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�Introduction

Appropriate regulation of both innate and adap-
tive immunity is a critical component of host 
defense, wound healing, and physiologic regula-
tion (among many other functions) [1]. Immune 
system activation with concomitant upregulated 
chemotactic cytokines, termed systemic inflam-
mation for the purpose of this chapter, are a 
response to changes in physiologic and patho-

physiologic conditions (e.g., viral/bacterial 
infections). When this response is maladaptive or 
directed against the host, as is the case with auto-
immune and autoinflammatory conditions, an 
inappropriate pro-inflammatory state develops. 
This dysregulated immune response character-
izes such conditions as psoriasis, inflammatory 
arthritis, inflammatory bowel disease (IBD), sys-
temic lupus erythematosus (SLE), and human 
immunodeficiency virus (HIV).

The concept that pro-inflammatory conditions 
relate to vascular disease dates back over 60 years, 
when physicians recognized the systemic cardio-
vascular disease (CVD) complications of many 
autoimmune conditions [2]. Relatively more 
recently, innate and adaptive immune activation 
came to also be considered a core component 
of CVD development [3]. It is now well recog-
nized and supported by large epidemiologic and 
clinical-translational literature that atherosclerotic 
cardiovascular (CV) events are a complication of 
pro-inflammatory conditions. Professional soci-
eties including the American Heart Association 
(AHA) and American College of Cardiology 
(ACC) now consider pro-inflammatory diseases as 
CV risk enhancers and place emphasis on the need 
to provide appropriate CV risk reduction thera-
pies to these patients outside of other risk factors 
[4]. Recognizing this inherent increased CV risk, 
the aim of this chapter is to discuss dietary and 
lifestyle interventions in these patient populations 
in an attempt to improve CV-related outcomes.
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�Inflammation, Atherosclerosis, 
and Clinical CVD

The development and progression of atheroscle-
rosis is a lifelong process and involves a complex 
interplay between the endothelium, circulating 
lipids, platelets, and one’s innate and adaptive 
immunity [5]. On a pathologic level, progression 
of atherosclerosis includes endothelial dysfunc-
tion, lipid accumulation with intimal fatty streak 
formation, translocation of leukocytes and foam 
cell formation, and lesion progression includ-
ing smooth muscle cell migration and synthesis 
of extracellular matrix proteinases [5]. At each 
stage, immune system activation is a key regula-
tor of this process.

The impact of systemic inflammation on ath-
erosclerosis development is seen early as endo-
thelial pro-inflammatory activation occurs via 
cytokine stimulation. Upregulated vascular adhe-
sion and chemotactic molecules attract immune 
cells including monocyte and T lymphocytes. 
Intimal monocytes mature into macrophages that 
phagocytose modified lipid particles. Foam cells 
are formed with enhanced local singling driving 
smooth muscle cell proliferation [6]. Modified 
lipoproteins and activated platelets adhering 
to damaged endothelium send their own pro-
inflammatory signals (e.g., S100A8/A9), thus 
further enhancing the inflammatory milieu in ath-
erosclerosis [6]. In summary, an atherosclerotic 
plaque is a heterogeneous composite of not just 
monocyte-derived lipid laden macrophages, but 
also B and T lymphocytes, mast cells, and neu-
trophils. [6]

A variety of pro-inflammatory cytokines 
including chemokines and those from the inter-
leukin (IL), tumor necrosis factor (TNF), inter-
feron (IFN), and colony-stimulating factor (CSF) 
families are each implicated in atherosclerosis 
and are shown to correlate with clinical CVD 
(Fig. 12.1). [7] Key inflammatory cytokines pro-
moting this atherosclerotic march include NLRP3 
inflammasome-activated IL-1β and IL-18 with 
downstream IL-6 production [8]. The clinical 
importance of this pathway has since been con-
firmed in clinical trials in which inhibiting IL-1β 
in patients with a history of myocardial infarction 

and elevated high-sensitivity C-reactive protein 
(hs-CRP) reduced recurrent cardiac events [9]. 
Other pro-atherosclerotic and pro-inflammatory 
cytokines include TNFα and IFNƔ [10]. Based 
on this evolving understanding of pathophysiol-
ogy, it is not surprising that pro-inflammatory 
conditions in which the primary disturbances are 
those of either innate or adaptive immunity also 
potentiate atherosclerosis and elevate CV risk.

�Rheumatoid Arthritis

Rheumatoid arthritis (RA) is the most common 
autoimmune inflammatory arthritis affecting up 
to 1% of the US population [11]. The incidence 
of RA is twice as high in women as men with 
the highest incidence occurring in middle-aged to 
older individuals [11]. The pathogenesis of RA is 
multifactorial owing to a combination of genetic 
and environmental causes. Post-translational pro-
tein citrullination by peptidylarginine deiminase 
is a major contributor to self-antigen production 
and immune stimulation. [12] The resultant citrul-
linated peptides cause innate immune activation; 
a first step in systemic and synovial inflamma-
tion [12]. An adaptive immune response is elic-
ited in lymphoid tissues with T-cell and B-cell 
activation, thus producing antibodies including 
anti-citrullinated peptide (CCP) antibodies and 
rheumatoid factor [12]. The synovium is the pri-
mary target of a systemic immune response in 
RA.  Innate immune cells and macrophage-like 
synoviocytes produce cytokines and chemokines 
that attract a host of leukocytes, most notably 
memory CD4+ T cells. Interestingly, these T cells 
form ectopic germinal centers with mature B 
cells in the synovium causing the production of 
auto-antibodies in the joint tissue [12]. Cytokine 
signatures in RA are characterized by pro-ath-
erosclerotic mediators including IL-1, IL-6, and 
TNFα [12].

In comparison to individuals without RA, 
CV mortality and ischemic heart disease in 
patients with RA are up to 50% and 59% higher, 
respectively [13]. Chronic systemic and vascular 
inflammation is felt to play a dominant role in 
enhancing CV risk [13]. Vascular arterial FDG-
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PET studies show that disease activity, presence 
of rheumatoid nodules, and higher anti-CCP anti-
body titers are associated with ascending aortic 
inflammation [14]. ESR and hs-CRP in RA also 
track with enhanced CV risk [15]. While specific 
mechanisms to explain vascular inflammation in 
RA remain under investigation, upregulated IL-6 
and TNFα, a dominant role of T lymphocytes 

and macrophages, along with the contribution 
of endothelial dysfunction, platelet activation 
and hypercoagulability promote atherosclerosis 
[13]. Patients with RA are also often prescribed 
glucocorticoids and NSAIDs, which can inde-
pendently elevate risk further [12]. Tofacitinib, a 
JAK inhibitor approved for the treatment of rheu-
matoid arthritis (and ulcerative colitis), may fur-
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Fig. 12.1  Meta-analysis assessing the association between 
pro-inflammatory cytokines and risk of non-fatal myocar-
dial infarction or coronary heart disease death. Box with 

line indicates relative risk with 95% confidence interval. 
Diamond indicates composite relative risk with 95% confi-
dence interval. (Adapted from Kaptoge et al. [7])
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ther elevate the risk of thrombosis [16]. Finally, 
a well-described lipid paradox exists, whereby 
higher RA activity is associated with lower circu-
lating LDL-cholesterol and unexpectedly higher 
CV events [15].

�Lifestyle Management in RA 
to Reduce CV Risk

Identification of elevated CV risk in RA is key 
and major medical societies now consider RA 
to be a risk enhancing condition [4]. A 1.5 mul-
tiplier to traditional CV risk estimators is sug-
gested to calculate total risk in RA patients [17]. 
Similar to a patient without RA, risk reduction 
strategies include recognition and treatment of 
traditional risk factors, especially as higher rates 
of metabolic syndrome (upwards of 30%) [18], 
smoking, and obesity are present [18]. Smoking 
is not only associated with RA, but also contrib-
utes to disease pathogenesis, with active smok-
ing increasing the odds of developing RA up to 
two-fold [19]. Among many other pathologic 
changes, smoking is shown to potentiate anti-
CCP antibodies and elevate levels of hs-CRP, 
IL-6, TNFα, and the IL-1 family of cytokines, 
thereby potentiating both RA and atherosclero-
sis [19]. Therefore, smoking cessation must be 
aggressively emphasized, for both the CV health 
benefits and to alleviate RA symptomatology 
[19].

Another consideration in RA is the unique 
physical activity and mobility restriction which 
may make a recommended 30  minutes a day 
5  days a week of aerobic activity particularly 
challenging. It is not yet clear if exercise regi-
mens in the RA population lead to a decrease 
in biomarkers of inflammation [20]. However, 
clinical trials in the RA population show that 
aerobic activity is feasible and safe with 70% 
of RA patients able to tolerate prescribed exer-
cise programs. The beneficial CV health impact 
of exercise is similar among patients with and 
without RA and such activity should be encour-
aged [21].

�Dietary Considerations to Reduce  
CV Risk

The overlap between RA and diet with regard to 
systemic inflammation and gut microbial changes 
makes diet another key part of CV risk manage-
ment of patients with RA. Studies of vegan and 
Mediterranean diets in the RA population have 
shown a reduction in pro-atherosclerotic inflam-
matory biomarkers, decreased BMI, circulating 
lipids, and improvement in RA disease severity 
and progression [22]. Finally, fish-oil supple-
mentation, both via dietary consumption and oral 
supplementation with Omega-3 derivatives, was 
shown to improve RA clinical severity in ran-
domized clinical trials [22]. These data portray 
the impact dietary counseling can have on sys-
temic inflammatory profiles and CV risk in RA.

�Psoriasis

Psoriasis is a chronic, pro-inflammatory condi-
tion of the skin presenting primarily as thick, 
well-demarcated, and erythematous scaly 
plaques [23]. Upwards of 20% also have joint 
involvement (psoriatic arthritis) [23]. Psoriasis 
affects 2–3% of all Americans [23]. There is no 
obvious gender predilection and studies suggest 
a bimodal age distribution with incidence peak-
ing between 30–39 and 50–69 years of age [23]. 
Skin lesions of psoriasis start through a com-
bination of environmental stimuli and genetic 
predisposition driving an inflammatory cascade 
(termed initiation phase) composed of den-
dritic cells, T cells, keratinocytes, and neutro-
phils. Cytokines produced during this process 
include type I and II interferons, TNFα, IL-6, 
and IL-1β. Activation of myeloid dendritic cells 
produces IL-12/23 leading to further T-cell dif-
ferentiation with the production of IL-17 fam-
ily of cytokines. Inflammatory mediators and 
cross-talk between the innate and adaptive 
immune systems drive keratinocyte activation 
and proliferation. A pro-inflammatory feed-
back loop is generated with Th17 production of 
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IL17A [23]. Breaking of the positive feedback 
loop is a mainstay of anti-inflammatory thera-
pies in psoriasis.

Meta-analyses support an approximate 50% 
increased risk of CVD in patients with psoriasis, 
and CV-risk stratification guidelines now con-
sider psoriasis a risk enhancing condition [24]. 
Psoriasis disease severity directly associates with 
not just pro-atherosclerotic biomarkers such as 
IL-6 and hs-CRP, but also endothelial and vascu-
lar inflammation [25]. Inflammasome signaling, 
IL-6 [26], and a synergistic component of IFNƔ, 
TNFα, and the IL17 family contribute to vascu-
lar arterial inflammation in psoraisis [25, 27]. 
Direct immunologic mechanisms linking psoria-
sis with early atherosclerosis are heterogeneous 
and still under investigation. Lymphoid abnor-
malities (including upregulated TH1 and TH17 
cells) associate with many pro-inflammatory 
pro-atherosclerotic processes in psoriasis [28]. 
However, recent work has shifted to the contribu-
tion of myeloid cells including neutrophils, clas-
sical monocytes, and platelet activation to further 
explain mechanisms that drive atherosclerosis in 
psoriasis [29].

�Lifestyle Management in Psoriasis 
to Reduce Cardiometabolic Disease

Comorbidities in psoriasis are frequently under-
diagnosed and undertreated [30]. The odds of 
having a coexisting CV risk factor (obesity, 
smoking, hypertension, and hyperlipidemia) 
with psoriasis varies depending on the popula-
tion studied but can range between 1.03–1.31 for 
mild and 1.31–2.23 for severe psoriasis [30]. For 
example, obesity doubles the risk of developing 
psoriasis [31] and enhances vascular inflamma-
tion [32]. The odds of metabolic syndrome is up 
to two-fold higher and hyperlipidemia upwards 
of four-fold higher than controls [33]. Smoking 
itself can increase the risk of psoriasis by over 
70% (in some studies up to two-fold) and worsens 
the severity of psoriasis [34]. Therefore, manage-
ment of CV risk in psoriasis requires aggressive 

lifestyle modification to reduce and treat known 
CV risk factors.

In obese psoriasis patients, a hypocaloric diet 
and those patient who undergo bariatric surgery 
for weight loss (specifically those with initial 
BMI  >  40  kg/m2) have a 50% reduced risk of 
psoriasis disease progression in addition to other 
CV benefits [35]. In a Cochrane review of over 
1000 obese patients with psoriasis or psoriatic 
arthritis, structured exercise along with dietary 
programs to achieve weight loss improved qual-
ity of life and provided up to a 75% improve-
ment in the severity of psoriasis skin lesions [36]. 
These data suggest obesity assessment and treat-
ment is a critical part of psoriasis management. 
Finally, while smoking cessation should strongly 
be encouraged and probably improves psoriasis 
severity [37], clinical trials evaluating this are 
limited [36].

�Specific Dietary Consideration 
in Psoriasis to Reduce 
Cardiometabolic Disease

Dietary free fatty acids (such as in fried foods) in 
psoriasis are shown to amplify the pro-inflammatory 
phenotype and skin inflammation in psoriasis 
including enhanced inflammasome production of 
IL-1β and IL-18 [31]. As such, specific diets have 
been evaluated in overweight-obese psoriasis 
including the Ornish and South Beach to induce 
weight loss, but it is not clear if these specifically 
improve psoriasis severity [38]. Gluten-free diets 
are shown to improve psoriasis severity only in 
those with known celiac disease [38]. Recognizing 
the impact weight and diet can have on psoriasis 
severity and CV risk, the National Psoriasis 
Foundation recently published dietary recommen-
dations [38]. Overall, a generalized hypocaloric diet 
is recommended in psoriasis. However, a 
Mediterranean diet should be considered due to its 
known CV benefits and high in omega-3 fatty acid 
content, as well as association with reduced psoria-
sis skin severity and systemic inflammatory mark-
ers such as hs-CRP [38].
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�Systemic Lupus Erythematosus

SLE is a heterogeneous clinical autoimmune dis-
order characterized by systemic immune activa-
tion and multi-organ system tissue injury [39]. In 
a recent US population-based registry, prevalent 
SLE was found to be 62.2 per 100,000 person 
years with nine-fold higher rates in women com-
pared to men [40]. SLE disproportionately affects 
racial and ethnic minorities with three- and two-
fold higher rates in non-Hispanic Black and 
Hispanic women, respectively [40]. SLE patho-
genesis is driven both by dysfunctional clear-
ance of apoptotic debris, and the production of 
auto-reactive antibodies [41]. Apoptotic-derived 
nucleic acids stimulate pattern recognition recep-
tors, most notably toll-like receptors (TLRs), 
which are an integral part of the innate and adap-
tive immune response to viral pathogens [41]. 
TLR ligation produces type I IFNs, strongly asso-
ciated with SLE, which promote B-cell differen-
tiation and loss of adaptive immune tolerance 
[41]. Persistent auto-reactive B cells produce the 
somatically mutated IgG anti-nuclear antibodies 
pathognomonic of SLE [41].

Importantly SLE carries a significant risk 
of morbidity and mortality with late deaths 
most often due to CV [42]. In a recent nested 
case–control study using the National Inpatient 
Sample, SLE patients exhibited higher preva-
lent atherosclerotic CVD compared to age- and 
sex-matched controls at an adjusted odds ratio 
of 1.46 [43]. Notably, the CVD prevalence dis-
parity was most pronounced at younger ages 
with SLE patients developing atherosclerosis 
in their 20s [43]. SLE patients have increased 
carotid artery intima-media thickness with 
plaque detected in 21% of patients under 35, 
and nearly 100% of those over 65  years of 
age [44]. Clinically, SLE can produce CVD 
by several mechanisms including accelerated 
atherosclerosis, arteritis, thrombosis, and vaso-
spasm among others [45]. As a primary target 
of inflammatory cytokines, the endothelial bar-
rier function is compromised in SLE [39]. Pro-
inflammatory soluble mediators, such as TNF-α 
and IL-1, cause the endothelium to express 
adhesion molecules and chemokines [46]. 

Macrophages, foam cells, platelet activation, 
and reactive oxygen species all drive endothe-
lial dysfunction and accelerated atherosclerotic 
plaque production in SLE [39].

�Lifestyle Management in SLE 
to Reduce Cardiometabolic Disease

Risk assessment, the first step in reduction, is 
notoriously difficult in SLE due to disease het-
erogeneity [47]. Though SLE patients tend to 
have high prevalence of traditional CV risk fac-
tors, this phenomenon does not fully account for 
excess atherosclerotic disease [48]. SLE activ-
ity, medication use, particularly prednisone, 
and prevalence of anti-phospholipid antibodies 
are all contributory [45]. CV risk scores devel-
oped in general populations such as Framingham 
(FRS) and the American College of Cardiology/
American Heart Association (ACC/AHA) pooled 
cohort equation consistently under-estimate risk 
in SLE patients [49].

The approach to CV risk reduction in SLE 
should be aimed at healthful behavior change 
in addition to pharmacological interventions. 
Counseling on diet and exercise is of crucial 
importance [50]. SLE patients often experience 
fatigue, musculoskeletal pain, and/or require 
prednisone, all of which may reduce the oppor-
tunity for exercise and promote obesity [51]. 
Sleeplessness and fatigue are widely reported 
in SLE and are major barriers to maintaining 
healthy lifestyle choices that prevent CVD [51]. 
SLE patients experiencing high levels of fatigue, 
are shown to sleep less, exercise less, and smoke 
more [51]. Strategies to improve fatigue and, 
therefore, quality of life include recommending 
greater than 7 h of sleep per night, and a regu-
lar exercise regimen [51]. Aerobic exercise at 
least three times per week has been shown to 
improve exercise tolerance, fatigue scores, and 
maximum oxygen consumption [19]. Exercise 
also improves brachial artery flow-mediated dila-
tion over 16 weeks, a proxy for vascular health 
[52]. Finally, smoking cessation should be a cor-
nerstone of CV risk management in SLE [44]. 
Smoking has been associated both with worsened 
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SLE disease activity and CVD events in multiple, 
high-quality observational studies [53].

�Dietary Consideration in SLE 
to Reduce Cardiometabolic Disease

A balanced heart-healthy diet should be aimed 
at maintaining a BMI less than 25  kg/m2 with 
both low-calorie and low-glycemic-index diets 
shown to promote healthy body weight in SLE 
[50]. Upwards of 60% of SLE patients have a 
co-existing diagnosis of dyslipidemia character-
ized by elevated total cholesterol, triglycerides, 
and LDL-C, along with decreased HDL-C [54]. 
Dyslipidemia and particularly elevated triglycer-
ides have been independently associated with CV 
events in SLE, and therefore, should be managed 
aggressively through diet, pharmacologic inter-
ventions, and minimizing glucocorticoid dosing 
[55]. Omega-3 fatty acid supplementation may 
also be beneficial to improving endothelial func-
tion as measured by FMD in SLE patients [50]. 
Supporting this, in an observational study of 114 
patients with SLE, higher adipose tissue EPA and 
DHA levels associated with a lower incidence 
of carotid intimal medial thickness in SLE [56]. 
Conversely, diets high in carbohydrates associ-
ate with SLE-characteristic dyslipidemia [56]. 
SLE patients should be monitored for adequate 
vitamin D levels, and supplementation should be 
provided if required, as low vitamin D levels in 
SLE track with elevated CV risk factors includ-
ing hypertension, hyperlipidemia, elevated CRP, 
higher SLE disease activity, and CV events [57].

�Inflammatory Bowel Disease

Inflammatory bowel disease, including Crohn’s 
disease and ulcerative colitis (UC), is a chronic 
inflammatory disease of the gastrointestinal 
(GI) tract. The incidence of IBD is rising world-
wide, with overall prevalence expected to soon 
reach 1% [58]. Its pathophysiology involves an 
interaction between environmental, genetic, and 
host–microbial commensal flora that initiates a 
localized autoimmune reaction including epithe-

lial damage within the GI tract [59]. The result-
ing inflammatory cascade occurs across multiple 
cell lines such as those of myeloid lineage and 
CD4+ Th1-derived T lymphocytes. Upregulated 
cytokines in this process include TNF, IL-1β, 
IFNs, IL-12/23 along with disturbances in the 
TH17 and IL-17 pathways, which are critical for 
maintaining gut epithelial homeostasis [59]. The 
importance of these cytokines in the pathogen-
esis of IBD is further emphasized by the efficacy 
of treatment with anti-TNF and IL-12/23 bio-
logics and the potential worsening of disease in 
those given IL-17 inhibitors [60].

With regard to vascular complications, venous 
thromboembolism (VTE) may be the most com-
mon and is reported to be between 1.7-fold and 
5.5-fold higher than in those without IBD [61]. 
Atherosclerotic and arterial thromboembolic 
CV complications are also elevated, with rates 
approximately 20% higher than patients without 
IBD [62]. The relative impact of IBD on CV risk 
may be higher in women (RR 1.35; 95% CI [1.21–
1.51]) with IBD as compared to males (RR 1.19; 
95% CI [1.03–1.38]) [63]. As opposed to other 
pro-inflammatory conditions, it is not yet clear 
if traditional CVD risk factors in IBD including 
obesity, metabolic syndrome, and hypertension 
exhibit a higher prevalence [64]. In fact, circulat-
ing lipids may actually be lower when compared 
to matched non-IBD patients [65]. Therefore, 
hypothesized mechanisms to relate IBD to CVD 
focus less on the impact of traditional CV risk 
factors and more on how cytokines such as IL-6, 
TNFα, and low-grade endotoxemia driven by dis-
turbances in intestinal barrier homeostasis impart-
elevated CV risk [66].

�Lifestyle Management to Reduce 
Cardiometabolic Disease in IBD

While minimal data exist on how lifestyle 
and dietary management can improve CV risk 
specifically in the IBD population, recommen-
dations to reduce inflammatory activity in IBD 
often overlap with standard CVD prevention tech-
niques. Similar to other pro-inflammatory condi-
tions, smoking is shown to promote inflammation 
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in Crohn’s disease and patients with Crohn’s who 
smoke have worse outcomes, further highlight-
ing the importance of smoking cessation in this 
population [67]. Physical activity is also associ-
ated with a lower incidence of Crohn’s disease 
and in some studies was shown to decrease dis-
ease flares [68].

�Dietary Considerations to Reduce 
Cardiometabolic Disease in IBD

Although the etiology of IBD is clearly multi-
factorial, epidemiologic data point to a definite 
role of environmental factors in triggering the 
inflammation underlying the disease, and a grow-
ing body of evidence supports diet and its effect 
on the microbiome playing at least part of that 
environmental role. A “Western diet,” high in 
saturated fat and animal intake and low in plants 
is linked to not just enhanced CVD but also felt 
to be associated with the development of IBD 
[69]. In addition, some evidence suggests that 
high fiber intake – and foods rich in Omega-3 and 
Omega-6, which are important in CV prevention –
are associated with a lower risk of development of 
IBD, most notably Crohn’s disease, and maybe 
beneficial in those diagnosed with Crohn’s [70].

While its evidence base is quite limited, the 
most well-known diet promoted to reduce intesti-
nal inflammation is the specific carbohydrate diet, 
a restrictive diet that eliminates poorly absorbed 
carbohydrates under the theory that these lead 
to intestinal damage via promotion of a pro-
inflammatory gut microbiome. Other proposed 
diets or dietary modifications to reduce inflam-
mation in IBD (and presumably reduce CV risk) 
include a semi-vegetarian diet, the Mediterranean 
diet, red meat reduction, and increasing fruit 
and vegetable intake (importantly, in those with 
Crohn’s this last dietary modification includes 
only those patients who do not have intestinal 
strictures) [71]. Finally, a unique consideration in 
IBD patients, as compared to other populations 
with pro-inflammatory conditions, is the risk for 
protein-calorie malnutrition [72]. Protein-calorie 
malnutrition in IBD is associated with a 3.5-fold 
in-hospital mortality likely reflecting a substan-

tial burden of disease in this population [73]. In 
summary, nutritional status and nutrient intake 
play an important role in IBD management which 
may also have implications for CV outcomes.

�Human Immunodeficiency Virus

HIV infection can be divided into three phases: 
the viral transmission phase, the acute phase, and 
then chronic phase, which eventually progresses 
into acquired immunodeficiency syndrome 
(AIDS). The advent of effective antiretroviral 
therapy (ART) has transformed HIV from almost 
uniformly fatal, into a chronic illness where the 
causes of morbidity and mortality are often no 
longer AIDS-related complications but rather 
CVD [74]. In a simplified manner, HIV infection 
is characterized by a destruction and dysregula-
tion of CD4+ T cells and activation of cytotoxic 
CD8+ T cells. While many immune system abnor-
malities normalize after initiation of ART, others 
do not. Specifically in chronic, treated HIV, 
destruction of CD4+ Th17 T cells, essential in gut 
epithelial homeostasis, lead to chronic microbial 
translocation and endotoxemia driving monocyte 
activation and pro-inflammatory cytokines such 
as IL-6, IL-1β, TNFα, MCP1 as well as platelet 
activation [75]. Increased B-cell activation is also 
present often leading to a higher percentage of 
B-cell malignancies. [76] Finally, a strong type 
I IFN signature is also felt to play a role in the 
chronic inflammation of HIV [77].

Not surprisingly, and in part because of these 
immune abnormalities, CVD plays a significant 
role in enhanced morbidity and mortality of HIV 
with a 1.5–2-fold increased rate of CV events 
compared to those not infected with HIV [74]. 
Dyslipidemia, particularly hypertriglyceride-
mia, is common in HIV and correlated with the 
degree of viremia [74]. Hypertension, metabolic 
syndrome, diabetes, smoking, and heavy alco-
hol use are also more prevalent, especially in 
developed nations. Although multifactorial, the 
pro-inflammatory disease state which defines 
chronic HIV is felt to play a role in potentiating 
CV risk [74]. For example, in the Strategies for 
Management of Antiretroviral Therapy (SMART) 
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study to test CD4 guided vs continuous ART, 
higher CRP and IL-6 levels were associated with 
an eight-fold increase in risk of all-cause mor-
tality [78]. Both endothelial damage and vas-
cular inflammation (in FDG-PET studies) are 
increased in HIV and associated with monocyte 
activation [79], thus enhancing atherosclerosis 
development. Based on these observations, CV 
guidelines now recommend treating HIV as a CV 
risk enhancing condition [80].

�Lifestyle Management in HIV 
to Reduce Cardiometabolic Disease

The conventional lifestyle and unhealthy dietary 
patterns that drive CVD development in the non-
HIV population have also been studied in the 
HIV population [74]. In developed nations, up 
to 40% of those with HIV are active smokers, 
highlighting the importance of smoking cessa-
tion [74]. Those HIV patients with low-physical 
activity, also exhibit depression, reduced adher-
ence to ART, and higher viral load [74]. In sur-
vey studies of HIV individuals, specific barriers 
to a healthy lifestyle include the higher cost of 
obtaining nutritious foods, an environment not 
conducive toward healthy eating, and lack of a 
social support system [81]. For example, having 
a strong patient–provider relationship improves 
ART adherence and healthy behavior patterns 
[81]. Finally, dietary and lifestyle interventions 
can work and are beneficial in HIV [82]. Regular 
exercise (e.g., 1-h, 3× week gym class combined 
with nutritional counseling) is shown to decrease 
fat mass, waist circumference, and glucose while 
raising CD4+ T cells, muscle mass, and improv-
ing quality of life [82]. These data suggest that in 
HIV individuals, similar to the general popula-
tion, adherence to healthy diet and exercise regi-
mens can improve patient CV outcomes.

�Dietary Consideration in HIV 
to Reduce Cardiometabolic Disease

The appropriate macro- and micro-nutrient 
intake of the HIV individual potentially impact-

ing overall CV health is an active area of inves-
tigation. While we have discussed many of the 
increased risks in the developed world, the devel-
oping world often faces different problems. The 
resting energy expenditure of HIV is approxi-
mately 10% higher than in healthy individuals 
[83], exacerbating problems of malnutrition due 
to food insecurity and poverty in HIV health and 
management. In these countries, supplementa-
tion with multivitamins including vitamin D, 
and increasing protein intake can increase CD4 
count, potentially reduce hs-CRP [84], and sub-
sequently reduce HIV progression and mortality 
[83]. These data have led to position statements 
from the American Dietetic Association high-
lighting the importance of food security, nutri-
tion education, and nutrition supplementation 
when appropriate in the individual living with 
HIV [85].

In chronic HIV infection, especially in devel-
oped nations for those on ART, obesity, metabolic 
syndrome, hyperlipidemia, and hypertriglyceri-
demia are of significant concern and have dietary 
implications. Studies evaluating nutrient inter-
vention in HIV show a beneficial impact on over-
all health. In a randomized trial of a reduced-fat 
diet in HIV individuals initiated on ART, those 
who underwent dietary intervention reduced tri-
glycerides by 25%. At the end of the study, 21% 
in the treated and 68% in the untreated groups 
met the criteria for dyslipidemia [86]. Given its 
CV risk reduction benefits, the Mediterranean 
diet has also been studied in HIV. Adherence to a 
Mediterranean lifestyle in HIV is associated with 
less insulin resistance, higher HDL-C, and a trend 
toward lower triglycerides [87]. Omega-3 supple-
mentation, especially in those with hypertriglyc-
eridemia, is shown to be effective, and in light 
of the negative impact of elevated triglycerides 
in CVD progression, can be considered in those 
with have an inadequate response to dietary inter-
ventions [88]. In summary, a dietary approach to 
reduce CV risk in chronic HIV has to be custom-
ized to baseline nutritional status, feasibility, and 
individual metabolic abnormalities. Interventions 
designed to improve cardiometabolic profiles in 
HIV are shown to be successful and should be 
considered in those with HIV.
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�Conclusion

In summary, atherosclerosis development is a 
complex interplay between the endothelium, vas-
culature, lipids, platelets, innate, and adaptive 
immunity. The systemic inflammation derived 
from autoimmune and autoinflammatory condi-
tions creates a predisposition to atherosclerosis 
development, thus leading to elevated rates of 
adverse CV events. A general approach to man-
aging CV risk in these patients is to ensure appro-
priate screening of traditional CV risk factors 
(hypertension, obesity, smoking, dyslipidemia, 
and diabetes). Once recognized, lifestyle modifi-
cation including smoking cessation, exercise, and 
dietary regimens (including omega-3 and vita-
min D supplementation) can have an impact not 
just on CV risk, but also on autoimmune disease 
severity and control.

References

	 1.	Chaplin DD.  Overview of the immune response. J 
Allergy Clin Immunol. 2010;125:S3–23.

	 2.	Garshick MS.  Editorial commentary: psoriasis, 
inflammation and cardiometabolic disease. Will we 
ever get to the heart of the matter? Trends Cardiovasc 
Med. 2020;30:479–480.

	 3.	Hansson GK. Immune and inflammatory mechanisms 
in the development of atherosclerosis. Br Heart J. 
1993;69:S38–41.

	 4.	Arnett DK, Blumenthal RS, Albert MA et al. ACC/
AHA Guideline on the Primary Prevention of 
Cardiovascular Disease: Executive Summary: A Report 
of the American College of Cardiology/American 
Heart Association Task Force on Clinical Practice 
Guidelines. J Am Coll Cardiol 2019;74:1376–1414.

	 5.	Libby P, Ridker PM, Hansson GK. Progress and chal-
lenges in translating the biology of atherosclerosis. 
Nature. 2011;473:317–25.

	 6.	Libby P. Inflammation in atherosclerosis. Arterioscler 
Thromb Vasc Biol. 2012;32:2045–51.

	 7.	Kaptoge S, Seshasai SR, Gao P, Freitag DF, 
Butterworth AS, Borglykke A, Di Angelantonio E, 
Gudnason V, Rumley A, Lowe GD, Jorgensen T, 
Danesh J.  Inflammatory cytokines and risk of coro-
nary heart disease: new prospective study and updated 
meta-analysis. Eur Heart J. 2014;35:578–89. https://
doi.org/10.1093/eurheartj/eht367.

	 8.	Back M, Yurdagul A Jr, Tabas I, Oorni K, Kovanen 
PT.  Inflammation and its resolution in atherosclero-
sis: mediators and therapeutic opportunities. Nat Rev 
Cardiol. 2019;16:389–406.

	 9.	Ridker PM, Everett BM, Thuren T, et  al. 
Antiinflammatory therapy with canakinumab for ath-
erosclerotic disease. N Engl J Med. 2017;377:1119–31.

	10.	Tousoulis D, Oikonomou E, Economou EK, Crea 
F, Kaski JC.  Inflammatory cytokines in atheroscle-
rosis: current therapeutic approaches. Eur Heart J. 
2016;37:1723–32.

	11.	Crowson CS, Matteson EL, Myasoedova E, Michet 
CJ, Ernste FC, Warrington KJ, Davis JM 3rd, Hunder 
GG, Therneau TM, Gabriel SE. The lifetime risk of 
adult-onset rheumatoid arthritis and other inflam-
matory autoimmune rheumatic diseases. Arthritis 
Rheum. 2011;63:633–9.

	12.	Smolen JS, Aletaha D, Barton A, Burmester GR, 
Emery P, Firestein GS, Kavanaugh A, McInnes IB, 
Solomon DH, Strand V, Yamamoto K.  Rheumatoid 
arthritis. Nat Rev Dis Primers. 2018;4:18001.

	13.	Avina-Zubieta JA, Choi HK, Sadatsafavi M, Etminan 
M, Esdaile JM, Lacaille D.  Risk of cardiovascular 
mortality in patients with rheumatoid arthritis: a meta-
analysis of observational studies. Arthritis Rheum. 
2008;59:1690–7.

	14.	Geraldino-Pardilla L, Zartoshti A, Ozbek AB, 
Giles JT, Weinberg R, Kinkhabwala M, Bokhari S, 
Bathon JM. Arterial inflammation detected with (18) 
F-fluorodeoxyglucose-positron emission tomogra-
phy in rheumatoid arthritis. Arthritis Rheumatol. 
2018;70:30–9.

	15.	Amezaga Urruela M, Suarez-Almazor ME.  Lipid 
paradox in rheumatoid arthritis: changes with rheu-
matoid arthritis therapies. Curr Rheumatol Rep. 
2012;14:428–37.

	16.	Scott IC, Hider SL, Scott DL. Thromboembolism with 
Janus Kinase (JAK) inhibitors for rheumatoid arthri-
tis: how real is the risk? Drug Saf. 2018;41:645–53.

	17.	Agca R, Heslinga SC, Rollefstad S, et  al. EULAR 
recommendations for cardiovascular disease risk 
management in patients with rheumatoid arthri-
tis and other forms of inflammatory joint disorders: 
2015/2016 update. Ann Rheum Dis. 2017;76:17–28.

	18.	Kerekes G, Nurmohamed MT, Gonzalez-Gay MA, 
Seres I, Paragh G, Kardos Z, Barath Z, Tamasi 
L, Soltesz P, Szekanecz Z.  Rheumatoid arthri-
tis and metabolic syndrome. Nat Rev Rheumatol. 
2014;10:691–6.

	19.	Chang K, Yang SM, Kim SH, Han KH, Park SJ, Shin 
JI. Smoking and rheumatoid arthritis. Int J Mol Sci. 
2014;15:22279–95.

	20.	Burghardt RD, Kazim MA, Ruther W, Niemeier A, 
Strahl A.  The impact of physical activity on serum 
levels of inflammatory markers in rheumatoid arthri-
tis: a systematic literature review. Rheumatol Int. 
2019;39:793–804.

	21.	Rausch Osthoff AK, Niedermann K, Braun J, et  al. 
2018 EULAR recommendations for physical activity 
in people with inflammatory arthritis and osteoarthri-
tis. Ann Rheum Dis. 2018;77:1251–60.

	22.	Khanna S, Jaiswal KS, Gupta B. Managing rheuma-
toid arthritis with dietary interventions. Front Nutr. 
2017;4:52.

A. Blazer et al.

https://doi.org/10.1093/eurheartj/eht367
https://doi.org/10.1093/eurheartj/eht367


189

	23.	Greb JE, Goldminz AM, Elder JT, Lebwohl MG, 
Gladman DD, Wu JJ, Mehta NN, Finlay AY, Gottlieb 
AB. Psoriasis. Nat Rev Dis Primers. 2016;2:16082.

	24.	Miller IM, Ellervik C, Yazdanyar S, Jemec GB. Meta-
analysis of psoriasis, cardiovascular disease, and 
associated risk factors. J Am Acad Dermatol. 
2013;69:1014–24.

	25.	Garshick MS, Barrett T, Wechter T, Azarchi S, Scher 
J, Neimann A, Katz S, Fuentes-Duculan J, Cannizzaro 
MV, Jelic S, Fisher EA, Krueger JG, Berger 
JS.  Inflammasome signaling and impaired vascular 
health in psoriasis. Arterioscler Thromb Vasc Biol. 
2019;39(4):787–98.

	26.	Wang Y, Golden JB, Fritz Y, Zhang X, Diaconu D, 
Camhi MI, Gao H, Dawes SM, Xing X, Ganesh 
SK, Gudjonsson JE, Simon DI, McCormick TS, 
Ward NL.  Interleukin 6 regulates psoriasiform 
inflammation-associated thrombosis. JCI Insight. 
2016;1:e89384.

	27.	Mehta NN, Teague HL, Swindell WR, et  al. IFN-
gamma and TNF-alpha synergism may provide a link 
between psoriasis and inflammatory atherogenesis. 
Sci Rep. 2017;7:13831.

	28.	Armstrong AW, Voyles SV, Armstrong EJ, Fuller EN, 
Rutledge JC. A tale of two plaques: convergent mech-
anisms of T-cell-mediated inflammation in psoriasis 
and atherosclerosis. Exp Dermatol. 2011;20:544–9.

	29.	Teague HL, Aksentijevich M, Stansky E, et al. Cells 
of myeloid origin partly mediate the association 
between psoriasis severity and coronary plaque. J 
Invest Dermatol. 2020;140:912–915 e1.

	30.	Neimann AL, Shin DB, Wang X, Margolis DJ, 
Troxel AB, Gelfand JM. Prevalence of cardiovascu-
lar risk factors in patients with psoriasis. J Am Acad 
Dermatol. 2006;55:829–35.

	31.	Kunz M, Simon JC, Saalbach A.  Psoriasis: obesity 
and fatty acids. Front Immunol. 2019;10:1807.

	32.	Rivers JP, Powell-Wiley TM, Dey AK, et al. Visceral 
adiposity in psoriasis is associated with vascular 
inflammation by (18)F-fluorodeoxyglucose positron-
emission tomography/computed tomography beyond 
cardiometabolic disease risk factors in an obser-
vational cohort study. JACC Cardiovasc Imaging. 
2018;11:349–57.

	33.	Elmets CA, Leonardi CL, Davis DMR, et  al. Joint 
AAD-NPF guidelines of care for the manage-
ment and treatment of psoriasis with awareness and 
attention to comorbidities. J Am Acad Dermatol. 
2019;80(4):1073–113.

	34.	Naldi L.  Psoriasis and smoking: links and risks. 
Psoriasis (Auckl). 2016;6:65–71.

	35.	Alotaibi HA.  Effects of weight loss on psoriasis: a 
review of clinical trials. Cureus. 2018;10:e3491.

	36.	Ko SH, Chi CC, Yeh ML, Wang SH, Tsai YS, Hsu 
MY. Lifestyle changes for treating psoriasis. Cochrane 
Database Syst Rev. 2019;7:CD011972.

	37.	Li W, Han J, Choi HK, Qureshi AA. Smoking and risk 
of incident psoriasis among women and men in the 
United States: a combined analysis. Am J Epidemiol. 
2012;175:402–13.

	38.	Ford AR, Siegel M, Bagel J, et al. Dietary recommen-
dations for adults with psoriasis or psoriatic arthri-
tis from the medical board of the national psoriasis 
foundation: a systematic review. JAMA Dermatol. 
2018;154:934–50.

	39.	Kahlenberg JM, Kaplan MJ.  The interplay of 
inflammation and cardiovascular disease in sys-
temic lupus erythematosus. Arthritis Res Ther. 
2011;13:203.

	40.	 Izmirly PM, Wan I, Sahl S, et  al. The incidence 
and prevalence of systemic lupus erythematosus 
in New  York county (Manhattan), New  York: the 
Manhattan lupus surveillance program. Arthritis 
Rheumatol. 2017;69:2006–17.

	41.	Tsokos GC, Lo MS, Costa Reis P, Sullivan KE. New 
insights into the immunopathogenesis of sys-
temic lupus erythematosus. Nat Rev Rheumatol. 
2016;12:716–30.

	42.	Danila MI, Pons-Estel GJ, Zhang J, Vila LM, Reveille 
JD, Alarcon GS.  Renal damage is the most impor-
tant predictor of mortality within the damage index: 
data from LUMINA LXIV, a multiethnic US cohort. 
Rheumatology (Oxford). 2009;48:542–5.

	43.	Katz G, Smilowitz NR, Blazer A, Clancy R, Buyon 
JP, Berger JS.  Systemic lupus erythematosus and 
increased prevalence of atherosclerotic cardiovascu-
lar disease in hospitalized patients. Mayo Clin Proc. 
2019;94:1436–43.

	44.	Tselios K, Sheane BJ, Gladman DD, Urowitz 
MB.  Optimal monitoring for coronary heart disease 
risk in patients with systemic lupus erythematosus: a 
systematic review. J Rheumatol. 2016;43:54–65.

	45.	Petri MA, Barr E, Magder LS. Development of a sys-
temic lupus erythematosus cardiovascular risk equa-
tion. Lupus Sci Med. 2019;6:e000346.

	46.	Ramji DP, Davies TS.  Cytokines in atherosclerosis: 
key players in all stages of disease and promising 
therapeutic targets. Cytokine Growth Factor Rev. 
2015;26:673–85.

	47.	Boulos D, Koelmeyer RL, Morand EF, Hoi 
AY.  Cardiovascular risk profiles in a lupus cohort: 
what do different calculators tell us? Lupus Sci Med. 
2017;4:e000212.

	48.	Masson W, Rossi E, Mora-Crespo LM, Cornejo-
Pena G, Pessio C, Gago M, Alvarado RN, Scolnik 
M. Cardiovascular risk stratification and appropriate 
use of statins in patients with systemic lupus ery-
thematosus according to different strategies. Clin 
Rheumatol. 2020;39:455–62.

	49.	Sivakumaran J, Harvey P, Omar A, Urowitz MB, 
Gladman DD, Anderson N, Su J, Touma Z. 291 assess-
ment of the QRISK2, QRISK3, SLE cardiovascular 
risk equation, modified Framingham and Framingham 
risk calculators as predictors of cardiovascular disease 
events in systemic lupus erythematosus. Lupus Sci 
Med. 2019;6:A211–2.

	50.	Andrades C, Fuego C, Manrique-Arija S, Fernandez-
Nebro A.  Management of cardiovascular risk in 
systemic lupus erythematosus: a systematic review. 
Lupus. 2017;26:1407–19.

12  Dietary and Lifestyle Cardiometabolic Risk Reduction Strategies in Pro-inflammatory Diseases



190

	51.	Rodriguez Huerta MD, Trujillo-Martin MM, Rua-
Figueroa I, Cuellar-Pompa L, Quiros-Lopez R, 
Serrano-Aguilar P, Spanish SLE CPG Development 
Group. Healthy lifestyle habits for patients with sys-
temic lupus erythematosus: a systemic review. Semin 
Arthritis Rheum. 2016;45:463–70.

	52.	Barnes JN, Nualnim N, Dhindsa M, Renzi CP, Tanaka 
H.  Macro- and microvascular function in habitually 
exercising systemic lupus erythematosus patients. 
Scand J Rheumatol. 2014;43:209–16.

	53.	Bruce IN, O’Keeffe AG, Farewell V, et  al. Factors 
associated with damage accrual in patients with 
systemic lupus erythematosus: results from the 
systemic lupus international collaborating clin-
ics (SLICC) inception cohort. Ann Rheum Dis. 
2015;74:1706–13.

	54.	Tselios K, Koumaras C, Gladman DD, Urowitz 
MB. Dyslipidemia in systemic lupus erythematosus: 
just another comorbidity? Semin Arthritis Rheum. 
2016;45:604–10.

	55.	Ballocca F, D’Ascenzo F, Moretti C, Omede P, 
Cerrato E, Barbero U, Abbate A, Bertero MT, Zoccai 
GB, Gaita F.  Predictors of cardiovascular events in 
patients with systemic lupus erythematosus (SLE): 
a systematic review and meta-analysis. Eur J Prev 
Cardiol. 2015;22:1435–41.

	56.	Elkan AC, Anania C, Gustafsson T, Jogestrand T, 
Hafstrom I, Frostegard J. Diet and fatty acid pattern 
among patients with SLE: associations with disease 
activity, blood lipids and atherosclerosis. Lupus. 
2012;21:1405–11.

	57.	Lertratanakul A, Wu P, Dyer A, et  al. 
25-hydroxyvitamin D and cardiovascular disease 
in patients with systemic lupus erythematosus: data 
from a large international inception cohort. Arthritis 
Care Res (Hoboken). 2014;66:1167–76.

	58.	Ng SC, Shi HY, Hamidi N, Underwood FE, Tang 
W, Benchimol EI, Panaccione R, Ghosh S, Wu JCY, 
Chan FKL, Sung JJY, Kaplan GG.  Worldwide inci-
dence and prevalence of inflammatory bowel disease 
in the 21st century: a systematic review of population-
based studies. Lancet. 2018;390:2769–78.

	59.	Guan Q.  A comprehensive review and update on 
the pathogenesis of inflammatory bowel disease. J 
Immunol Res. 2019;2019:7247238.

	60.	Rawla P, Sunkara T, Raj JP.  Role of biologics and 
biosimilars in inflammatory bowel disease: cur-
rent trends and future perspectives. J Inflamm Res. 
2018;11:215–26.

	61.	Bunu DM, Timofte CE, Ciocoiu M, Floria 
M, Tarniceriu CC, Barboi OB, Tanase DM. 
Cardiovascular manifestations of inflamma-
tory bowel disease: pathogenesis, diagnosis, and 
preventive strategies. Gastroenterol Res Pract. 
2019;2019:3012509.

	62.	Zezos P, Kouklakis G, Saibil F. Inflammatory bowel 
disease and thromboembolism. World J Gastroenterol. 
2014;20:13863–78.

	63.	Feng W, Chen G, Cai D, Zhao S, Cheng J, Shen 
H. Inflammatory bowel disease and risk of ischemic 

heart disease: an updated meta-analysis of cohort 
studies. J Am Heart Assoc. 2017;6:e005892.

	64.	Singh S, Dulai PS, Zarrinpar A, Ramamoorthy S, 
Sandborn WJ. Obesity in IBD: epidemiology, patho-
genesis, disease course and treatment outcomes. Nat 
Rev Gastroenterol Hepatol. 2017;14:110–21.

	65.	Aarestrup J, Jess T, Kobylecki CJ, Nordestgaard BG, 
Allin KH. Cardiovascular risk profile among patients 
with inflammatory bowel disease: a population-based 
study of more than 100 000 individuals. J Crohns 
Colitis. 2019;13:319–23.

	66.	Schicho R, Marsche G, Storr M. Cardiovascular com-
plications in inflammatory bowel disease. Curr Drug 
Targets. 2015;16:181–8.

	67.	Nos P, Domenech E. Management of Crohn’s disease 
in smokers: is an alternative approach necessary? 
World J Gastroenterol. 2011;17:3567–74.

	68.	Jones PD, Kappelman MD, Martin CF, Chen W, 
Sandler RS, Long MD.  Exercise decreases risk of 
future active disease in patients with inflammatory 
bowel disease in remission. Inflamm Bowel Dis. 
2015;21:1063–71.

	69.	Rizzello F, Spisni E, Giovanardi E, Imbesi V, Salice 
M, Alvisi P, Valerii MC, Gionchetti P. Implications of 
the westernized diet in the onset and progression of 
IBD. Nutrients. 2019;11:1033.

	70.	Amre DK, D’Souza S, Morgan K, et al. Imbalances 
in dietary consumption of fatty acids, vegetables, 
and fruits are associated with risk for Crohn’s dis-
ease in children. Am J Gastroenterol. 2007;102: 
2016–25.

	71.	Levine A, Rhodes JM, Lindsay JO, et al. Dietary guid-
ance from the international organization for the study 
of inflammatory bowel diseases. Clin Gastroenterol 
Hepatol. 2020;18:1381–92.

	72.	Rocha R, Santana GO, Almeida N, Lyra AC. Analysis 
of fat and muscle mass in patients with inflammatory 
bowel disease during remission and active phase. Br J 
Nutr. 2009;101:676–9.

	73.	Nguyen GC, Munsell M, Harris ML.  Nationwide 
prevalence and prognostic significance of clinically 
diagnosable protein-calorie malnutrition in hospital-
ized inflammatory bowel disease patients. Inflamm 
Bowel Dis. 2008;14:1105–11.

	74.	Feinstein MJ, Hsue PY, Benjamin LA, Bloomfield 
GS, Currier JS, Freiberg MS, Grinspoon SK, Levin 
J, Longenecker CT, Post WS.  Characteristics, pre-
vention, and management of cardiovascular disease 
in people living with HIV: a scientific statement 
from the American Heart Association. Circulation. 
2019;140:e98–e124.

	75.	Somsouk M, Estes JD, Deleage C, Dunham RM, 
Albright R, Inadomi JM, Martin JN, Deeks SG, 
McCune JM, Hunt PW.  Gut epithelial barrier and 
systemic inflammation during chronic HIV infection. 
AIDS. 2015;29:43–51.

	76.	Moir S, Fauci AS. B cells in HIV infection and dis-
ease. Nat Rev Immunol. 2009;9:235–45.

	77.	Teigler JE, Leyre L, Chomont N, et al. Distinct bio-
marker signatures in HIV acute infection associate 

A. Blazer et al.



191

with viral dynamics and reservoir size. JCI Insight. 
2018;3:e98420.

	78.	Kuller LH, Tracy R, Belloso W, De Wit S, 
Drummond F, Lane HC, Ledergerber B, Lundgren 
J, Neuhaus J, Nixon D, Paton NI, Neaton JD, Group 
ISS.  Inflammatory and coagulation biomarkers and 
mortality in patients with HIV infection. PLoS Med. 
2008;5:e203.

	79.	Nou E, Lo J, Grinspoon SK. Inflammation, immune 
activation, and cardiovascular disease in HIV. AIDS. 
2016;30:1495–509.

	80.	Arnett DK, Blumenthal RS, Albert MA, et  al. 2019 
ACC/AHA guideline on the primary prevention of car-
diovascular disease: executive summary. Circulation. 
2019;140(11):e563–95.

	81.	Capili B, Anastasi JK, Chang M, Ogedegbe 
O. Barriers and facilitators to engagement in lifestyle 
interventions among individuals with HIV.  J Assoc 
Nurses AIDS Care. 2014;25:450–7.

	82.	d’Ettorre G, Ceccarelli G, Giustini N, Mastroianni 
CM, Silvestri G, Vullo V. Taming HIV-related inflam-
mation with physical activity: a matter of timing. 
AIDS Res Hum Retrovir. 2014;30:936–44.

	83.	Botros D, Somarriba G, Neri D, Miller 
TL. Interventions to address chronic disease and HIV: 
strategies to promote exercise and nutrition among 
HIV-infected individuals. Curr HIV/AIDS Rep. 
2012;9:351–63.

	84.	Poudel-Tandukar K, Chandyo RK.  Dietary B vita-
mins and serum C-reactive protein in persons with 
human immunodeficiency virus infection: the posi-
tive living with HIV (POLH) study. Food Nutr Bull. 
2016;37:517–28.

	85.	Fields-Gardner C, Campa A, American Dietetics 
Association. Position of the American Dietetic 
Association: nutrition intervention and human 
immunodeficiency virus infection. J Am Diet Assoc. 
2010;110:1105–19.

	86.	Lazzaretti RK, Kuhmmer R, Sprinz E, Polanczyk CA, 
Ribeiro JP.  Dietary intervention prevents dyslipid-
emia associated with highly active antiretroviral ther-
apy in human immunodeficiency virus type 1-infected 
individuals: a randomized trial. J Am Coll Cardiol. 
2012;59:979–88.

	87.	Tsiodras S, Poulia KA, Yannakoulia M, Chimienti SN, 
Wadhwa S, Karchmer AW, Mantzoros CS. Adherence 
to Mediterranean diet is favorably associated with 
metabolic parameters in HIV-positive patients with 
the highly active antiretroviral therapy-induced met-
abolic syndrome and lipodystrophy. Metabolism. 
2009;58:854–9.

	88.	Oliveira JM, Rondo PH.  Omega-3 fatty acids and 
hypertriglyceridemia in HIV-infected subjects on 
antiretroviral therapy: systematic review and meta-
analysis. HIV Clin Trials. 2011;12:268–74.

12  Dietary and Lifestyle Cardiometabolic Risk Reduction Strategies in Pro-inflammatory Diseases


	12: Dietary and Lifestyle Cardiometabolic Risk Reduction Strategies in Pro-inflammatory Diseases
	Introduction
	Inflammation, Atherosclerosis, and Clinical CVD
	Rheumatoid Arthritis
	Lifestyle Management in RA to Reduce CV Risk
	Dietary Considerations to Reduce CV Risk

	Psoriasis
	Lifestyle Management in Psoriasis to Reduce Cardiometabolic Disease
	Specific Dietary Consideration in Psoriasis to Reduce Cardiometabolic Disease

	Systemic Lupus Erythematosus
	Lifestyle Management in SLE to Reduce Cardiometabolic Disease
	Dietary Consideration in SLE to Reduce Cardiometabolic Disease

	Inflammatory Bowel Disease
	Lifestyle Management to Reduce Cardiometabolic Disease in IBD
	Dietary Considerations to Reduce Cardiometabolic Disease in IBD

	Human Immunodeficiency Virus
	Lifestyle Management in HIV to Reduce Cardiometabolic Disease
	Dietary Consideration in HIV to Reduce Cardiometabolic Disease

	Conclusion
	References


