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ABSTRACT:-The SR-BI is a key component on the cholesterol metabolism. Polymorphisms in the
SCARBI gene are related with variations on plasma lipoprotein profile and other risk factors for type 2 diabetes
mellitus.
Type 2 diabetes mellitus is characterized by changes in the concentration of plasma lipids, modifications in
lipoprotein size and composition, which may be important modulators of the SR-Blexpression.T2DM patients
down-regulates SR-BI mRNA expression. Interestingly,decreased SR-Blexpression resulted in markedly
increased plasma LDL concentrations in T2DM subjects, and the over expression of SR- Bllisoform is
responsible for the markedly in- creased plasma LDL-c concentrations. The polymorphism (rs838895) did not
modify the mRNA level of SR-Blin leucocytes. Hyperglycemia may affect reverse cholesterol transport by
controlling SR- Bl expression in diabetic patients. LDL cholesterol levels are associated with low SR-BImMRNA
expression in T2DM.

Type 2 diabetes mellitus causes a low HDL-c concentration which is also one of the cause for insulin
resistance syndrome, a common metabolic disorder and SRB1 gene variation causes heart disease and cardio
vascular problems due to Changes in concentration of Hdl-c.
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l. INTRODUCTION

Type 2 diabetes mellitus (T2DM) has originated as one of the most common chronic diseases
worldwide. Decreased plasma high-density lipoprotein cholesterol (HDL- ¢) is one of the most common lipid
disorders in diabetic mellitus [1-3]. However, low HDL-c concentrations have also one of the causes for insulin
resistance syndrome, a common metabolic disorder colligatedto a type 2 diabetes mellitus. Scavenger receptor
class B, type | (SR-BI), a major HDL receptor [4,5] plays an important role in reverse cholesterol transport, a
pathway for the clearance of excess cholesterol in the body. In this process, excess cellular cholesterol is
packaged into HDL from where it is subsequently stored in the liver and excreted as bile. SR-Intermediates the
uptake and secretion of bile of HDL-c by the liver [6,7].

The full length gene encoding SR-BI(gene symbol SCARB1) is composed of 13 exons that are
alternatively spliced to produce two major transcripts: the full length SR-Bland the splice variant SR-BII, in
which exon 12 is skipped. SR-Bland SR-Bllsplice forms, whereas, SR-Bllis reported to be a minor splice
variant in human liver and has shown to be less efficient at reverse cholesterol transport [8-10]. Alternative
splicing of the SR-B1 gene transcription generates two isoforms (types | and 11) with identical extracellular
regions, but distinct C-terminal cytoplasmic tails.

Genes located in chromosomal regions showing inheritance to type 2 diabetes in family based studies
are rational candidates for more detailed investigation. SCARBL1 lies in a region on chromosome 12g24 that has
been linked to type-2 diabetes [11,12-17]. Acton et al. [18] were the first to identify single nucleotide
polymorphisms (SNPs) of the SCARB1in a white European population and associated some of these common
variants with plasma lipid levels and body mass index. Type 2 diabetes mellitus is marked by decrease plasma
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HDL-c concentrations, increase triglycerides, high small dense LDL, an increase in oxidized lipoproteins, as
well as by other insulin-resistance related parameters that may change the expression of the SR-Blgene [19,20]

DiminishSCARB1 expression resulted in markedly increased plasma LDL-c concentrations in T2DM
subjects. Studies in vitrohave evidenced that LDL-c can serve as a substrate for selective uptake by SR-BI.
However, lipid transfer mediated by SR-BIfrom LDL-c particles appeared to be less effective when compared
with HDL-c [21,22]. In studies in vivo, alterations in hepatic SR-Blexpression have been associated to changes
in plasma concentrations of ApoB-containing lipoproteins. Affirmed, high- level expression of SRBIin livers of
transgenic mice results in reduced plasma concentrations of LDL-c and ApoB [23,24] as well as decreased
VLDL and IDL/LDL particle size [25].

. PATHOPHYSIOLOGY OF SRB1 GENE
In type 2 diabetic patients Increase in fasting serum glucose, glycated hemoglobin, triglycerides, total
cholesterol, low density lipoprotein cholesterol, and decrease in high density lipoprotein cholesterol occurs. SR-
Bl mRNA expression was lower in T2DM as compared to non-diabetic.Hyperglycemia presents in T2DM
patients down-regulates SR-BI mRNA expression.

Genetic variation in the SCARBL1 has also been linked with increased risk of coronary artery disease
[26], obesity [25], triglycerides [27, 28] and HDL-c [29-33], all aspects of the metabolic syndrome. There is
evidence that diabetes status may modify the SCARB1 association with HDL-c [34]. It has been described that
elevated triglyceride that occurs in type 2 diabetes may distort the beneficial effects of the SR-Bloverexpression
[35]. On the other hand, increasing evidence indicates that SR-Blmay play additional roles that might be of
particular importance in type 2 diabetes. Thus, the SR-BI, as a scavenger receptor, can also bind oxidized LDL
that support to its antiatherogenic properties [34,35].

Type 2 diabetes mellitus causes a low HDL-c concentration which is also one of the cause for insulin
resistance syndrome, a common metabolic disorder and SRB1 gene variation causes heart disease and cardio
vascular problems due to Changes in concentration of Hdl-c. As a result dysfunction of reverse cholesterol
transport in liver occurs dueto which High Hdl-c and lowLdI-c alters results in diabetes mellitus due to obesity
which leads to many complications such as macro vascularamputations, retinopathy and neuropathy,
nephropathy.

1. MUTATION IN SRB1GENE RECEPTORS CAUSEMODIFICATION IN EFFLUX OF
FREE CHOLESTEROL TO HDL-

In addition to its role in selective uptake of HDL-C, SR-BI also plays a role in inducing the transfer of
FC from peripheral cells to Receptor particles such as HDL [36]. The ability of wild-type, S112F- and T175A-
SR-BI receptors to efflux FC cells to HDL acceptors. Both the S112F- and T175A-SR-BI mutant receptors
showsignificant decreases in FC efflux as compared to wild-type SR-BI. As a result [37-40], little to no wild-
type- or mutant SR-Bl-mediated FC efflux was observed when lipid-free ApoA-1 was used as an receptor (data
not shown), thus implying that mutant SR-BI receptors affect intracellular membrane pools of FC only in the
presence of HDL.

% FC Efflux to HDL
o
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Dysfunctional cholesterol transports of SR-BI mutation are not due to changes in their oligomer status-

SR-BI exists as dimers and higher-order oligomers at the plasma membrane [41,42].Studies suggest that SR-BI
oligomerization is required for efficient selective uptake of HDL-CEending support to the notion that SR-BI

oligomers form a hydrophobic channel to allow transfer of CE from HDL into the plasma membrane.

These activities depend on lipoprotein binding to its extracellular domain and subsequent lipid exchange at the
plasma membrane. Cholesterol ester uptake by liver is later used in the synthesis of steroid hormones and stored
as bile for later use.Accordingly, cellular cholesterol levels estrogens and hormones regulate SR-BI expression
by both transcriptional and post-Studies in recent years have denoted the cell surface receptor, scavenger
receptor (SR)-BI, as playing a key role in the cellular metabolism of HDL.
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Mutant receptors maintain their ability to form homo-oligomers.

Desirable Borderline High risk
Cholesterol 200-239 mg/dI 240 mg/dl
Triglycerides 150-199 mg/dI 200-499 mg/dI
HDL Cholesterol 60 mg/dl 35-45 mg/dl
LDL Cholesterol 60-130 mg/dI 130-159 mg/dI 160-189 mg/dl
Cholesterol/HDL ratio 4.0 5.0 6.0

Key point-
Combined genotypes at exon 8 (silent) and intron 5 were associated with triglyceride levels the TG:
HDL-C ratio and HDL cholesterol in women.
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V. CONCLUSION
The aim of this reviewtoexamine the association of polymorphisms in the SR-Blgene with different lipoprotein
parameters has suggested that SCARB1 genetic variability plays a significant role in lipoprotein.
Alterations in hepatic SR-Blexpression have been associated to changes in plasma concentrations of ApoB-
containing lipoproteins .Although there are no studies in humans examining.

Furthermore, our data also revealed that there is a strong and negative correlation among the expression
of SR-BII isoformand LDL-c levels.

To our knowledge, there is novel evidence that hyperglycemia may affect reverse cholesterol transport
by controlling SCARB1 expression in diabetic patients. The linear regression analysis revealed that there is a
strong and negative correlation between the changes of SCARB1 expression and LDL-c levels. We conclude
that the sustained hyperglycemia promotes overexpression of SR-Bllisoform, which is less efficient in reverse
cholesterol transport and leads to elevate LDL-c concentrations in T2DM patients.

SR-BI molecules with mutations in the extracellular domain have shown that the binding of HDL and
Cholestryl ester transfer to the cell plasma membrane are correlated, although the two steps are independent.
Thus, there are SR-BI mutants that bind HDL normally but exhibit defective Cholesterol ester-selective uptake.
SR-Bl-mediated flux of lipids between HDL and the cell membrane depends on the proper organization of both
the bound ligand and the receptor. In contrast to the effects of mutations of either ApoA-I or SR-BI that can alter
both HDL/SR-BI binding and the subsequent lipid transfer alteration of the conformation of ApoA-I in the HDL
ligand affects only step.

However, efflux is also dependent on HDL concentration at higher concentrations where binding to
SR-BI is saturated; under this condition, the ability of SR-BI to reorganize FC molecular packing in the cell
plasma membrane contributes to the change in FC efflux.

Since SR-BII and SR-BI differ only in the C-terminal cytoplasmic tail, this result suggests that the tail
is important for high efficiency HDL CE selective uptake as mediated by SR-BI. The C-terminal tail of SR-BI
might be responsible for targeting the receptor to a plasma membrane domain or for interactions with
cytoplasmic proteins that are necessary for selective uptake. With regard to the first possibility, SR-BI has been
found in membrane caveolae a location that might have functional consequences for cholesterol flux .However,
both SR-BII and CD36 have also been found in suggesting that caveolar localization per se may not explain the
difference in selective uptake efficiency of SR-BI versus SR-BII and rCD36, unless there are uncharacterized
differences in localization to lipid domains within caveolar fractions. Another possibility is that the SR-BI C-
terminal tail facilitates interactions with other membrane or cytoplasmic proteins that are necessary for efficient
HDL CE uptake.

*Corresponding Author: Mohd Wamique 25 | Page


http://ajprenal.physiology.org/content/ajprenal/290/2/F262/F3.large.jpg?width=800&height=600

Scarbl1 Gene Polymorphism in Type 2 Diabetes Mellitus- A Review

Nonetheless, study confirms previously reported associations between variants in SCARB1 and HDL-C in
diabetic kindred and extends these findings to the TG: HDL-C ratio in women with premature coronary disease.
Combinations of common SNPs in SCARB1 may be an important determinant of high TG:HDL-C ratio among
white women with CAD.

Furthermore, the expression of SCARB1 is known to be regulated by oestrogen. Oestrogen treatment

of rats has been shown to down regulate the SR-B1 isoform of SCARBL1 and upregulate the splice variant, SR-
BIl, in the liver Moreover, over expression of SR-B1 in the liver has been shown to result in a pronounced fall
in plasma HDL-C. It is possible that the regulation of SCARB1 by oestrogen is influenced by genetic variants
in SCARB1, which may have implications for the treatment of postmenopausal women with hormone
replacement therapy (HRT).

[1].
o
[4].
[5].
[6].
[71.

8.

[9l.

[10].

[11].

[12].

[13].

[14].

[15].

[16].

[17].

[18].

[19].

[20].

[21].

REFRENCES
Howard, B.V., Cowan, L.D., Go, O., Welty, T.K., Robbins, D.C. and Lee, E.T. (1998) Adverse effects of diabetes on multiple
cardiovascular disease risk factors in women. The Strong Heart Study.Diabetes Care, 21, 1258-1265.
http://dx.doi.org/10.2337/diacare.21.8.1258
Taskinen, M.R. (2002) Diabetic dyslipidemia. Athero- sclerosis, 3, 47-51.
Franceschini, G. (2001) Epidemiologic evidence for high- density lipoprotein cholesterol as a risk factor for coro-nary artery
disease. American Journal of Cardiology, 88, 9-13. http://dx.doi.org/10.1016/S0002-9149(01)02146-4
Acton, S., Rigotti, A., Landschulz, K. T., Xu, S., Hobbs, H. H. and Krieger, M. (1996) Identification of scavenger receptor SR-BI
as a high density lipoprotein receptor. Science, 271, 518-520. http://dx.doi.org/10.1126/science.271.5248.518
Krieger, M. (2001) Scavenger receptor class B type | is a multiligand HDL receptor that influences diverse physi- ologic systems.
Journal of Clinical Investigation, 108, 793-797.
Rigotti, A., Miettinen, H. E. and Krieger, M. (2003) The role of the high-density lipoprotein receptor SR-BI in the lipid
metabolism of endocrine and other tissues. Endo- crine Reviews, 24, 357-387. http://dx.doi.org/10.1210/er.2001-0037
Mardones, P., Quinones, V., Amigo, L., Moreno, M., Mi-quel, J. F., Schwarz, M., Miettinen, H. E., Trigatti, B., Krieger, M.,
VanPatten, S., Cohen, D. E. and Rigotti, A. (2001) Hepatic cholesterol and bile acid metabolism and intestinal cholesterol
absorption in scavenger receptor class B type I-deficient mice. Journal of Lipid Research, 42, 170-180.
Webb, N.R., Connell, P.M., Graf, G.A., Smart, E.J., de Villiers, W.J., de Beer, F.C. and Westhuyzen van der, D.R. (1998) SR-
BIl, an isoform of the scavenger receptor Bl containing an alternate cytoplasmic tail, mediates lipid transfer between high density
lipoprotein and cells. Journal of Biological Chemistry, 273, 15241-15248. http://dx.doi.org/10.1074/jbc.273.24.15241
Acton, S., Rigotti, A., Landschulz, K. T., Xu, S., Hobbs, H. H. and Krieger, M. (1996) Identification of scavenger receptor SR-BI
as a high density lipoprotein receptor. Science, 271, 518-520.
Rigotti, A., Miettinen, H. E. and Krieger, M. (2003) The role of the high-density lipoprotein receptor SR-BI in the lipid
metabolism of endocrine and other tissues. Endocrine Reviews, 24, 357-387.
http://dx.doi.org/10.1210/er.2001-0037
Mardones, P., Quinones, V., Amigo, L., Moreno, M., Miquel, J. F., Schwarz, M., Miettinen, H. E., Trigatti, B., Krieger, M.,
VanPatten, S., Cohen, D. E. and Rigotti, A. (2001) Hepatic cholesterol and bile acid metabolism and intestinal cholesterol
absorption in scavenger receptor class B type I-deficient mice. Journal of Lipid Research, 42, 170-180.
Trigatti, B.L., Rigotti, A. and Braun, A. (2000) Cellular and physiological roles of SR-BI, a lipoprotein receptor which mediates
selective lipid uptake. Biochimica et BiophysicaActa, 1529, 276-286.
Florez, J.C., Hirschhorn, J. and Altshuler, D. (2003) The inherited basis of diabetes mellitus: Implications for the genetic analysis
of complex traits. Annual Review of Ge-nomics and Human Genetics, 4, 257-291.
http://dx.doi.org/10.1146/annurev.genom.4.070802.110436
Norris, J.M., Langefeld, C.D., Scherzinger, A.L., Rich, S.S., Bookman, E., Beck, S.R., Saad, M.F., Haffner, S.M., Bergman,
R.N., Bowden, D.W. and Wagenknecht, L.E. (2005) Quantitative trait loci for abdominal fat and BMI in Hispanic-Americans
and African-Americans: The IRAS Family study. International Journal of Obesity and Re- lated Metabolic Disorders, 29, 67-77.
http://dx.doi.org/10.1038/sj.ij0.0802793
Lewis, C.E., North, K.E., Arnett, D., Borecki, I.B., Coon, H., Ellison, R.C., Hunt, S.C., Oberman, A., Rich, S.S., Province, M.A.
and Miller, M.B. (2005) Sex-specific findings from a genome-wide linkage analysis of human fatness in non-Hispanic whites
and African Americans: The HyperGEN study. International Journal of Obesity (London), 29, 639-649.
http://dx.doi.org/10.1038/sj.ij0.0802916
Wilson, S.G., Adam, G., Langdown, M., Reneland, R., Braun, A., Andrew, T., Surdulescu, G.L., Norberg, M.Dudbridge, F.,
Reed, P.W., Sambrook, P.N., Kleyn, P.W. and Spector, T.D. (2006) Linkage and potential associa- tion of obesity-related
phenotypes with two genes on chromosome 12¢g24 in a female dizygous twin cohort. European Journal of Human Genetics, 14,
340-348. http://dx.doi.org/10.1038/sj.ejhg.5201551
Acton, S., Osgood, D., Donoghue, M., Corella, D., Po- covi, M., Cenarro, A., Mozas, P., Keilty, J., Squazzo, S., Woolf, E.A. and
Ordovas, J.M. (1999) Association of polymorphisms at the SR-BI gene locus with plasma lipid levels and body mass index in a
white population. Arte-riosclerosis, Thrombosis, and Vascular Biology, 19, 1734- 1743.
http://dx.doi.org/10.1161/01.ATV.19.7.1734
Yoon, Y., Song, J., Hong, S.H. and Kim, J.Q. (2003) Analysis of multiple single nucleotide polymorphisms of candidate genes
related to coronary heart disease suscep- tibility by using support vector machines. Clinical Chem- istry and Laboratory
Medicine, 41, 529-534. http://dx.doi.org/10.1515/CCLM.2003.080
Tai, E.S., Adiconis, X., Ordovas, J.M., Carmena-Ramon, R., Real, J., Corella, D., Ascaso, J. and Carmena, R. (2003)
Polymorphisms at the SRBI locus are associated with lipoprotein levels in subjects with heterozygous fa- milial
hypercholesterolemia. Clinical Genetics, 63, 53-58. http://dx.doi.org/10.1034/j.1399-0004.2003.630108.x
Goff Jr., D.C., D’Agostino Jr., R.B., Haffner, S.M., Saad, M.F. and Wagenknecht, L.E. (2000) Lipoprotein concen- trations and
carotid atherosclerosis by diabetes status: Results from the insulin resistance atherosclerosis study. Diabetes Care, 23, 1006-1011.
http://dx.doi.org/10.2337/diacare.23.7.1006
Swarnakar,S., Temel,R.E.,Connelly,M.A.,Azhar,S. and Williams, D.L.(1999)Scavenger receptorclassB, typel,mediates
selectiveuptakeof lowdensitylipopro- teincholesterylester.JournalofBiologicalChemistry,274,29733-29739.

*Corresponding Author: Mohd Wamique 26 | Page



Scarbl1 Gene Polymorphism in Type 2 Diabetes Mellitus- A Review

[22].

[23].

[24].

[25].

[26].

[27.

[28].

[29].

[30].

[31].

[32].
[33].

[34].

[35].

[36].

[37].
[38].

[39].
[40].
[41].

[42].

[43].

[44].
[45).

[46].

Stangl,H.,Hyatt,M.andHobbs,H.H.(1999)Transport  oflipidsfrom highand low densitylipoproteinsvia scavengerreceptor-
Bl.JournalofBiologicalChemistry,274,32692-32698.

Wang,N.,Arai,T.,Ji,Y.,Rinninger,F.andTall,A.R. (1998)L.iverspecificoverexpressionofscavengerrecap-
torBldecreaseslevelsofverylowdensitylipoprotein apoB, low density lipoprotein apoB, and high density lipoprotein in transgenic
mice. Journal ofBiological Chemistry,273, 32920-32926.

Ueda,Y.,Royer,L.,Gong,E.,Zhang,J.,Cooper,P.N., Francone,O.andRubin,E.M.(1999)Lowerplasmalev-
elsandacceleratedclearanceofhighdensitylipoprotein (HDL)andnon-HDLcholesterolinscavengerreceptor class BTypeltransgenic
mice.Journal ofBiological Chemistry,274, 7165-7171.

Acton, S., Osgood, D., Donoghue, M., Corella, D., Po- covi, M., Cenarro, A., Mozas, P., Keilty, J., Squazzo, S., Woolf, E.A. and
Ordovas, J.M. (1999) Association of polymorphisms at the SR-BI gene locus with plasma lipid levels and body mass index in a
white population. Arte- riosclerosis, Thrombosis, and Vascular Biology, 19, 1734- 1743.

Yoon, Y., Song, J., Hong, S.H. and Kim, J.Q. (2003) Analysis of multiple single nucleotide polymorphisms of candidate genes
related to coronary heart disease suscep- tibility by using support vector machines. Clinical Chem- istry and Laboratory
Medicine, 41, 529-534.

Tai, E.S., Adiconis, X., Ordovas, J.M., Carmena-Ramon, R., Real, J., Corella, D., Ascaso, J. and Carmena, R. (2003)
Polymorphisms at the SRBI locus are associated with lipoprotein levels in subjects with heterozygous fa- milial
hypercholesterolemia. Clinical Genetics, 63, 53-58.

McCarthy, J.J., Lewitzky, S., Reeves, C., Permutt, A., Glaser, B., Groop, L.C., Lehner, T. and Meyer, J.M. (2003)
Polymorphisms of the HDL receptor gene associated with HDL cholesterol levels in diabetic kindred from three populations.
Human Heredity, 55, 163-170.

Hong, S.H., Kim, Y.R., Yoon, Y.M., Min, W.K., Chun, S.I. and Kim, J.Q. (2002) Association between Haelll poly- morphism of
scavenger receptor class B type | gene and plasma HDL-cholesterol concentration. Annals of Clini- cal Biochemistry, 39, 478-
481,

Richard, E., von Muhlen, D., Barrett-Connor, E., Alcaraz, J., Davis, R. and McCarthy, J.J. (2005) Modification of the effects of
estrogen therapy on HDL cholesterol levels by polymorphisms of the HDL-C receptor, SR-BI: The Rancho Bernardo Study.
Atherosclerosis, 180, 255-262.

Hsu, L.A., Ko, Y.L., Wu, S., Teng, M.S., Peng, T.Y., Chen, C.F. and Lee, Y.S. (2003) Association between a novel 11-base pair
deletion mutation in the promoter region of the scavenger receptor class B type | gene and plasma HDL cholesterol levels in
Taiwanese Chinese. Arterio- sclerosis, Thrombosis, and Vascular Biology, 23, 1869- 1874.

Morabia, A., Ross, B.M., Costanza, M.C., Cayanis, E., Flaherty, M.S., Alvin, G.B., Das, K., James, R., Yang, A.S., Evagrafov,
O. and Gilliam, T.C. (2004) Population based study of SR-BI genetic variation and lipid profile. Atherosclerosis, 175, 159-168.
Roberts, C.G., Shen, H., Mitchell, B.D., Damcott, C.M., Shuldiner, A.R. and Rodriguez, A. (2007) Variants in scavenger
receptor class B type | gene are associated with HDL cholesterol levels in younger women. Human He- redity, 64, 107-113.
Osgood, D., Corella, D., Demissie, S., Cupples, L.A., Wilson, P.W., Meigs, J.B., Schaefer, E.J., Coltell, O. and Ordovas, J.M.
(2003) Genetic variation at the scavenger receptor class B type | gene locus determines plasma lipoprotein concentrations and
particle size and interacts with type 2 diabetes: The Framingham Study. Journal of Clinical Endocrinology & Metabolism, 88,
2869-2879.

Chiba-Falek, O., Nichols, M., Suchindran, S., Guyton, J., Ginsburg, G.S., Barrett-Connor, E. and McCarthy, J.J. (2010) Impact
of gene variants on sex-specific regulation of human Scavenger receptor class B type 1(SR-BI) ex- pression in liver and
association with lipid levels in a population-based study. BMC Medical Genetics, 19, 9.

Acton S, Rigotti A, Landschulz KT, Xu S, Hobbs HH, et al. (1996) Identification of scavenger receptor SR-BI as a high density
lipoprotein receptor. Science 271: 518-520. doi: 10.1126/science.271.5248.518

Oram JF, Yokoyama S (1996) Apolipoprotein-mediated removal of cellular cholestphospholipids. J Lipid Res 37: 2473-2491.
Yancey PG, Bortnick AE, Kellner-Weibel G, de la Llera-Moya M, Phillips MC, et al. (2003) Importance of different pathways of
cellular cholesterol efflux. Arterioscler Thromb Vasc Biol 23: 712-719.

Kellner-Weibel G, de La Llera-Moya M, Connelly MA, Stoudt G, Christian AE, et al. (2000) Expression of scavenger receptor
Bl in COS-7 cells alters cholesterol content and distribution. Biochemistry 39: 221-229.

Sahoo D, Darlington YF, Pop D, Williams DL, Connelly MA (2007) Scavenger receptor class B Type | (SR-BI) assembles into
detergent-sensitive dimers and tetramers. BiochimBiophysActa 1771: 807-817.

Reaven E, Cortez Y, Leers-Sucheta S, Nomoto A, Azhar S (2004) Dimerization of the scavenger receptor class B type I
formation, function, and localization in diverse cells and tissues. J Lipid Res 45: 513-528

Gaidukov L, Nager AR, Xu S, Penman M, Krieger M (2011) Glycine dimerization motif in the N-terminal transmembrane
domain of the high density lipoprotein receptor SR-BI required for normal receptor oligomerization and lipid transport. J Biol
Chem 286: 18452-18464.

Rodrigueza WV, Thuahnai ST, Temel RE, Lund-Katz S, Phillips MC, et al. (1999) Mechanism of scavenger receptor class B
type I-mediated selective uptake of cholesteryl esters from high density lipoprotein to adrenal cells. J Biol Chem 274: 20344
20350.

Ramjeesingh M, Huan LJ, Garami E, Bear CE (1999) Novel method for evaluation of the oligomeric structure of membrane
proteins. Biochem J 342 (Pt 1): 119-123.

Papale GA, Hanson PJ, Sahoo D (2011) Extracellular disulfide bonds support scavenger receptor class B type I-mediated
cholesterol transport. Biochemistry 50: 6245-6254.

Papale GA, Nicholson K, Hanson PJ, Pavlovic M, Drover VA, et al. (2010) Extracellular hydrophobic regions in scavenger
receptor Bl play a key role in mediating HDL-cholesterol transport. Arch Biochem Biophys 496: 132-139.

*Corresponding Author: Mohd Wamique 27 | Page



