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A B S T R A C T

Fatty acid (FA) uptake is coordinated across tissues to maintain metabolic homeostasis, yet the mechanisms 
underlying tissue-specific regulation remain incompletely understood. NRAC has emerged as a nutrient- 
responsive, tissue-restricted factor enriched in adipose tissue and heart in both mice and humans. Mouse 
studies show that Nrac is dynamically regulated by feeding, fasting, and obesity in a tissue-specific manner. 
Recent work further shows that NRAC interacts with CD36 to regulate CD36-dependent FA uptake in adipocytes. 
Physiological studies support a role for NRAC in adipose lipid handling and systemic FA homeostasis, while 
human data link adipose NRAC expression to body fat distribution and circulating lipid traits. Together, current 
evidence identifies NRAC as an emerging regulator of tissue-specific FA metabolism and cardiometabolic health.

1. Introduction: fatty acid metabolism in health and disease

Metabolic diseases such as obesity, insulin resistance, type 2 dia
betes, fatty liver disease, and cardiovascular disease represent major 
global health challenges [1,2]. Fatty acids (FAs) are closely linked to 
these disorders because they serve as primary substrates for both energy 
metabolism and lipid storage [3–5]. In adipose tissue, FAs are esterified 
into triglycerides (TGs) for storage, and excessive accumulation of this 
stored lipid contributes to obesity. Conversely, dysregulated FA release 
from adipose tissue or aberrant uptake in non-adipose organs can drive 
ectopic lipid deposition, insulin resistance, and organ dysfunction [6]. 
To preserve metabolic homeostasis, the mobilization, uptake, storage, 
and utilization of FAs must therefore be tightly coordinated across 
different tissues and physiological states. Disruption of this inter-tissue 
coordination is a central feature of cardiometabolic disease pathogen
esis [7,8].

Among the tissues central to systemic FA metabolism, white adipose 
tissue (WAT) and the heart play particularly important yet contrasting 
roles. WAT is the principal site of lipid storage and releases FAs during 
fasting, whereas the heart is a highly oxidative organ that relies heavily 
on FAs to meet its continuous energy demand. During fasting, adipose 
tissue mobilizes stored TGs and releases FAs into the circulation, while 
the heart increases FA uptake and oxidation. During feeding, by 
contrast, adipose tissue serves as a major site for FA uptake and TG 
storage, while other tissues also take up and metabolize FAs according to 
their energetic and physiological demands [9,10]. These contrasting 

roles highlight the need for tissue-specific regulation of FA flux across 
organs with distinct metabolic functions. In this context, understanding 
how FA uptake is coordinated between storage tissues such as adipose 
tissue and oxidative tissues such as the heart remains an important 
question in metabolic biology.

A major component of cellular long-chain fatty acid (LCFA) uptake is 
CD36, a multifunctional scavenger receptor [8,11]. CD36 is expressed in 
a broad range of metabolically relevant cell types and tissues, including 
adipose tissue, heart, skeletal muscle, intestine, and liver, and has 
emerged as a key facilitator of LCFA uptake [12,13]. Importantly, CD36 
function depends not only on total abundance but also on its localization 
within the cell. CD36 cycles between intracellular compartments and the 
plasma membrane, and its translocation to the cell surface is a major 
determinant of FA uptake capacity [14]. Although this dynamic traf
ficking has become increasingly appreciated, the factors that confer 
tissue-specific regulation of CD36-mediated FA uptake remain incom
pletely understood.

NRAC has emerged as a nutrient-responsive membrane protein with 
restricted expression in adipose tissue and heart, and recent studies have 
linked it to CD36-dependent FA uptake and membrane trafficking [15]. 
This review summarizes current knowledge of NRAC, with emphasis on 
its discovery, tissue specificity, nutritional regulation, functional and 
structural relationship with CD36, physiological and metabolic roles, 
and relevance to human health and disease.
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2. Discovery of NRAC and its tissue specificity

The advent of RNA sequencing in the late 2000s substantially 
expanded the capacity to identify nutritionally regulated genes in 
metabolic tissues [16]. Compared with microarray-based approaches, 
RNA-seq offered greater sensitivity and enabled the detection of previ
ously uncharacterized transcripts, creating new opportunities to un
cover regulators of adipose and systemic metabolism. In 2010, we 
applied RNA-seq to mouse adipose and liver tissues under nutritional 
stimulation to identify nutritionally regulated genes. This early tran
scriptomic effort led to the discovery of MNADK (now known as NADK2) 
[17,18], lipasin (now known as ANGPTL8) [9,19], and NRAC [20], 
providing an example of how nutritionally perturbed transcriptomics 
can identify previously unrecognized regulators of systemic metabolism.

At the time of its discovery, the gene was annotated as 
A530016L24Rik, a previously uncharacterized gene. A notable feature 
of this gene was its highly restricted yet relatively abundant expression 
in mouse adipose tissue and heart. This dual enrichment was particu
larly intriguing because adipose tissue and heart play distinct, and in 
some contexts opposing, roles in systemic FA metabolism. The study 
further showed that this gene was strongly regulated by nutritional cues, 
including fasting, refeeding, and high-fat diet feeding. Based on these 
two defining features, nutritional responsiveness and enrichment in 
adipose and cardiac tissues, the gene was named NRAC, for nutritionally 
regulated adipose and cardiac-enriched. These observations suggested 
that NRAC may have a specialized role in metabolic tissues. Early 
sequence analysis further indicated that NRAC encodes a small trans
membrane protein, consistent with a function at the cell surface or 
within membrane-associated regulatory complexes [20].

Because the original study was performed in 2010, before large-scale 
human transcriptomic resources became widely available, the initial 
characterization of NRAC was based primarily on mouse tissues. More 
recent analyses using GTEx have now shown that this tissue specificity is 
conserved in humans. Bulk RNA-seq data indicate that human NRAC is 
highly enriched in adipose and heart tissues, with robust expression in 
subcutaneous and visceral adipose tissue as well as cardiac tissues, but 
minimal expression in most other organs. Because bulk tissue expression 
reflects the aggregate signal from multiple cell types, GTEx single-cell 
RNA-seq data provide an important opportunity to define the cellular 

specificity of NRAC expression [21]. Adipose and heart tissues contain 
diverse cell populations, including immune cells, endothelial cells, fi
broblasts, stromal cells, adipocytes, and myocytes. Analysis of single-cell 
GTEx data using both the percentage of cells expressing NRAC and 
normalized expression levels revealed that NRAC expression is highly 
restricted to adipocytes and myocytes/cardiomyocytes. Ranking cell 
types by either the percentage of NRAC-positive cells or normalized 
expression produced the same top-ranked populations, all correspond
ing to adipocytes or myocytes (Fig. 1A).

This cell-type specificity was further supported by independent 
Single Cell Portal datasets, in which NRAC expression was enriched in 
adipocytes in adipose tissue (SCP1376 [22]) and cardiomyocytes in 
heart (SCP498 [23]) (Fig. 1B and C).

Together, these findings establish NRAC as a highly tissue- and cell- 
type-restricted gene enriched in adipose tissue and heart in both mice 
and humans. This evolutionarily conserved expression pattern across 
species supports its designation as a bona fide adipocyte- and myocyte- 
enriched gene and provides an important foundation for understand
ing its roles in nutrient responsiveness and tissue-specific FA 
metabolism.

3. Nutritional regulation of NRAC

Mouse studies have shown that Nrac is dynamically regulated by 
nutritional cues in a tissue-specific manner. Rather than exhibiting 
uniform changes across organs, Nrac expression responds differently in 
metabolically distinct tissues, consistent with their specialized roles in 
systemic fuel handling. Gonadal WAT (gWAT) provides a clear example 
of this regulation, as Nrac expression is strongly influenced by feeding 
status and metabolic stress.

In mice, Nrac expression in gWAT is suppressed by fasting and 
restored by feeding or refeeding. This pattern suggests that Nrac is 
associated with the nutritionally replete, lipid-storing state of WAT. In 
addition to acute nutritional regulation, Nrac expression in gWAT is also 
reduced by chronic metabolic challenge, including high-fat diet (HFD) 
feeding and genetic obesity in ob/ob mice [20]. Together, these findings 
suggest that Nrac expression in gWAT is reduced during fasting and 
obesity-associated lipid stress, consistent with sensitivity to metabolic 
states with altered FA availability.

Fig. 1. Human NRAC expression is specific to adipocytes and myocytes in adipose and heart tissues. A) Single-cell RNA-seq analysis reveals NRAC expression is 
specific to adipocytes and cardiomyocytes. Bar plots summarize the six cell types that rank highest for both the percentage of NRAC-expressing cells (prevalence) and 
expression intensity (CP10K) based on GTEx v10 single-cell RNA-sequencing datasets. The left panel shows the percentage of cells expressing NRAC within each 
indicated cell type, and the right panel shows the average expression level among expressing cells. For CP10K-based ranking, cell types with fewer than 1% of NRAC- 
expressing cells were excluded to reduce sampling noise. CP10K = counts per 10,000. B) UMAP of human white adipose tissue from Single Cell Portal (SCP1376) 
showing NRAC expression enriched in adipocytes. C) UMAP of human heart from Single Cell Portal (SCP498) showing NRAC expression enriched in cardiomyocytes.
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In contrast to gWAT, the heart exhibits reciprocal regulation of 
NRAC expression in response to feeding and fasting [15]. Whereas Nrac 
expression in gWAT is higher in the fed state and lower during fasting, 
the opposite pattern is observed in the heart (Fig. 2). This reciprocal 
regulation is notable in light of the distinct metabolic functions of these 
tissues. WAT primarily stores lipid during nutrient excess, whereas the 
heart is a highly oxidative organ that depends heavily on FA utilization, 
particularly during fasting. Thus, the opposite regulation of Nrac in 
gWAT and heart is physiologically coherent and supports the idea that 
Nrac expression is aligned with tissue-specific fuel demands.

Taken together, these findings show that, in mice, Nrac is regulated 
by feeding, fasting, obesity, and HFD in a tissue-specific manner. In 
response to feeding and fasting, gWAT and heart exhibit reciprocal 
regulation of Nrac, consistent with their distinct roles in lipid storage 
and FA utilization. Notably, NRAC regulation is not limited to gene 
expression. Recent work suggests that increased extracellular FA levels 
reduce NRAC cell-surface localization in adipocytes, pointing to an 
additional post-translational layer of nutrient-dependent regulation 
[24]. Overall, these data support the view that NRAC is a 
nutrient-responsive gene whose expression and localization are tightly 
coupled to tissue-specific metabolic state.

4. NRAC and CD36-dependent fatty acid uptake: functional and 
structural insights

Recent work has established a direct mechanistic link between NRAC 
and CD36-dependent FA uptake in adipocytes [24]. CD36 is a major 
facilitator of LCFA uptake, and in adipocytes this process is closely 
coupled to CD36 membrane localization, endocytic routing, and inter
nalization of FA-CD36 complexes. In this context, NRAC emerges as an 
adipocyte-enriched regulator of CD36 trafficking rather than as a FA 
transporter itself. Loss of NRAC increased FA uptake in white adipo
cytes, whereas NRAC overexpression reduced FA uptake in adipocyte 
models, supporting a role for NRAC as a negative regulator of adipocyte 
FA uptake.

Mechanistically, NRAC interacts with CD36 and modulates its 
membrane trafficking behavior. In wild-type adipocytes, NRAC, CD36, 
and caveolin-1 localized at the plasma membrane. In NRAC-deficient 
adipocytes, however, CD36 was no longer retained at the cell surface 
and instead accumulated in intracellular clusters around lipid droplets, 
whereas caveolin-1 remained at the plasma membrane. In parallel, the 
interaction between CD36 and caveolin-1 was markedly reduced in 
NRAC-deficient adipocytes and adipose tissues. These findings indicate 
that NRAC helps maintain CD36 in a caveolin-associated membrane 
state [24].

Loss of NRAC was further associated with altered CD36 endocytic 
routing. Because CD36-mediated FA uptake in adipocytes is 
internalization-dependent, dissociation of CD36 from caveolin-1 sug
gested a shift away from caveolin-associated localization toward an 
alternative endocytic route. Consistent with this interpretation, 

inhibition of clathrin-mediated endocytosis with chlorpromazine 
restored CD36 cell-surface localization in NRAC-deficient adipocytes. 
Thus, NRAC appears to regulate adipocyte FA uptake by modulating 
CD36 localization and endocytic routing: NRAC maintains caveolin- 
associated membrane localization, whereas loss of NRAC shifts CD36 
toward clathrin-mediated internalization, resulting in increased FA up
take [24].

Structural analyses further support this model. NRAC is a small two- 
pass transmembrane protein, and deletion mapping showed that its first 
transmembrane domain (TM1) is required for interaction with CD36. 
TM1 was also necessary for NRAC-mediated suppression of CD36- 
dependent FA uptake, linking structural interaction directly to func
tion. Molecular modeling further supported a transmembrane interface 
between NRAC and CD36 [24], consistent with a mechanism in which 
NRAC physically associates with CD36 within the membrane to regulate 
its trafficking and associated FA uptake (Fig. 3).

5. Physiological and metabolic functions of NRAC

The physiological and metabolic functions of NRAC are still being 
defined, but current evidence points to a context- and tissue-dependent 
role in adipose lipid handling and systemic FA homeostasis. Available 
data do not support a single uniform effect of NRAC across all experi
mental models. Loss of NRAC increased FA uptake in primary subcu
taneous and perigonadal adipocytes, increased adipocyte size, and 
increased fat mass in mice. Conversely, NRAC overexpression reduced 
FA uptake in adipocytes. NRAC knockout mice also showed reduced 
serum TG levels and enhanced lipid clearance, consistent with increased 
partitioning of circulating lipid into adipose tissue [24]. Together, these 
findings support a role for NRAC in restraining adipocyte FA uptake and 
limiting lipid storage. These phenotypes are consistent with the pro
posed mechanism whereby NRAC modulates CD36 trafficking and FA 
uptake.

Additional evidence supports a more complex and context- 
dependent role for NRAC. In an earlier in vitro study using human 
adipose-derived mesenchymal stem cells (hMSCs), knockdown of NRAC 
(C14orf180) inhibited lipid accumulation and downregulated key adi
pogenic genes, including PPARG and CEBPA [25]. Thus, in this differ
entiating precursor-cell model, reduced NRAC impaired adipogenic and 
lipid-storage programs rather than enhancing lipid accumulation. This 
difference likely reflects the distinct experimental contexts being 
examined, namely NRAC perturbation during adipocyte differentiation 
in vitro versus NRAC deficiency in mature adipose tissue in vivo.

Consistent with a broader role in systemic FA regulation, NRAC has 
also been linked to circulating free fatty acids (FFAs). In one mouse 
study, NRAC expression in WAT was inversely associated with circu
lating FFAs, whereas NRAC expression in heart was positively associated 
with FFAs, consistent with the distinct metabolic functions of these tis
sues. In the same study, whole-body NRAC knockout mice exhibited 
increased circulating FFAs, further supporting a role for NRAC in sys
temic FA homeostasis [15]. Taken together, current evidence suggests 
that NRAC contributes to FA handling and metabolic regulation in a 
tissue-specific and context-dependent manner, rather than exerting a 
single uniform effect across tissues or experimental systems.

6. Adipose NRAC expression is associated with human metabolic 
traits in a depot- and context-dependent manner

The relevance of NRAC to human health and disease is supported by 
association studies linking adipose NRAC expression to multiple car
diometabolic traits. A key theme emerging from these analyses is that 
the relationship between NRAC and metabolic phenotypes is strongly 
influenced by adipose depot context.

In the TwinsUK cohort, associations were examined using subcu
taneous (SC) adipose tissue expression [26]. Higher NRAC expression in 
SC adipose tissue was strongly associated with a more favorable pattern 

Fig. 2. Tissue-specific regulation of Nrac expression in mice. Gonadal white 
adipose tissue (gWAT) and heart exhibit reciprocal regulation of Nrac expres
sion in response to feeding and fasting. In gWAT, Nrac expression is decreased 
by obesity and high-fat diet feeding.
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of fat distribution, including lower visceral and central adiposity, 
reduced trunk and android fat, and a lower visceral-to-gynoid fat ratio. 
In contrast, higher SC adipose NRAC expression was positively associ
ated with gynoid and lower-body fat depots. Importantly, these traits 
were derived from DXA-based body composition measurements, 
providing objective and anatomically resolved assessment of fat distri
bution [26]. SC adipose NRAC expression was also associated with a 
more favorable circulating lipid profile, including lower TGs and 
apolipoprotein B and higher HDL levels (Fig. 4A). Together, these 
findings suggest that higher NRAC expression in SC adipose tissue is 
positively associated with protective metabolic traits and inversely 
associated with detrimental cardiometabolic traits.

Additional support comes from the Leipzig Obesity Biobank, in 
which NRAC expression was analyzed separately in subcutaneous (SC) 
and visceral (VIS) adipose tissues [24]. These analyses showed that 
NRAC expression was associated with metabolic traits in both depots, 
but the association patterns differed between SC and VIS adipose tissue 
(Fig. 4B). Thus, the relationship between NRAC and metabolic pheno
types is not uniform across adipose depots, but instead appears to be 
depot-dependent. This observation is notable because it aligns with the 
broader concept that NRAC biology is highly tissue- and 
context-dependent.

Taken together, the available human data support the relevance of 
NRAC to cardiometabolic health and disease. Adipose NRAC expression 
is associated with fat distribution, circulating lipids, and metabolic 
phenotypes, and these associations vary according to adipose depot. 
Overall, current evidence suggests that NRAC is linked to human 
metabolic health in a depot- and context-dependent manner.

7. Future directions

Although recent studies have established NRAC as a nutrient- 
responsive, tissue-restricted regulator of FA metabolism, many impor
tant questions remain. Current work has defined its expression speci
ficity, nutritional regulation, and an initial adipocyte-centered 
mechanism involving CD36-dependent FA uptake. Future studies should 
now determine how NRAC functions across heart, brown adipose tissue, 
white adipose depots, and distinct metabolic states, and how these 
context-dependent actions influence systemic lipid handling.

7.1. Tissue-specific functions in heart, brown adipose tissue, and adipose 
depots

A major priority is to define the tissue-specific functions of NRAC in 
vivo, especially in the heart. Although NRAC was originally identified as 

highly enriched in both adipose tissue and heart, current mechanistic 
work has focused mainly on adipocytes, leaving the physiological role of 
NRAC in the heart largely unexplored. This is an important gap because 
the heart is a highly oxidative organ that depends heavily on FA uptake 
and utilization. Future studies should determine whether NRAC regu
lates cardiac FA handling, substrate selection, and cardiac function 
across nutritional and metabolic states. Brown adipose tissue (BAT) 
should also be examined directly, because NRAC is abundant in BAT and 
may influence FA uptake, thermogenic activation, and lipid utilization. 
In parallel, adipocyte-specific models will be needed to define depot- 
specific functions in subcutaneous, gonadal, visceral, and mesenteric 
white adipose tissues. Together, these studies will help clarify how 
NRAC activity in heart, BAT, and WAT contributes to systemic FA par
titioning and metabolic homeostasis.

7.2. Organism-level control of fatty acid flux

Another important direction is to define how NRAC influences FA 
flux at the organismal level. In addition to static phenotypes such as fat 
mass, adipocyte size, or circulating lipid levels, future studies should 
directly measure FA uptake, release, oxidation, storage, and redistri
bution across adipose tissue, heart, liver, and brown adipose tissue 
under different physiological and pathological conditions. Such analyses 
will help determine whether NRAC primarily regulates local FA uptake 
within individual tissues or instead contributes more broadly to systemic 
lipid partitioning and inter-organ fuel allocation.

7.3. Mechanistic control of CD36 trafficking and function

Further mechanistic work is needed to clarify how NRAC regulates 
CD36 in a tissue-specific manner. Current evidence, derived largely from 
adipocytes, supports a role for NRAC in CD36 membrane trafficking, 
caveolin-associated localization, and endocytic routing. However, 
several questions remain unresolved, including whether NRAC primarily 
controls CD36 surface retention, caveolar partitioning, endocytosis, 
recycling, or internalization of FA–CD36 complexes, and whether it acts 
exclusively through CD36 or also has additional binding partners and 
CD36-independent functions. By contrast, the mechanism of NRAC ac
tion in cardiomyocytes remains entirely unknown. Given the reciprocal 
nutritional regulation of NRAC in adipose tissue and heart, its function 
in the heart may differ from, or even oppose, its role in adipocytes. 
Defining these tissue-specific mechanisms will be essential for under
standing how NRAC regulates FA handling across distinct metabolic 
organs.

Fig. 3. Model of the NRAC-CD36 interaction. A) Schematic diagram of the NRAC–CD36 membrane interface. NRAC is shown as a two-pass membrane protein with 
TM1 and TM2, and CD36 as a two-pass membrane protein with an extracellular domain. Experimental data indicate that NRAC TM1 is required for binding to CD36 
[24]. Figure not drawn to scale. (B) Surface and (C) cartoon views of the NRAC–CD36 complex embedded in the membrane. NRAC, green; CD36, pink; membrane, 
gray. (For interpretation of the references to colour in this figure legend, the reader is referred to the Web version of this article.)
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7.4. Upstream regulation of NRAC

The upstream regulation of NRAC remains poorly understood and 
likely occurs at multiple levels. At the transcriptional level, future 
studies should identify the transcription factors and signaling pathways 
responsible for nutrient-dependent regulation of NRAC expression in 
different tissues, particularly adipose tissue and heart, where NRAC 
shows reciprocal responses to metabolic state. At the protein level, it will 
be important to determine how NRAC abundance is controlled by 
translational and post-translational mechanisms under different meta
bolic conditions. In parallel, additional work is needed to define how 
NRAC subcellular localization and membrane trafficking are regulated. 
Recent evidence suggests that elevated extracellular FAs reduce NRAC 
surface localization, but the mechanisms governing these changes in 
obesity, high-fat diet feeding, and fasting remain unclear. Clarifying 
these regulatory layers will be essential for placing NRAC within broader 
nutrient-sensing and lipid-response pathways.

7.5. Human relevance and translational potential

Additional work will be needed to define the relevance of NRAC to 
human disease and its translational potential. Existing cohort studies 
support depot- and context-dependent associations between adipose 
NRAC expression and metabolic traits, but longitudinal studies, causal 
inference approaches, and protein-level analyses will be needed to 
strengthen these links. Human genetic studies will also be important for 
determining whether NRAC variation contributes to adipose distribu
tion, circulating lipid traits, and metabolic disease risk. Although recent 
work linked NRAC and the intronic SNP rs12878589 to body fat distri
bution and obesity [24], broader genetic studies will be needed to 
determine whether NRAC variants contribute causally to metabolic 
disease. In particular, rare coding and loss-of-function variants may 
provide especially valuable insight into NRAC function in humans. It 
will also be important to determine whether NRAC can serve as a 
biomarker or therapeutic target in cardiometabolic disease. Because 
NRAC expression is relatively restricted, it may offer opportunities for 

Fig. 4. Associations of adipose NRAC expression with metabolic traits. A) Associations between NRAC expression in SC adipose tissue and cardiometabolic traits in 
the TwinsUK cohort. Bar plot of regression coefficients (β) showing inverse associations of NRAC expression with detrimental traits and positive associations with 
protective traits. B) Correlations of NRAC expression in SC and VIS adipose tissues with metabolic traits in the Leipzig Obesity Biobank (LOBB). Bar plot showing 
Spearman correlation coefficients (r) between NRAC expression and selected metabolic traits, highlighting distinct correlation patterns in SC and VIS adipose tissue. 
Significance: *p < 0.05, **p < 0.01, ***p < 0.001. Abbreviations: SC, subcutaneous; VIS, visceral; CSA, cross-sectional area; Gyn, gynoid; ApoB, apolipoprotein B; TG, 
triglycerides; HDL, high-density lipoprotein; LDL-C, low-density lipoprotein cholesterol; FPG, fasting plasma glucose; FPI, fasting plasma insulin; HOMA-IR, ho
meostatic model assessment for insulin resistance; HbA1c, glycated hemoglobin; Chol, total cholesterol; P-axis, electrocardiographic P-wave axis.
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more tissue-selective intervention than more broadly expressed regula
tors of FA uptake.

8. Concluding perspective

Overall, NRAC sits at the intersection of nutrient sensing, tissue- 
specific FA handling, and adipose-heart metabolic crosstalk. Although 
the field remains at an early stage, the available evidence already points 
to substantial opportunities for discovery. Current studies have estab
lished NRAC as a nutrient-responsive and tissue-restricted regulator 
linked to CD36-dependent FA uptake, while also revealing important 
context dependence in its expression, function, and physiological ef
fects. These findings raise important questions regarding its tissue- 
specific roles, upstream regulation, molecular mechanisms, and rele
vance to human disease. Addressing these questions will be essential for 
defining how NRAC contributes to adipose biology, cardiac metabolism, 
and systemic lipid homeostasis. A deeper understanding of NRAC may 
not only clarify the biology of this novel factor, including its role in 
CD36 regulation and the basis of its tissue-specific functions, but also 
reveal broader fundamental principles governing lipid metabolism in 
health and disease.
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