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Abstract
Background: The pathophysiology of sickle cell disease (SCD) and the variability of its clinical expression remain not
fully understood, whether within or between different SCD genotypes. Recent studies have reported associations
between lipid levels and several SCD complications. If lipid levels have been previously described as low in sickle cell
anemia (SCA), few data have been provided for sickle cell SC disease (SCC). We designed our epidemiological study to
isolate lipid levels and profiles by genotype in Guadeloupian cohorts of SCA and SCC adult patients, at steady state. We
compared SCD lipid levels with those of the Guadeloupian general population (GGP), and analyzed potential associations
between lipid levels and SCD complications (vaso-occlusive crises, acute chest syndrome and osteonecrosis).
Methods: Lipids, apolipoproteins, biological variables and anthropometric evaluation, were collected at steady state
from medical files for 62 SCC and 97 SCA adult patients. Clinical SCD complications were collected from the clinical
files. Analysis was conducted by genotype for all variables.
Results: Different SCC and SCA lipid profiles, both distinct from their GGP’s, were identified. Compared to SCC and
GGP, higher triglyceride (TG) levels were observed in SCA patients, independent of hydroxyurea, hemolysis, gender,
age, body mass index (BMI), abdominal obesity and clinical nutritional status. Our survey highlights also subsequent
anthropometrical phenotypes, with an over-representation of abdominal obesity with normal BMI in SCA patients, and
affecting almost exclusively females in both genotypes. Moreover, more frequent positive history of acute chest syndrome
(ACS) was observed in SCA patients with TG level higher than 1.50 g/l, and of osteonecrosis in SCC patients having non
high-density lipoprotein-cholesterol level (Non HDL-C) higher than 1.30 g/l.
Conclusions: This study reveals that SCA and SCC patients exhibit distinct lipid profiles and suggests that high TG and
Non HDL-C levels are associated with past histories of ACS and osteonecrosis in SCA and SCC patients, respectively.
Keywords: Genetics, Epidemiology, Triglycerides, Lipoproteins, Apolipoproteins, Sickle cell disease, Body mass index,
Abdominal obesity, Non HDL-cholesterol, Osteonecrosis
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Background
Sickle cell disease (SCD) is a monogenetic disorder resulting from a point mutation in the β-globin gene leading to
the synthesis of abnormal hemoglobin S (HbS). Sickle cell
anemia (SCA), i.e. the homozygous state of the βS allele, is
the most frequently encountered genotype worldwide, far
beyond sickle cell SC disease, i.e. the heterozygous composite state of the βS and βC alleles (SCC). The sickling of
red blood cells (RBCs), due to polymerization of HbS
when deoxygenated, is the main pathophysiological mechanism at the origin of several vaso-occlusive-like events
resulting from the entrapment of poorly deformable and
fragile sickle red blood cells in small vessels [1]. SCD is
characterized by chronic hemolysis, inflammation, exacerbated oxidative stress, frequent vaso-occlusive complications, multiple organ damage and reduced patient survival
[1]. There are large variations in the nature and incidence
of complications affecting SCA and SCC patients, and the
clinical severity of SCC is often considered to be milder
than that of SCA [2]. By contrast, it has been recently
shown that SCC patients may also frequently experience
similar vaso-occlusive-like events than SCA patients, i.e.
vaso-occlusive crisis (VOC), acute chest syndrome (ACS)
and osteonecrosis (OTN), and may also develop more frequently specific complications such as retinopathy and
otologic disorders [3, 4]. The exact pathophysiological
mechanisms, which lie at the origin of the heterogeneous
clinical severity in SCC and SCA patients, have yet to be
fully elucidated.
Lipids have been very recently hypothesized to play a
role in the pathophysiological mechanisms of SCA. SCA
patients have unique plasma lipid profile characterized
both in adults and children, by decreased levels of total
cholesterol (TC), high density lipoprotein-cholesterol
(HDL-C), low density lipoprotein-cholesterol (LDL-C),
apolipoprotein A (apoA), and apolipoprotein B (apoB),
compared to controls or to the general population [5–8].
Contrasting results have been reported regarding the level
of triglycerides (TG) in SCA compared to controls [7, 9,
10]. This dyslipidemia has been associated with the severity of hemolysis and would be involved in vascular dysfunction [7, 11, 12]. In addition, it has been also shown
that patients with the highest TG levels would be prone to
develop complications like pulmonary hypertension [7, 11,
12] and acute chest syndrome [13]. Furthermore, two recent studies showed evidence of an enhanced production
of deleterious pro-inflammatory HDL-C that has been associated with endothelial cell injury in SCA patients [14,
15]. Altogether, these data support a deleterious impact of
dyslipidemia on endothelial cells function in SCA patients
and suggest that alterations in lipids profile could be
modulate or reflect the disease severity. Yet, no precise information about lipid profile and their role in the pathophysiology is currently available for SCC adult patients.
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Unless recently [14, 16], the rare studies including both
SCA and SCC patients did not analyze lipids according to
sickle genotypes [7, 9, 10].
The major aim of the present study was to characterize
blood lipid profiles in SCA and SCC adult patients, at
steady state, and to compare them to those of the Guadeloupian general population (GGP). In addition, we also analyzed, still according to genotypes, the associations between
blood lipids, routine clinical parameters and the history of
several vaso-occlusive like complications (VOC, ACS and
OTN).

Methods
Subjects

One hundred and fifty nine sickle cell adults (62 SCC
and 97 SCA) at steady state, regularly monitored and
followed up by the sickle cell reference center of
Guadeloupe, were included in the present study between
May 2010 and December 2011. The SCC/SCA sex ratio
(M/F) was 0.67, with a mean age of 36 ± 13 years old.
The inclusion criteria were previously detailed [12].
The steady-state condition was defined as follows: no
blood transfusion in the previous three months, and absence of acute episodes (infection, VOC, ACS, stroke,
priapism) at least two months before inclusion into the
study. Twenty-one of 95 SCA patients (i.e., 22.1%) were
undergoing hydroxyurea (HU) therapy. None of SCC patients was under HU treatment. All patients had been
informed about the purpose and procedures of this
study, for which they had given a written consent in accordance with the guidelines set by the Declaration of
Helsinki. The study was approved by the Regional Ethics
Committee (CPP Sud/Ouest Outre Mer III, Bordeaux,
France, registration number: 2010-A00244-35).

Anthropometric parameters

Patients underwent a complete anthropometric examination. Height (cm) and weight (kg) were measured for all
patients and BMI was calculated as the ratio of weight
(kg)/height2 (m2). Selected BMI classes were BMI <
18.5 kg/m2 (underweight), 18-24.9 kg/m2 (normal corpulence), ≥25-29.9 kg/m2 (overweight), ≥30 kg/m2 (obesity). The definition of undernutrition or malnutrition
was based on the following clinical items: BMI < 18.5 kg/
m2 in adults of less than 70 years old or of BMI < 21 kg/
m2 in adults of more than 70 years old. Waist circumference was measured according to the NHANES III protocol [17]. Waist-to-hip ratio (WHR) was calculated from
waist and hip circumferences measurement [18]. We
chose, as abdominal obesity definition, those following
the International Diabetes Federation criteria (waist>
94 cm male; waist> 80 cm female) [19].
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Controls

Control values for TC, HDL-C, LDL-C, TG and BMI of
the GGP were issued from a previous study [20]. GGP
control values of abdominal obesity and BMI classes
available for the same period as in our study were issued
from Daigre et al. [21].
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and of 1.50 g/L for TGL were chosen, to explore the
links with the SCD complications observed.
The significance level was defined as p < 0.05. Analyses
were conducted using SPSS (v. 20, IBM SPSS Statistics,
Chicago, IL).

Biological measurements

Results

Blood samples were collected after 12 h of overnight fasting and analyzed at the University Academic Hospital of
Pointe-à-Pitre (Guadeloupe). Hemoglobin concentration
(Hb), hematocrit, reticulocytes (RET), red blood cell
counts (RBC), platelet counts (PLT), and white blood cell
counts (WBC) were determined using a hematology
analyzer (Max M-Retic, Coulter, USA). The dosages for
fasting glycemia, total bilirubin (BIL), lactate dehydrogenase (LDH) and aspartate amino-transferase (AST) were
performed using standard biochemistry. The measurements of TC, HDL-C, LDL-C and TG were performed
using a colorimetric method (Integra Cobas Roche) and
those of apoA and apoB with a nephelometric method
(Behring Nephelemeter 2, Siemens). LDL-C was calculated according to the Friedwald formula: LDL-C (g/l) =
TC (g/l) – HDL-C (g/l) – TG/5 (g/l). Non-HDL cholesterol (Non HDL-C) was calculated using the following formula: Non HDL-C (g/l) = TC (g/l) – HDL-C (g/l).

SCC and SCA corpulence distributions vs. GGP

SCD complications

The previous occurrence of OTN, ACS and hospitalized
painful VOC were collected from patients’ medical files
at the sickle cell reference center of Guadeloupe. The
collection of OTN history started with the very first
retrospective patient’s follow-up at the SCD reference
center while for VOC and ACS, it started one year before the annual patients’ checkup. OTN, ACS and hospitalized VOC diagnoses were established as previously
described [22–25].
Statistical analysis

Results are presented as means ± Standard deviation
(SD) for continuous variables and as frequencies for categorical variables. To compare co-variables between different groups, unpaired Student’s t-test was used for
continuous covariates, and chi-square-test or exact
Fisher Test, for categorical covariates. Pearson test was
used to investigate correlations. A principal component
analysis was used to derive a hemolytic component value
from the four hemolytic markers being investigated (i.e.
BIL, LDH, AST and RET), as previously reported [26].
This standard statistical data reduction approach employs conventional clinical measurements to explain the
maximum-shared variance among these indirect measures of hemolysis. Following 2011 ESC/EAS European
guidelines [27], thresholds of 1.30 g/L for Non HDL-C

Results are reported in Tables 1 and 2. SCC and SCA
patients presented similar values for the following
parameters: sex ratio, age, waist, WHR and abdominal
obesity. Mean BMI was not different between SCC
patients and GGP, and was lower in SCA vs. SCC patients and GGP (p < 0.01). The undernutrition class was
significantly over-represented in SCA patients compared
to GGP (p < 0.01) (Table 2), with no difference detected
between SCC patients and GGP. If overweight was less
frequently encountered in SCA patients compared to
GGP and SCC patients (p < 0.01 for both), obesity
remained low and similar between SCA and SCC
Table 1 Lipid levels and biological characteristics in SCC and
SCA cohorts versus Guadeloupian general populationa
GGPa

SCC

SCA

N = 1010

N1 = 62

N2 = 97

0.66

0.51

0.80

Age (years)

39.5 ± 13.3

37.5 ± 13.3

34.6 ± 12.9**

BMI (Kg/m2)

25.7 ± 5.3

24.5 ± 4.5

21.5 ± 3.3**

Waist (cm)

88.9 ± 16.6

81.6 ± 10.2**

79.0 ± 7.1**

WHR (cm/cm)

0.81 ± 0.91

0.85 ± 0.07

0.86 ± 0.05**

Systolic arterial
tension (mmHg)

127.8 ± 18.1

120.2 ± 14.6**

114.4 ± 10.6**

Diastolic blood
pressure (mmHg)

81.9 ± 12.8

74.5 ± 7.4**

67.1 ± 7.4**

Hb (g/dl)

–

11.3 ± 1.2

8.4 ± 1.3°°

Hemolytic
Component

–

- 0.880 ± 0.189

0.556 ± 0.712°°

TC (g/L)

1.90 ± 0.43

1.40 ± 0.32**

1.21 ± 0.29**

°°

HDL-C (g/L)

0.48 ± 0.13

0.44 ± 0.12*

0.37 ± 0.10**

°°

Apo A (g/l)

–

Sex ratio (M/F)

1.24 ± 0.20
**

°°

°°

°°

1.11 ± 0.20

LDL-C (g/L)

1.26 ± 0.39

0.79 ± 0.24

0.66 ± 0.23**

Apo B (g/l)

–

0.66 ± 0.19

0.60 ± 0.18

°°

Non HDL-C (g/l)

1.41 ± 0.41

0.96 ± 0.30

0.85 ± 0.26**°

TG (g/L)

0.79 ± 0.45

0.80 ± 0.43

0.97 ± 0.39** °

TC / HDL-C

4.1 ± 1.3

3.31 ± 0.98**

3.46 ± 0.86**

TG / HDL-C

–

2.11 ± 1.96

2.93 ± 1.79°°

0.90 ± 0.31

0.75 ± 0.17**

0.72 ± 0.11**

Fasting glycemia (g/l)

**

°

Values represent mean ± standard deviation; comparison with GGP
(Guadeloupean general population): *p < 0.05; **p < 0.01; comparison with SCC
population: °p < 0.05; °°p < 0.01; aData issued or calculated (Non HDL-C) from
reference (18)
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Table 2 BMI classes and abdominal obesity in SCC and SCA
cohorts versus Guadeloupian general population a
GGPa

SCC

N = 602

N1 = 62

N2 = 97

23 (3.8)

3 (4.9)

15 (15.5)**

329 (54.7)

26 (42.6)

14 (14.4)**°°

BMI ≥ 30 (kg/m )

138 (22.9)

**

6 (9.8)

Abdominal Obesity

319 (53.0)

11 (28.2)**

BMI < 18.50 (kg/m2)
Undernutrition class
BMI ≥ 25 (kg/m2)
2

SCA

*

male AO distribution

196 (32.6)

1 (6.7)

female AO distribution

423 (70.4)

10 (41.7)**

3 (3.1)**
19 (26.0)**
0 (0.0)**
19 (48.7)**

Data are expressed as n (and proportion); comparison with GGP
(Guadeloupean general population): *p < 0.05; **p < 0.01; comparison with SCC
population: °°p < 0.01; aGGP data issued from reference (19); AO (abdominal
obesity) if waist > 94 cm for males or > 80 cm for females

patients, and much lower than in GGP (p < 0.01 for
both, Table 2). Abdominal obesity affected exclusively
females (with the exception of one SCC male), with a
lower prevalence for both genotypes than in GGP (p <
0.01 for both, Table 2), and was undetected in the undernutrition class in both genotypes (data not shown).

observed for apoB level. SCC TG levels were not different from GGP’s, whereas TG levels in SCA were higher
than that detected in SCC patients (p < 0.05) and GGP
(p < 0.01). In both sickle genotypes, TG values remained
within the normal range (0.97 g/L ± 0.39) (Table 1).
Males SCC and SCA patients exhibited lower values
than females for TC, LDL-C, Non HDL-C, HDL-C, and
apoA levels (p < 0.01, data not shown), and a similar
trend was detected for apoB levels (p = 0.059). Only TG
levels and TG level ≥ 1.50 g/l were found independent
from patients’ gender and age in SCC and SCA genotypes (data not shown).
Focus on TGL, BMI, nutritional status and fasting
glycemia

TG level was positively correlated with BMI in SCC (r =
0.330, p = 0.01) but not in SCA patients, for whom TG
level was also independent of the undernutrition and
overweight classes. In both sickle genotypes, TG level
was independent of waist, WHR and abdominal obesity
(data not shown), and fasting glycemia. Moreover, SCA
and SCC patients presented both similar and lower
fasting glycemia levels than those detected in GGP.

Biology
Lipid profiles

Anemia, hemolysis, hydroxyurea (HU) and lipids

SCC patients exhibited intermediate mean values for
TC, LDL-C, HDL-C and Non HDL-C, higher than those
detected in SCA patients (p < 0.01 for all, except for Non
HDL-C, p < 0.05), but lower than those detected in GGP
(p < 0.01) (Table 1). SCC patients also had higher apoA
level (p < 0.01) than SCA patients, without any difference

As expected, both anemia (Hb) and hemolysis (hemolytic
component index) were more severe in SCA than in SCC
patients (Table 1, p < 0.01 for both). Though, neither
hemolysis rate in both genotypes, nor HU treatment in
SCA patients, impacted the level of any lipid variable (data
not shown).

Table 3 Lipid levels of SCA and SCC patients according to ACS, CVO and OTN history
SCA
Characteristics and lipid levels
Female sex
WHR (cm/cm)
Hematocrit (% ± SD)

SCC

ACS n = 9

NoACS n = 88

VOC n = 14

NoVOC n = 83

OTN n = 30

4 (44.4)

50 (56.8)

8 (57.1)

46 (55.4)

19 (63.3)

35 (52.2)

10(66.7)

31 (66.0)

0.88 ± 0.02

0.86 ± 0.05

0.87 ± 0.05

0.86 ± 0.05

0.87 ± 0.05

0.86 ± 0.05

0.91 ± 0.04

0.84* ± 0.07

30.33 ± 2.65

30.90 ± 2.98

23.6 ± 3.2

23.6 ± 3.7

25.7 ± 3.0

*

23.2 ± 3.7

25.25 ± 3.04

NoOTN n = 67 OTN n = 15 NoOTN n = 47

**

22.85 ± 3.69

Hemolytic Component

−0.05 ± 1.11

0.01 ± 0.99

− 0.46 ± 0.68

0.07 ± 1.02

− 0.35 ± 0.61

−0.07 ± 1.09

0.02 ± 0.98

TC (g/l)

1.25 ± 0.30

1.21 ± 0.30

1.23 ± 0.26

1.21 ± 0.30

1.25 ± 0.30

1.20 ± 0.29

1.44 ± 0.32

1.39 ± 0.32

HDL-C (g/l)

0.42 ± 0.13

0.36 ± 0.09

0.38 ± 0.09

0.36 ± 0.10

0.38 ± 0.09

0.36 ± 0.10

0.47 ± 0.14

0.44 ± 0.11

ApoA (g/l)

1.22 ± 0.28

1.09 ± 0.19

1.15 ± 0.16

1.10 ± 0.21

1.15 ± 0.21

1.11 ± 0.20

1.32 ± 0.27

1.22 ± 0.16

1 (11.1)

5 (5.7)

1 (7.1)

5 (6.0)

3 (10.0)

3 (4.5)

4 (28.6)

3 *(6.5)

LDL-C (g/l)

0.64 ± 0.20

0.66 ± 0.24

0.64 ± 0.21

0.66 ± 0.24

0.68 ± 0.25

0.64 ± 0.23

0.83 ± 0.23

0.78 ± 0.24

ApoB (g/l)

0.58 ± 0.17

0.61 ± 0.19

0.57 ± 0.16

0.61 ± 0.19

0.63 ± 0.19

0.59 ± 0.18

0.69 ± 0.20

0.65 ± 0.19

TG (g/l)

1.06 ± 0.57

0.96 ± 0.37

1.03 ± 0.53

0.96 ± 0.37

0.96 ± 0.37

0.97 ± 0.40

0.80 ± 0.49

0.80 ± 0.42

3 (21.4)

6 (7.3)

3 (10.0)

6 (9.1)

1 (6.7)

3 (6.5)

Non HDL-C > 1.30 (g/l)

TG ≥ 1.50 g/l

3 (33.3)

*

6 (6.9)

0.16

**

± 1.10

Values represent n (and proportion) or mean result ± standard deviation (SD), unless otherwise indicated. Significance: *p < 0.05; **p < 0.01. ACS: acute chest
syndrome positive history; NoACS: absence of ACS history; VOC: hospitalized vaso occlusive crisis positive history; NoVOC: absence of VOC history; OTN:
Osteonecrosis positive history; NoOTN, absence of OTN history; WHR (waist over hips ratio), TC (total cholesterol), HDL-C (high density lipoprotein-cholesterol),
LDL-C (low density lipoprotein- cholesterol), Non HDL-C (Non HDL-cholesterol); ApoA (apolipoprotein A), ApoB (apolipoprotein B), TG (triglycerides)
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Associations between lipids, anthropometry and ACS,
VOC and OTN

Too few ACS and hospitalized VOC have been reported in SCC patients to allow statistical analysis of
these complications in this group (Table 3). Thus,
OTN was the only complication analyzed in SCC patients. OTN in SCC and ACS, VOC and OTN in SCA
were not affected by gender, BMI, BMI classes, WHR
(excepted for OTN in SCC patients), abdominal obesity, TC, LDL-C, HDL-C, apoA or apoB levels or apoB/
apoA ratio. SCA patients with TG level higher than
1.50 g/l exhibited more frequently positive histories of
ACS than those with lower TG values (p < 0.05). In
SCA patients with a positive history of either VOC or
OTN, we detected as expected higher hematocrit (p <
0.05 and p < 0.01 respectively), and in case of positive
history of OTN, a lower hemolytic component index
(p < 0.01). However, no association was detected between past history of these complications and lipid
levels. In SCC patients, positive history of OTN was
also more frequently encountered, when Non HDL-C
level > 1.30 g/l (p < 0.05) (Table 3).

Discussion
In contrast to SCA, the plasma lipid profile of SCC patients has been poorly described up to now [7, 10, 16].
This study clearly revealed two very different SCC and
SCA lipid profiles, both of them being distinct from
their GGP’s. In addition, we described several associations between sickle genotypes and anthropometric phenotypes, as well as between lipid levels and sickle cell
complications.
Distinct lipids profiles in SCA and SCC patients

In agreement with previous studies, our results showed
lower lipids values in SCA than in healthy individuals
[6], and lower lipids and apoA and apoB levels in males
than in females [6, 11]. This present study extends this
gender effect to SCC patients. Moreover, if SCC lipids
profile presents intermediate values between GGP and
SCA, the distinction between SCA and SCC lipid profiles is partially due to higher TG levels in SCA, with unexpected similar values of SCA apoB levels than in SCC.
This observation is consistent with the presence of high
levels of very low density lipoproteins in SCA [16, 28].
TG and anthropometric measurements

SCA and SCC patients’ TG levels were both found unexpectedly independent of fasting glycemia. For both genotypes, similar values of fasting glycemia, significantly
lower than in GGP, were detected, suggesting undernutrition status [29]. In pathophysiological contexts other
than SCD, undernutrition, also explored by BMI class,
was reported to modify lipid profiles, with higher TG
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and lower HDL-C levels in moderately and severely
undernourished children, as a mean of adaptation to
chronic malnutrition [30]. In agreement with the present
study, SCA patients have been reported throughout the
world to be more frequently affected by under- or malnutrition [31, 32] compared to SCC patients. Hence, we
report for the first time to our knowledge, that TG and
TG level ≥ 1.50 g/l remained independent of this sodefined BMI-undernutrition class in SCA patients.
Aside from SCD, adiposity is a significant determinant
of both plasma TG and HDL-C levels [31]. TG level is
indeed known to increase with both BMI and abdominal
obesity [33–36]. In SCD populations, only Zorca et al.
concluded that BMI was a “slightly weak but significant
predictor of SCD TG level” [7], without reporting any
data on abdominal obesity.
In this study, we detected few overweight SCA patients, whereas abdominal obesity was observed both in
overweight patients and those with normal BMI. However, no link was detected between TG level and both
BMI and abdominal obesity. This normal BMI with abdominal obesity phenotype had been previously reported
in a study exclusively dedicated to SCA adult female
gender [37]. Our study also explored adult male gender
and, for the first time, revealed a striking absence of abdominal obesity in almost all the male patients of both
genotypes. This observation may result from the shift of
female abdominal obesity to lower levels in SCA and
SCC cohorts, compared to the 70.4%+/− 2.5 abdominal
obesities in women versus 32.6%+/− 2.5 in males reported in GGP [21]. However, despite having a low or
normal BMI, abdominal obesity still remains a source of
pro-inflammatory substances, among which are TG-rich
lipoproteins lipolysis products [38]. These molecules
may increase oxidative stress and endothelial cell inflammation, but this hypothesis remains to be tested.
We also showed for the first time in SCA patients, that
TG level was not affected by age, gender, BMI, BMInutritional status, waist, WHR or abdominal obesity,
and confirmed that TG level was positively correlated
with BMI only in SCC patients.
TG, lipid levels and clinical complications

In contrast to Zorca et al. study [7], TG levels were not
associated with hemolysis in our two patients’ cohorts.
Otherwise, HU, the only available treatment given to
reduce the number and the severity of complications in
SCA, did not influence either TG, concordantly with
literature [7], or lipoproteins, apoA or apoB levels, as
shown by this study.
Apart from TG level ≥ 1.50 g/L, no other lipid association was isolated by this study for ACS history in SCA
patients, with too few SCC patients with ACS history to
be analyzed.
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Higher hematocrit levels were reported in SCA patients with past history of VOC [25], as shown in our
study. In addition, both apoA and HDL-C were described to decrease during VOC in SCA [39, 40]. Our
analysis, performed only at steady state, did not detect
any difference in their levels in relation with clinical history of VOC, advocating for a transient decrease or increase of these lipid levels accordingly to the clinical
status of the patients.
Non-traumatic osteonecrosis of the femoral head is a
source of major disabling for SCD patients. Various risk
factors were previously identified, among which, as confirmed in our study, higher hematocrit in SCA for OTN,
and lower hemolysis in SCC patients, respectively [23,
41]. Several lipid risk factors of osteonecrosis, so far unexplored in SCD, were also highlighted in the literature.
Among them, high levels of TC [42, 43], apoB/apoA ratio [44], TG [43, 45], and Non HDL-C have been described [43]. We did not detect any association between
SCC or SCA OTN history and TC, LDL-C, TG, apoA or
apoB levels, or apoB/apoA ratio. However, our study
showed that SCC patients with OTN history presented
both higher WHR and Non HDL-C levels than patients
without, suggesting a more atherogenous profile in the
former patients [46]. Our data suggest that Non HDL-C
level ≥ 1.30 g/l could be a biomarker associated with
SCC OTN history.
Limits of our study are those of a cross-sectional one
that could not represent individual daily lipid profiles
[47], with known normal variation of fasting TG level,
and include the size of the two patient cohorts. These
primary statements have to be confirmed by larger
prospective studies, which should include evaluation of
diet uptake, a known major modulator of plasma lipid
profile.

Conclusions
Our retrospective study revealed two different lipid
profiles in SCC and SCA Guadeloupian cohorts, also
different from their GGP. Our sickle genotype-based
analysis revealed that SCA mean TG level was higher
compared to both SCC and GGP, and furthermore was
independent of HU treatment, hemolysis, age, gender,
BMI, abdominal obesity and clinical nutritional status.
Unless for TG level, the study confirmed a female gender effect on lipids, apoA and apoB levels in both sickle
cell genotypes, where a similar abdominal obesity was
observed, almost exclusively encountered in females.
The search for lipid biomarkers of SCD complications
revealed that TG level ≥ 1.50 g/l and Non HDL-C
level ≥ 1.30 g/l were linked with more frequent positive
history of ACS in SCA patients and more frequent
positive history of OTN in SCC patients, respectively.
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