical characteristics of the three analysed groups are summarized in Table 1. The HIV-negative
control group included a higher proportion of female subjects, people of white ethnicity and
heterosexuals, whereas PWH were more likely to report recreational drug use in the past 6 months,
HBV and HCV co-infection, use of mental health medications and, for the older PWH, use of LLDs.
(Insert Table 1 here)
Figure 1 shows the distribution of BMI in the three groups. In the cohort overall, median (IQR) BMI
was 25.7 (23.3, 28.6) kg/m2, and in the individual groups was 25.7 (23.4, 28.4), 25.2 (23.0, 27.9) and
26.8 (24.2, 29.5) in older PWH, younger PWH and HIV-negative controls respectively (p<0.001,
Kruskal-Wallis test). In total, 235 subjects (17.26%) were classified as obese: 115 (16.8%) older
PWH, 53 (14.2%) of younger PWH and 67 (22.3%) of HIV-negative controls (p=0.02, Chi-squared
test). The prevalence of obesity was higher in the HIV-negative control group than in both the older
and younger PWH (p=0.04 and p=0.01, respectively), with no significant difference between the two
groups of PWH (p=0.30). Of note, the HIV-negative group also included a higher proportion of
individuals with class II obesity (BMI ≥35 kg/m2) than either the older or younger PWH (8.3% versus
4.0% and 2.4%, respectively).
(Insert Figure 1 here)
Factors associated with obesity (Table 2)
In univariable analyses, HIV-positive subjects were less likely to be obese than HIV-negative controls
(p=0.009). Of the socio-demographic factors, older age, female gender and black African ethnicity
were all significantly associated with a higher rate of obesity (p=0.02 for age, and p<0.001 for gender
and ethnicity). A significant association was also found with mode of HIV acquisition/sexuality, with
heterosexual subjects being more likely to be obese than men having sex with men (MSM, p<0.001),
and with marital status, with those who were divorced/widowed or married/in a relationship being
more likely to be obese than single subjects (p<0.001 and p=0.02, respectively). In contrast, no
association was seen between obesity and level of education. Ex-smokers and current smokers
were both less likely to be obese than non-smokers (p<0.001 for smoking status) with a similar
association seen for current alcohol and recreational drug users compared to non-users (p<0.001
for both). Subjects with a history of HCV infection were less likely to be obese (p=0.004), whereas

no significant association with obesity was found for HBV infection, number of medications, or use
of LLT, mental health medications or steroids.
(Insert Table 2 here)
In the first multivariable analysis (multivariable analysis 1, Table 2), HIV was no longer associated
with presence of obesity, with only age (p=0.05) and black African ethnicity (p<0.001) remaining
significantly associated with obesity among the demographic factors. In addition, previous alcohol
use was found to be significantly associated with a higher rate of obesity (p=0.01 for alcohol
consumption) while recreational drug use remained associated with lower rate of obesity. None of
the remaining factors were significantly associated with obesity in this multivariable model.
After removing factors that were no longer significantly associated with obesity from the model
(multivariable analysis 2, Table 2), black African ethnicity (p<0.001), female gender (p=0.04), older
age (p=0.04) but not HIV status remained significantly associated with a higher rate of obesity. In
addition, the associations with previous alcohol use and recreational drug use in the past 6 months
also remained significantly associated with obesity in this final model. Interaction analyses revealed
no evidence that the associations between these factors and obesity differed between those with
and without HIV infection (p-values for interaction were 0.44 for age, 0.19 for gender, 0.68 for
ethnicity, 0.95 for alcohol consumption and 0.17 for recreational drug use). Furthermore, sensitivity
analyses using BMI as a continuous variable and BMI ≥35 kg/m2 as a binary outcome showed similar
associations.
Associations between HIV-specific factors and obesity (Table 3)
Table 3 shows the HIV characteristics associated with obesity in univariable and multivariable
models restricted to PWH. In unadjusted models, individuals with a higher CD4+ T-cell count at the
POPPY study baseline visit had higher odds of being obese (p=0.003), which remained significant
(p<0.001) after adjusting for factors associated with obesity derived from multivariable analysis 2
(see above). Although no significant associations were observed with any of the other HIV-specific
factors, including the CD4:CD8 ratio or cumulative exposure to specific antiretroviral medications,
individuals who had experienced a longer time with a CD4+ T-cell count <200 cells/mm3 were less
likely to be obese, albeit of borderline significance (p=0.06). Similar results were obtained in a
sensitivity analyses using BMI as a continuous variable and BMI ≥35 kg/m2 as a binary outcome.
(Insert Table 3 here)
Impact of obesity on quality of life and co-morbidities in the whole study cohort: logistic
regression analysis.
The median (IQR) SF-36 physical health score was 47.1 (36.9, 54.6) for obese PWH, 53.0 (43.0,
56.4) for non-obese PWH, 52.5 (44.1, 56.4) for obese HIV-negative controls and 55.7 (52.7, 58.1)
for non-obese HIV-negative controls. In analyses adjusted for age, gender and ethnicity, obesity was

associated with lower physical health scores in both PWH and HIV-negative controls (p<0.001;
regression coefficient -4.5, 95% CI -6.9, -2.2 for PWH; regression coefficient -3.1, 95% CI -4.8, -1.3
for HIV-negative controls), with no significant differences between the two groups (p=0.31 for the
interaction).
In contrast, the median SF-36 mental health scores were 52.6 (41.7, 57.7) for obese PWH, 50.9
(41.6, 57.0) for non-obese PHW, 55.2 (48.0, 58.3) for obese HIV-negative controls and 56.8 (52.0,
59.2) for non-obese HIV-negative controls, with no significant associations observed between
obesity and mental health scores (p=0.54 for PWH and p=0.30 for HIV-negative controls) and no
differences between the two groups (p=0.11 for the interaction).
Regarding co-morbidities (Table 4), in both PWH and HIV negative controls, presence of obesity
was associated with increased CVD (P<0.01 for both groups), type 2 diabetes (p<0.01 for both) and
hypertension (p<0.001 for both), with no significant differences in the observed associations with
obesity between the two groups. Obese subjects also had a lower likelihood of having
osteopenia/osteoporosis at both the lumbar spine (p=0.02 for PWH and p=0.002 for controls) and
hip (p<0.001 for PWH and p=0.007 for controls), with no between-group differences in the
associations with obesity. No association between obesity and renal disease was observed in either
group. While obese PWH had higher odds of having liver disease than non-obese PWH (p=0.003).
no similar association between obesity and liver disease was seen in HIV-negative controls, although
the difference in effect estimates between the two groups was not statistically significant. The
associations remained similar in sensitivity analyses with BMI as a continuous variable and when
using BMI ≥35 kg/m2 as the outcome.
(Insert Table 4 here)

Discussion.
In this large cohort of older and younger PWH compared with a representative control group of older
HIV negative participants, we demonstrated a lower prevalence of obesity in PWH compared to HIVnegative subjects. However, we also observed negative health consequences of obesity in both
PWH and controls that include an increased risk of prevalent co-morbidities as well as impacts on
physical function. Given the fact that these co-morbidities and lower QoL measures are both more
prevalent in PWH, these results suggest an important contribution of obesity to co-morbidities in
PWH.
Other observational studies have shown lower BMI values in PWH and identified female gender,
black African ethnicity and age as risk factors for obesity [5,7-11,25-28]. However, BMI values at
diagnosis and rates of obesity in PWH have increased over the years [5,25-27], and a recent study
from Denmark showed a higher prevalence of abdominal obesity, as defined by the waist-hip ratio,
in PWH compared to controls, suggesting that fat distribution might be different in PWH [8]. Of note,

the fact that HIV was no longer associated with lower odds of being obese in the multivariable model
might suggest that the prevalence of obesity in the three groups was predominantly influenced by
other demographic factors, such as gender and ethnicity, considering the fact that the HIV-negative
group had a significantly higher proportion of white subjects and females, compared to PWH (see
Table 1). Other socio-economic factors that have been previously linked to an increased risk of
obesity are low income/educational level, being married, alcohol consumption and having quit
smoking, whereas being MSM, current cigarette smoking and recreational drug use have been
associated with lower odds of being obese [15,30-38]. Our findings of a lower odds of being obese
in current smokers and recreational drug users are in line with the published literature, although we
did not recruit individuals with a history of injection drug use as a HIV transmission risk factor, which
may have impacted somewhat on this association. On the other hand, the association between
previous alcohol use, but not current use, and an increased risk of obesity in our cohort might have
been influenced by other factors, such as the amount of alcohol consumed when the participant was
drinking or the reasons why the person had discontinued drinking, none of which were recorded as
part of the interview. Finally, differences in body image perception and cultural background between
the various groups (i.e. MSM vs black African women) should be considered when interpreting these
results.
Considering clinical factors, a high prevalence of obesity in patients with HCV infection has been
previously reported [39]. However, no significant association with viral hepatitis (HBV/HCV) was
observed in our cohort, although this might have been influenced by the lack of information about
the infection status, whether chronic or resolved. Moreover, even though LLD are frequently used in
obese people for the treatment of dyslipidaemia [40], and both corticosteroids and antidepressants
have been associated with weight gain [41,42], we observed no association between the use of
these medications and prevalent obesity, potentially as a consequence of the different rates of LLD
use between the three groups, and the overall small numbers reporting use of corticosteroids and
antidepressants.
When obesity was considered as a risk factor for co-morbidities, prevalent obesity was associated
with significant health outcomes, as shown by the higher odds of having CVD, type 2 diabetes and
hypertension in our cohort, irrespective of HIV status. PWH have nearly a doubled risk of myocardial
infarction and a higher risk of other co-morbidities such as diabetes and renal and liver disease
[3,4,43-46]. The negative health outcomes associated with obesity in our cohort suggest its important
contribution to the development of co-morbidities, which is particularly relevant in PWH, given the
higher prevalence of co-morbidities in this population. The lack of any association between renal and
liver diseases and obesity might be explained by the small number of subjects experiencing these
complications

in

our

cohort.

Obesity

was

associated

with

lower

odds

of

having

osteopenia/osteoporosis irrespective of HIV status, in line with what is known from literature about

the effect of a higher fat mass on the axial and appendicular bone remodelling [47]. Finally, obesity
was associated with lower physical health, as assessed by the SF-36 scale, in line with previous
studies showing an association between obesity and lower quality of life [48]. A previous analysis
from the POPPY cohort showed an association between pain and pain-related healthcare use and
worse QoL scores in PWH, especially in the older population [49]. Taken together these findings
suggest the existence of a mutual relationship between co-morbidities and QoL in obese PWH,
where obesity could have an impact on QoL through an increased burden of co-morbidities and/or
vice versa.
Regarding HIV-specific factors, we observed significant associations between higher current CD4+
T-cell count and prevalent obesity. Previous studies have provided contrasting evidence regarding
the association between CD4+ T-cell count and obesity, with some studies describing a low nadir
CD4+ T-cell count as a risk factor for obesity [6-8], and others showing a higher prevalence of obesity
in subjects with higher pre-ART CD4+ T-cell counts [9,12,13]. The association between higher CD4+
T-cell count and obesity might be a consequence of improved general health leading to increased
fat accumulation in people with a better immunological status. While ART initiation is associated with
weight gain [50], the role of the different classes of ARV drugs in the development of obesity is less
clear. Some studies suggest an increased risk of weight gain with early generation ARV drugs,
especially thymidine analogue NRTI (tNRTI) and some PIs [6,7,12-15], while more recent studies
have linked greater weight gain with initiation of ART containing INSTI [29], newer PIs and tenofovir
alafenamide (TAF) [51]. However, it is still unclear to what extent the weight gain observed arises as
a consequence of immune reconstitution following ART initiation or the effect of specific ARVs
[17,18]. Recent findings from a large randomised trial showed a significantly greater weight gain in
female subjects following initiation of dolutegravir combined with either TAF or TDF, as compared to
men, suggesting gender influences on body fat changes associated with dolutegravir [52]. Moreover,
a recent large cohort study enrolling predominantly white subjects, showed no differences in mean
weight gain in those who switched to an INSTI based regimen, compared to those who did not
change ART, although black women experienced the highest weight gain (>10% from baseline), thus
pointing towards a possible higher susceptibility to INSTI-associated weight increase in specific
ethnic groups [53]. The lack of any association between different ARVs and obesity in our study
might have been influenced by the characteristics of our population, considering that whilst a
considerable proportion of PWH had a history of exposure to tNRTI (49.3%) and older PIs (60.3%)
and, at the time of data collection, a relatively small proportion had been exposed to INSTIs (and
only 3.7% to second generation INSTI) and TAF.
Our study has some limitations. Firstly, the absence of a young control group might represent a limit
in understanding the additional effect of HIV infection on the development of co-morbidities in
younger subjects. Moreover, information on co-morbidities was derived during the interview and

might have been influenced by subjects’ misconceptions about their health status, although this
would only have affected previously unrecorded health problems, since the study staff had access
to healthcare records. Another limitation is the use of BMI for the definition of obesity, which does
not take into account abdominal obesity (of greater clinical relevance in terms of CVD risk), even
though BMI is generally accepted as the standard measurement to define this condition. Finally, the
design of the study as a cross-sectional analysis limits our ability to draw conclusions with regards
to causality or the direction of associations between supposed risk factors and obesity.
In conclusion, although our study shows that HIV was not an independent risk factor for obesity in
the POPPY cohort, specific subgroups such as women, people of black African origin and older
subjects were at greater risk of obesity, and the negative health consequences of obesity in terms
of higher prevalence of co-morbidities and worse physical function on QoL were consistently
observed regardless of HIV status. Given the higher prevalence of co-morbidities, especially in older
in PWH, these data point to the importance of addressing obesity in strategies aimed at reducing the
impact of non-AIDS complications as PWH age.

Acknowledgements.
We would like to thank all participants and staff involved in the POPPY study.
POPPY management team: Marta Boffito, Paddy Mallon, Frank Post, Caroline Sabin, Memory
Sachikonye, Alan Winston, Amalia Ndoutoumou, Daphne Babalis.
POPPY Scientific Steering Committee: Jane Anderson, David Asboe, Marta Boffito, Lucy Garvey,
Paddy Mallon, Frank Post, Anton Pozniak, Caroline Sabin, Memory Sachikonye, Jaime Vera, Ian
Williams, Alan Winston.
POPPY Sites and Trials Unit (alphabetical): Caldecot Centre, King’s College Hospital (Frank Post,
Lucy Campbell, Selin Yurdakul, Sara Okumu, Louise Pollard, Beatriz Santana Suarez), Department
of Infection and Population Health, University College London (Ian Williams, Damilola Otiko, Laura
Phillips, Rosanna Laverick, Michelle Beynon, Anna-Lena Salz, Abigail Severn), Elton John Centre,
Brighton and Sussex University Hospital (Martin Fisher, Amanda Clarke, Jaime Vera, Andrew
Bexley, Celia Richardson, Sarah Kirk, Rebecca Gleig), HIV Molecular Research Group, School of
Medicine, University College Dublin (Paddy Mallon, Alan Macken, Bijan Ghavani-Kia, Joanne Maher,
Maria Byrne, Ailbhe Flaherty, Aoife McDermott), Homerton Sexual Health Services, Homerton
University Hospital (Jane Anderson, Sifiso Mguni, Rebecca Clark, Rhiannon Nevin-Dolan,
Sambasivarao Pelluri), Ian Charleson Day Centre, Royal Free Hospital (Margaret Johnson, Nnenna
Ngwu, Nargis Hemat, Anne Carroll, Sabine Kinloch, Mike Youle and Sara Madge), Imperial Clinical

Trials Unit, Imperial College London (Amalia Ndoutoumou, Daphne Babalis), St. Mary’s Hospital
London, Imperial College Healthcare NHS Trust (Alan Winston, Lucy Garvey, Jonathan Underwood,
Lavender Tembo, Matthew Stott, Linda McDonald, Felix Dransfield), St Stephen’s Centre, Chelsea
and Westminster Hospital (Marta Boffito, David Asboe, Anton Pozniak, Margherita Bracchi, Nicole
Pagani, Maddalena Cerrone, Daniel Bradshaw, Francesca Ferretti, Chris Higgs, Elisha Seah,
Stephen Fletcher, Michelle Anthonipillai, Ashley Moyes, Katie Deats, Irtiza Syed, Clive Matthews,
Peter Fernando).
POPPY methodology/ statistics/analysis: Caroline Sabin, Davide De Francesco, Emmanouil
Bagkeris.
Conflict of interest: CAS has received funding from Gilead Sciences and ViiV Healthcare for
membership of data safety and monitoring boards, advisory boards, and speaker panels and for
preparation of educational materials. PWMG reports grants and/or personal fees from Gilead
Sciences, MSD, ViiV Healthcare and Janssen. AW reports grants, speaker honorarium or advisory
board fees from Gilead Sciences, ViiV Healthcare, BMS, Janssen and MSD. FAP reports grants
and personal fees from Gilead Sciences, ViiV Healthcare and Janssen. MB has received travel and
research grants from and has been advisor for Janssen, Roche, ViiV, Bristol-Myers Squibb, Merck
Sharp & Dohme, Gilead, Mylan, Cipla and Teva. JA reports grants from Imperial College and
personal fees and/or non-financial support from Gilead Sciences, ViiV, MSD and Jansen. ERF has
received payment for consultancy or advisory roles from Gilead and Abbvie, honoraria from Gilead,
Abbvie and MSD, and support covering travel, accommodations, and expenses from Gilead, Abbvie
and Pfizer. DB, DDF, EB, IW, JHV, MJ, MS and SS report no conflicts of interest.
Financial disclosure: The POPPY study is funded by investigator-initiated grants from BMS, Gilead
Sciences, Janssen, Merck and ViiV Healthcare (EudraCT Number: 2012- 003581-40; Sponsor
Protocol Number: CRO1992). The study is also supported by the National Institute for Health
Research (NIHR) Biomedical Research Centre based at Imperial College Healthcare NHS Trust and
Imperial College London and by an NIHR Senior Investigator Award to Professor C. A. Sabin. The
views expressed are those of the author(s) and not necessarily those of the NHS, the NIHR or the
department of Health.
Authors’ Contributions: CAS, AW, MB, FAP and PWGM designed and obtained funding for the
POPPY study. SS developed the initial concept and data analysis plan for the present analysis (with
CAS, DDF, PWGM and EF), undertook the literature review and prepared the initial draft of the
manuscript. DDF performed all data analyses and supported the preparation of the first draft of the
manuscript. DB provided study co-ordination and, together with EB, supported essential data
collection and preparation of the datasets. FAP, MB, PWGM, and AW provided clinical interpretation
of study findings and are members of the POPPY study management team (with CAS and MS). JA,

IW, JHV and MJ provided intellectual input to the POPPY study design, supported study recruitment,
data collection and clinical management. MS provided liaison with the HIV patient community for all
aspects of the study design and management. All authors provided critical review of the draft
manuscript and have seen and approved the final version.
Justification of the number of contributors: This multi-site study reflects the work of a large number
of individuals. The authors listed were all actively involved in the development of the study protocol,
the interpretation of study findings, and preparation and approval of the manuscript.

References
1. World Health Organisation. Obesity and Overweight. Geneva, Switzerland: World Health
Organisation; 2018 [updated February 2018; cited 2019 May 16]. Available from:
www.who.int/mediacentre/factsheets/fs311/en/.
2. Ponce-Garcia I, Simarro-Rueda M, Carbayo-Herencia JA et al. Prognostic value of obesity
on both overall mortality and cardiovascular disease in the general population. PLoS One.
2015 May 20;10(5):e0127369.
3. Samji H, Cescon A, Hogg RS et al. Closing the gap: increases in life expectancy among
treated HIV-positive individuals in the United States and Canada. PLoS One. 2013 Dec
18;8(12):e81355.
4. Smith CJ, Ryom L, Weber R et al. Trends in underlying causes of death in people with HIV
from 1999 to 2011 (D:A:D): a multicohort collaboration. Lancet. 2014 Jul 19;384(9939):2418.
5. Koethe JR, Jenkins CA, Lau B et al. Rising Obesity Prevalence and Weight Gain Among
Adults Starting Antiretroviral Therapy in the United States and Canada. AIDS Res Hum
Retroviruses. 2016 Jan;32(1):50-8.
6. Ilozue C, Howe B, Shaw S et al. Obesity in the HIV-infected population in Northeast England:
a particular issue in Black-African women. Int J STD AIDS. 2017 Mar;28(3):284-289.
7. Bakal DR, Coelho LE, Luz PM et al. Obesity following ART initiation is common and
influenced by both traditional and HIV-/ART-specific risk factors. J Antimicrob Chemother.
2018 Aug 1;73(8):2177-2185.
8. Gelpi M, Afzal S, Lundgren J et al. Higher Risk of Abdominal Obesity, Elevated Low-Density
Lipoprotein Cholesterol, and Hypertriglyceridemia, but not of Hypertension, in People Living
With Human Immunodeficiency Virus (HIV): Results From the Copenhagen Comorbidity in
HIV Infection Study. Clin Infect Dis. 2018 Aug 1;67(4):579-586.

9. Ezechi LO, Musa ZA, Otobo VO, Idigbe IE, Ezechi OC. Trends and risk factors for obesity
among HIV positive Nigerians on antiretroviral therapy. Ceylon Med J. 2016 Jun;61(2):5662.
10. Semu H, Zack RM, Liu E et al. Prevalence and Risk Factors for Overweight and Obesity
among HIV-Infected Adults in Dar es Salaam, Tanzania. J Int Assoc Provid AIDS Care. 2016
Nov;15(6):512-521.
11. Bloomfield GS, Hogan JW, Keter A et al. Hypertension and obesity as cardiovascular risk
factors among HIV seropositive patients in Western Kenya. PLoS One. 2011;6(7):e22288.
12. Huis In 't Veld D, Pengpid S, Colebunders R, Peltzer K. Body Mass Index and Waist
Circumference in Patients with HIV in South Africa and Associated Socio-demographic,
Health Related and Psychosocial Factors. AIDS Behav. 2018 Jun;22(6):1972-1986.
13. Guehi C, Badjé A, Gabillard D et al. High prevalence of being Overweight and Obese HIVinfected persons, before and after 24 months on early ART in the ANRS 12136 Temprano
Trial. AIDS Res Ther. 2016 Feb 25;13:12.
14. Freitas P, Carvalho D, Santos AC et al. Prevalence of obesity and its relationship to clinical
lipodystrophy in HIV-infected adults on anti-retroviral therapy. J Endocrinol Invest. 2012
Dec;35(11):964-70.
15. Santiprabhob J, Tanchaweng S, Maturapat S et al. Metabolic Disorders in HIV-Infected
Adolescents Receiving Protease Inhibitors. Biomed Res Int. 2017;2017:7481597.
16. Obry-Roguet V, Brégigeon S, Cano CE et al. Risk factors associated with overweight and
obesity in HIV-infected people: Aging, behavioral factors but not cART in a cross-sectional
study. Medicine (Baltimore). 2018 Jun;97(23):e10956.
17. Achhra AC, Mocroft A, Reiss P et al. Short-term weight gain after antiretroviral therapy
initiation and subsequent risk of cardiovascular disease and diabetes: the D:A:D study. HIV
Med. 2016 Apr;17(4):255-68.
18. Bagkeris E, Burgess L, Mallon PW et al. Cohort profile: The Pharmacokinetic and clinical
Observations in PeoPle over fiftY (POPPY) study. Int J Epidemiol. 2018 Oct 1;47(5):13911392e.
19. Guaraldi G, Orlando G, Zona S et al. Premature age-related comorbidities among HIVinfected persons compared with the general population. Clin Infect Dis. 2011
Dec;53(11):1120-6.
20. De Francesco D, Underwood J, Bagkeris E et al. Risk factors and impact of patterns of cooccurring comorbidities in people living with HIV. AIDS. 2019 Jun 26.
21. Ware JE Jr, Sherbourne CD. The MOS 36-item short-form health survey (SF-36). I.
Conceptual framework and item selection. Med Care. 1992 Jun;30(6):473-83.
22. The UK Collaborative HIV Cohort Study website. Available at: http://www.ukchic.org.uk/
[Accessed 19th July 2019].

23. McGettrick P, Ghavami-Kia B, Tinago W et al. The HIV Care Cascade and sub-analysis of
those linked to but not retained in care: the experience from a tertiary HIV referral service in
Dublin Ireland. HIV Clin Trials. 2017 May;18(3):93-99.
24. Crum-Cianflone N, Tejidor R, Medina S, Barahona I, Ganesan A. Obesity among patients
with HIV: the latest epidemic. AIDS Patient Care STDS. 2008 Dec;22(12):925-30.
25. Flegal KM, Kruszon-Moran D, Carroll MD, Fryar CD, Ogden CL. Trends in Obesity Among
Adults in the United States, 2005 to 2014. JAMA. 2016 Jun 7;315(21):2284-91.
26. Ford ND, Patel SA, Narayan KM. Obesity in Low- and Middle-Income Countries: Burden,
Drivers, and Emerging Challenges. Annu Rev Public Health. 2017 Mar 20;38:145-164.
27. Wang Y, Beydoun MA. The obesity epidemic in the United States--gender, age,
socioeconomic, racial/ethnic, and geographic characteristics: a systematic review and metaregression analysis. Epidemiol Rev. 2007;29:6-28. Epub 2007 May 17.
28. Wang L, Southerland J, Wang K et al. Ethnic Differences in Risk Factors for Obesity among
Adults in California, the United States. J Obes. 2017;2017:2427483.
29. Venter WDF, Moorhouse M, Sokhela S et al. Dolutegravir plus Two Different Prodrugs of
Tenofovir to Treat HIV. N Engl J Med. 2019 Jul 24.
30. Dinsa GD, Goryakin Y, Fumagalli E, Suhrcke M. Obesity and socioeconomic status in
developing countries: a systematic review. Obes Rev. 2012 Nov;13(11):1067-79.
31. Mata J, Frank R, Hertwig R. Higher body mass index, less exercise, but healthier eating in
married adults: Nine representative surveys across Europe. Soc Sci Med. 2015 Aug;138:11927.

32. Gallus S, Odone A, Lugo A et al. Overweight and obesity prevalence and determinants in
Italy: an update to 2010. Eur J Nutr. 2013 Mar;52(2):677-85.
33. Brown A, Siahpush M. Risk factors for overweight and obesity: results from the 2001 National
Health Survey. Public Health. 2007 Aug;121(8):603-13.
34. Newlin Lew K, Dorsen C, Long T. Prevalence of Obesity, Prediabetes, and Diabetes in
Sexual Minority Men: Results From the 2014 Behavioral Risk Factor Surveillance System.
Diabetes Educ. 2018 Feb;44(1):83-93.
35. Sneve M, Jorde R. Cross-sectional study on the relationship between body mass index and
smoking, and longitudinal changes in body mass index in relation to change in smoking
status: the Tromso Study. Scand J Public Health. 2008 Jun;36(4):397-407.
36. Tian J, Venn A, Otahal P, Gall S. The association between quitting smoking and weight gain:
a systematic review and meta-analysis of prospective cohort studies. Obes Rev. 2015
Oct;16(10):883-901.

37. Pengpid S, Peltzer K. Associations between behavioural risk factors and overweight and
obesity among adults in population-based samples from 31 countries. Obes Res Clin Pract.
2017 Mar - Apr;11(2):158-166.
38. Hu L, Matthews A, Shmueli-Blumberg D, Killeen TK, Tai B, VanVeldhuisen P. Prevalence of
obesity for opioid- and stimulant-dependent participants in substance use treatment clinical
trials. Drug Alcohol Depend. 2018 Sep 1;190:255-262.
39. Lazo M, Nwankwo C, Daya NR et al. Confluence of Epidemics of Hepatitis C, Diabetes,
Obesity, and Chronic Kidney Disease in the United States Population. Clin Gastroenterol
Hepatol. 2017 Dec;15(12):1957-1964.e7.
40. Klop B, Elte JW, Cabezas MC. Dyslipidemia in obesity: mechanisms and potential targets.
Nutrients. 2013 Apr 12;5(4):1218-40.
41. Savas M, Muka T, Wester VL et al. Associations Between Systemic and Local Corticosteroid
Use With Metabolic Syndrome and Body Mass Index. J Clin Endocrinol Metab. 2017 Oct
1;102(10):3765-3774.
42. Avila C, Holloway AC, Hahn MK et al. An Overview of Links Between Obesity and Mental
Health. Curr Obes Rep. 2015 Sep;4(3):303-10.
43. Freiberg MS, Chang CC, Kuller LH et al. HIV infection and the risk of acute myocardial
infarction. JAMA Intern Med. 2013 Apr 22;173(8):614-22.
44. Hernandez-Romieu AC, Garg S, Rosenberg ES, Thompson-Paul AM, Skarbinski J. Is
diabetes prevalence higher among HIV-infected individuals compared with the general
population? Evidence from MMP and NHANES 2009-2010. BMJ Open Diabetes Res Care.
2017 Jan 5;5(1):e000304.
45. Whiteside YO, Selik R, An Q et al. Comparison of Rates of Death Having any DeathCertificate Mention of Heart, Kidney, or Liver Disease Among Persons Diagnosed with HIV
Infection with those in the General US Population, 2009-2011. Open AIDS J. 2015 Feb
27;9:14-22.
46. Kooij KW, Vogt L, Wit FWNM et al. Higher Prevalence and Faster Progression of Chronic
Kidney Disease in Human Immunodeficiency Virus-Infected Middle-Aged Individuals
Compared With Human Immunodeficiency Virus-Uninfected Controls. J Infect Dis. 2017 Sep
15;216(6):622-631.
47. Dolan E, Swinton PA, Sale C, Healy A, O'Reilly J. Influence of adipose tissue mass on bone
mass in an overweight or obese population: systematic review and meta-analysis. Nutr Rev.
2017 Oct 1;75(10):858-870.
48. Kolotkin RL, Andersen JR. A systematic review of reviews: exploring the relationship between
obesity, weight loss and health-related quality of life. Clin Obes. 2017 Oct;7(5):273-289.

49. Sabin CA, Harding R, Bagkeris E et al. Pain in people living with HIV and its association with
healthcare resource use, well being and functional status. AIDS. 2018 Nov 28;32(18):26972706.
50. Mallon PW, Miller J, Cooper DA, Carr A. Prospective evaluation of the effects of antiretroviral
therapy on body composition in HIV-1-infected men starting therapy. AIDS. 2003 May
2;17(7):971-9.
51. Sax PE, Erlandson KM, Lake JE et al. Weight Gain Following Initiation of Antiretroviral
Therapy: Risk Factors in Randomized Comparative Clinical Trials. Clin Infect Dis. 2019 Oct
14. pii: ciz999.
52. McCann K, Moorhouse M, Sokhela S et al. The ADVANCE clinical trial: changes from
baseline to week 96 in DXA-assessed body composition in TAF/FTC+DTG compared to
TDF/FTC+DTG, and TDF/FTC/EFV. 17th European AIDS Conference. Basel, Switzerland,
November 2019.
53. Verboeket S, Boyd A, Wit F et al. Switching to an integrase inhibitor containing antiretroviral
regimen is not associated with above-average weight gain in middle-aged people living with
HIV on long-term suppressive antiretroviral therapy, the AGEhIV cohort study. 17th European
AIDS Conference. Basel, Switzerland, November 2019.

Figure 1. Distribution of BMI categories in the three demographic groups in the POPPY cohort. Obesity was defined as
a Body Mass Index (BMI) ≥ 30 Kg/m2. Overweight was defined as a BMI ≥ 25 Kg/m2. Underweight was defined as a BMI
<18.5 kg/m2. PWH: People With HIV.
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Table 1. Baseline demographic, lifestyle and clinical characteristics of PWH aged ≥50 years and <50 years, and HIV-negative study participants aged >50 years. PWH: People With
HIV. MSM: Men who have Sex with Men. GCSE: General Certificate of Secondary Education.

n (%) or median
(interquartile range, IQR)
Gender

Male
Female

Age [years]

PWH ≥50 (n=689)

PWH <50 (n=372)

≥50 HIV-negative
(n=300)

606 (88.0%)
83 (12.0%)

301 (80.9%)
71 (19.1%)

192 (64.0%)
108 (36.0%)

57 (53, 62)

43 (38, 48)

58 (54, 63)

Ethnicity

Black-African
White

94 (13.6%)
595 (86.4%)

74 (19.9%)
298 (80.1%)

30 (10.0%)
270 (90.0%)

Sexual orientation/mode of
HIV acquisition

MSM/homosexual
Heterosexual

542 (78.7%)
147 (21.3%)

267 (71.8%)
105 (28.2%)

142 (47.3%)
158 (52.7%)

Education

No qualifications
O levels/GCSEs/A level (or equivalent)
University
Other/Not known

73 (10.6%)
209 (30.3%)
291 (42.2%)
116 (16.8%)

29 (7.8%)
116 (31.2%)
172 (46.2%)
55 (14.8%)

22 (7.3%)
81 (27.0%)
145 (48.3%)
52 (17.3%)

Marital status

Single
Married/In a relationship
Divorced/widowed

325 (47.2%)
291 (42.2%)
73 (10.6%)

193 (51.9%)
166 (44.6%)
13 (3.5%)

91 (30.3%)
163 (54.3%)
46 (15.4%)

Alcohol consumption

No alcohol use
Previous alcohol use
Current alcohol use

55 (8.0%)
87 (12.6%)
547 (79.4%)

32 (8.6%)
38 (10.2%)
302 (81.2%)

18 (6.0%)
23 (7.7%)
259 (86.3%)

Smoking status

Never smoked
Ex-smoker
Current smoker

267 (38.9%)
263 (38.3%)
156 (22.7%)

159 (43.0%)
102 (27.6%)
109 (29.5%)

137 (46.0%)
119 (39.9%)
42 (14.1%)

Recreational drug use (past 6 months)

175 (25.4%)

129 (34.7%)

43 (14.3%)

Hepatitis B infection
Hepatitis C infection

127 (18.5%)
59 (8.6%)

54 (14.5%)
33 (8.9%)

20 (6.7%)
2 (0.7%)

6 (4, 9)

4 (3, 6)

1 (0, 3)

Number of co-medications

On lipid lowering therapy
On mental health medications
On steroids

167 (24.2%)
86 (12.5%)
44 (6.4%)

18 (4.8%)
42 (11.3%)
9 (2.4%)

37 (12.3%)
13 (4.3%)
21 (7.0%)

Table 2: Odds ratio (OR, with 95% CI) obtained from univariable and multivariable regression models to investigate associations between obesity and socio-demographics, lifestyle
factors and HIV-status/group. Both multivariate models included HIV status, age, gender and ethnicity. MSM: Men who have Sex with Men. GCSE: General Certificate of Secondary
Education. * Number of medications: total number of medications used by the subject, including ART for PWH. ** Mental health medications include all drugs used to treat mental
illnesses (i.e. anti-psychotics, anti-depressants, mood stabilisers)

HIV-positive (vs. HIV-negative)
Age (per 10 years older)
Female gender (vs. male)
Black African ethnicity (vs. white)
Heterosexual (vs. MSM)
Marital status (vs. single)
Married/In a relationship
Divorced/widowed
Education (vs. university degree)
No qualifications
A levels/O levels/GCSEs
Other/Unknown
Smoking status (vs. never smoked)
Ex-smoker
Current smoker
Alcohol consumption (vs. no alcohol
use)
Previous alcohol use
Current alcohol use
Recreational drug use in past 6 months
History of Hepatitis B Infection
History of Hepatitis C Infection
Number of medications* (vs. 0)
1-4
5-9
10+
On lipid lowering drugs
On mental health medications**

Univariable analysis
OR (95%CI)
p
0.65 (0.48, 0.90)
0.009
1.18 (1.03, 1.36)
0.02
3.04 (2.23, 4.15) <0.001
4.29 (3.08, 5.97) <0.001
3.21 (2.41, 4.29) <0.001
0.002
1.45 (1.07, 1.97)
2.17 (1.38, 3.41)
0.35
0.97 (0.57, 1.65)
0.90
1.19 (0.85, 1.66)
0.31
1.39 (0.94, 2.05)
0.10
<0.001
0.70 (0.52, 0.96)
0.37 (0.24, 0.56)

Multivariable analysis 1
OR (95%CI)
p
0.81 (0.55, 1.20)
0.29
1.18 (1.00, 1.39)
0.05
1.42 (0.88, 2.32)
0.16
2.77 (1.67, 4.64) <0.001
1.15 (0.66, 1.94)
0.61
0.37
1.27 (0.91, 1.76)
1.16 (0.69, 1.93)

<0.001

0.01

0.97 (0.55, 1.70)
0.46 (0.29, 0.73)
0.34 (0.23, 0.52)
1.18 (0.81, 1.73)
0.43 (0.20, 0.89)
0.99 (0.60, 1.65)
1.04 (0.62, 1.73)
1.31 (0.72, 2.41)
1.36 (0.95, 1.94)
1.21 (0.78, 1.88)

<0.001
0.39
0.02
0.67
0.97
0.89
0.38
0.11
0.39

Multivariable analysis 2
OR (95%CI)
p
0.74 (0.52, 1.08)
0.11
1.20 (1.02, 1.41)
0.03
1.55 (1.04, 2.29)
0.03
3.25 (2.13, 4.96)
<0.001

0.16
0.95 (0.68, 1.35)
0.64 (0.39, 1.01)

1.91 (1.02, 3.62)
1.00 (0.60, 1.74)
0.62 (0.39, 0.97)

0.04

0.75 (0.32, 1.53)

0.46

0.02
1.89 (1.03, 3.54)
1.04 (0.62, 1.78)
0.54 (0.34, 0.83)

0.006

On steroids

1.46 (0.83, 2.56)

0.18

Table 3: Odds ratio (with 95% CI) obtained from univariable and adjusted regression model to investigate associations between obesity and HIV-specific factors in PWH (n=1061).
* Adjusted for age, gender, ethnicity, alcohol consumption and recreational drug use. NRTIs: Nucleoside Reverse-Transcriptase Inhibitors. TDF: tenofovir disoproxil fumarate. FTC:
emtricitabine. ABC: abacavir. 3TC: lamivudine. NNRTIs: Non-Nucleoside Reverse-Transcriptase Inhibitors. PIs: Protease Inhibitors. INSTI: Integrase Strand Transfer Inhibitors.
Years since HIV diagnosis (per 5-year)
Current CD4+ T cell count (per 100 cells/μL higher)
Nadir CD4+ count (per 100 cells/μL higher)
Years with CD4+ count <200 cells/mm3 (per year)
CD4+ count recovery rate (per 100 cells/mm3/year)
Current CD4+:CD8+ T cell ratio (per 1-log higher)
HIV RNA <50 copies/ml
Prior AIDS diagnosis
Cumulative exposure to NRTIs (per year)
Cumulative exposure to TDF/FTC (per year)
Cumulative exposure to ABC/3TC (per year)
Cumulative exposure to NNRTIs (per year)
Cumulative exposure to PIs (per year)
Cumulative exposure to INSTI (per year)

Median (IQR) or n (%)
13.2 (7.8, 20.4)
625 (475, 811)
202 (102, 308)
0.0 (0.0, 0.7)
0.25 (0.07, 0.49)
0.73 (0.50, 1.02)
953 (90.2%)
308 (29.0%)
8.5 (4.3, 14.0)
4.8 (2.3, 6.7)
3.4 (1.3, 6.9)
5.7 (2.4, 10.2)
6.0 (2.5, 10.5)
1.4 (0.4, 3.2)

Unadjusted OR (95% CI)
0.96 (0.86, 1.06)
1.08 (1.03, 1.14)
0.99 (0.89, 1.09)
0.95 (0.87, 1.03)
1.10 (0.94, 1.26)
1.12 (0.77, 1.63)
0.88 (0.51, 1.50)
1.12 (0.78, 1.60)
0.99 (0.96, 1.02)
1.02 (0.95, 1.10)
0.97 (0.90, 1.05)
1.00 (0.97, 1.04)
0.97 (0.93, 1.01)
1.03 (0.84, 1.23)

p
0.39
0.003
0.85
0.21
0.19
0.67
0.64
0.55
0.55
0.56
0.51
0.83
0.19
0.79

Adjusted* OR (95%CI)
0.96 (0.85, 1.08)
1.12 (1.06, 1.19)
1.09 (0.98, 1.21)
0.91 (0.82, 1.00)
1.11 (0.94, 1.28)
1.05 (0.71, 1.57)
0.87 (0.50, 1.59)
0.89 (0.61, 1.30)
0.99 (0.96, 1.03)
1.04 (0.97, 1.13)
0.98 (0.89, 1.06)
1.01 (0.96, 1.05)
0.97 (0.92, 1.01)
1.01 (0.81, 1.24)

p
0.50
<0.001
0.12
0.06
0.17
0.80
0.64
0.56
0.59
0.28
0.57
0.81
0.15
0.94

Table 4: Odds ratio (with 95% CI) obtained from regression model to investigate associations of obesity with co-morbidities (each co-morbidity considered as the outcome of a
separate regression model with adjustment for age, gender and ethnicity) in PWH and HIV-negative controls. *128 PWH and 40 HIV-negative did not have spine BMD measurement;
153 PWH and 36 HIV-negative did not have hip BMD measurement. Values reported as number of subjects experiencing the event in the population (percentage). PWH: People With
HIV. CVD: Cardiovascular Disease. BMD: Bone Mineral Density.

PWH (n=1061)
n/N (%) of

n/N (%) of

obese with

non-obese

outcome

with outcome

103/168

369/893

(61.3%)

(41.3%)

14/168

32/893

(8.3%)

(3.6%)

67/168

162/893

(39.9%)

(18.1%)

Spine BMD T-score < -

45/146

327/787

1*

(30.8%)

(41.6%)

21/142

267/766

(14.8%)

(34.9%)

2/168

25/893

(1.2%)

(2.8%)

20/168

63/893

(11.9%)

(7.1%)

Outcome

Any CVD

Type 2 diabetes

Hypertension

Hip BMD T-score < -1*

Renal disease

Liver disease

HIV-negative (n=300)

OR (95% CI)

p

2.41 (1.66, 3.53)

<0.001

1.76 (0.84, 3.52)

0.12

2.91 (1.96, 4.31)

<0.001

0.66 (0.44, 0.97)

0.04

0.36 (0.21, 0.58)

<0.001

0.32 (0.05, 1.16)

0.14

1.78 (0.99, 3.07)

0.04

n/N (%) of

n/N (%) of

obese with

non-obese

outcome

with outcome

38/67

81/233

(56.7%)

(34.8%)

8/67

4/233

(11.9%)

(1.7%)

26/67

38/233

(38.8%)

(16.3%)

8/62

68/198

(12.9%)

(34.3%)

2/58

43/206

(3.5%)

(20.9%)

1/67

5/233

(1.5%)

(2.2%)

1/67

5/233

(1.5%)

(2.2%)

p int

OR (95% CI)

p

2.54 (1.41, 4.64)

0.002

0.90

6.19 (1.76, 24.81)

0.006

0.08

3.02 (1.57, 5.77)

<0.001

0.81

0.29 (0.12, 0.62)

0.003

0.08

0.14 (0.02, 0.48)

0.008

0.24

0.58 (0.03, 4.05)

0.64

0.71

0.62 (0.03, 4.36)

0.68

0.40

