SsSelal) duud Cina g pal) a g il laial e ol Y1 L) - ABCATL CEIT i) JISai s
G grnad) S} g

dand) g
g2l s gl g
o il
Ak (§ gina g ) g gl

28 s e 5 gisyl)
x. - n

Y e sl e g Sl e 8 (HDL-C) 85 Mo aall J i o (5 sinne ol sl pall 5l -dadia
S oSull e b hall A yra aiida g S15 (SAN U8 e 35S slall Galiaial 32y HDL-C ¢h Wle (T2DM)
L sSi L sae bl DA 0o HDL-C J (13l il Alee & aga )50 (ABCAL) ) aole-ATP undSll Ji (5l
5 el b s simad 5SU gla) ) ABCAL g i) g 54 dinall iyl Jelis (ga LS iy (o Sl DS 8
e a8l 8l sl 518 Gy o 4lS e ABCAL Ak s oo (s il g al sasi¥1 () 5 sgd 33U 51_8Y)
e Jare 304 5 of Al il )l cas 81 T2DM J (s sha Jale s ABCAT @l ik o) I <l 5l
A0 sraall Ay yad) ALl 3 bl o sl ja o) @l wa s ABCALCBITU (rndl caS ) 3 ks Lasi 5 T2DM
s ya 8 aldiY) 63 HDL-C (0 paidie s sia s ABCAL CHIT J sl JSEY) 2aa3 ( A8Dall (e (il
ABCAL COIT (sl JSEY sant Lkl (se (i Liad ) jall 28 3 prediabetics ) ¢ sill (e s Sl Jidla
o gl adalsi ) XS g caall (8 (0 saall Sl siune 5 il ( ABadl Al 50 ¢ grad) YISl (e die (8 (r51800977)

sSslall Jeas

SJ\JM:‘:\MJS\JAUA‘;'UJQLM&JM\L)MJM\ Cpadldl e 00 @wé‘;w:\u\‘puﬂﬁ\ A gl
ioal) Tatll and Ayl iy ABCAL CBOT (el JSEY) saatl il Jasail Julat o)) 5 a3
.TagMan SNP

5 ¢ C/CBIT Jlaia 1t 43.8% «C/C ismall laial1.4% @b S LYY 1Sl )yl a5l (S il
48yl e ganall Gn (S5l @il A A S R i o x5 WS .CBIT / COIT s il Jilaia 44.8%
G OVY% USTT« CT TY,00% « CC 20,¥0% LS G ospall il suse O] Ui Jare (IS Adlisdl)
‘_g DSl b ghue @l jlaial i) Jaxe S 07,06 S TT 5«CT 60.3% 5¢ £V,Y9% CC SUY G OS O



CT ¢ %4 9% CC o S &byl of gim 3¢ 23.6% TT 4S5 «CT 31.9% « CC VA, £06 sSAI oy ol
pall B Sl il gise ol plaal i o saall i s MR (s ke DI ABDNe 2253 Y Y00 JS TT 5« 21.3%
Mol 5 puinll A J3g0 i janl) SliieY) 3 33Y) 2ay 5 J8 ABCAL Al Blail) aa

ao bl ol Glo stiadl iy ol aline e dhal (e Gl G S (S8 ABCAT 41,50 Lladl) cadlial - dadiall

elal atl) Hlaal) e dabiae <3 il e o pilis ¢ A8 pall 8 DAY i 8 aall 8 S jue 5 Ledulas
el ) Gaentl ST Aiand Cang g ¢ Al TS Cle gana o) 8 S JI g ¢ aal) Clgess



ABCAL C69T Gene Polymorphism- Prevalence and Association with
Dyslipidemia and Impaired Glucose Tolerance in a Saudi Population

By:
Wafa Saad Alrashidi
Supervised by:
Prof. Suhad M. Bahijri
Dr. Ghada MA. Ajabnoor

Abstract

Introduction: The level of high-density lipoprotein cholesterol (HDL-C) is reported to be
decreased in Type 2 diabetes mellitus (T2DM). Studies suggested that HDL-C enhance the uptake
of glucose by cells, but its function is compromised in diabetes. ATP-binding cassette transporter
1 (ABCAL1) has been reported to play an important role in the metabolism of HDL-C by helping
in its formation. In pancreatic -cells, the interaction of extracellular amphipathic apolipoproteins
with ABCAL1 leads to cholesterol efflux and insulin granules fusion and subsequent liberation of
insulin hormone. Hence the loss of function of ABCAL is expected to compromize insulin
secretion. Indeed, studies suggested that mutations of ABCAL is considered as a genetic risk factor
for T2DM. Previous studies suggested that increase incident rate of T2DM is related to
ABCAI1C69T polymorphism. However, no studies in Saudi Arabia have been done to investigate
the association between ABCALl C69T gene polymorphism and low level of HDL-C in
prediabetics. In this study, we estimated the prevalence of ABCALl C69T (rs1800977) gene
polymorphism in a sample of Saudi population, and the investigated the relationship of the variant
with plasma lipid and glucose levels, as well as its association with impaired glucose tolerance.

Methodology: A Cross sectional Study was carried out on total of 651 Saudi adults recruited
randomly from selected health centers in Jeddah. The genotyping analysis of ABCA1 C69T gene
polymorphism was performed using a TagMan SNP genotyping assay method.

Results: Genotypic distribution and allelic frequency was 11.4% Homozygous C/C, 43.8%
Heterozygous C/C69T, and 44.8% Homozygous C69T/C69T. There was significant difference in
the percentage of genotypic distribution among different ethnic group. Prevalence of dyslipidemia
in males among CC was 55.3%, CT 62.5%, and TT was 57.3%, while in females among CC was
47.2%, CT 60.3%, and TT was 56.3%. Dysglycemic prevalence in males among CC was 18.4%,
CT 31.9%, and TT was 23.6%, while in females among CC was 13.9%, CT 21.3%, and TT was
23%. No significant association between dyslipidemia and dysglyceima covariates with ABCA1
genotypes before and after adjustment for age or BMI and both.

Conclusion: ABCA1 genotypes differed significantly between people of different ethnic origin.
No association with dyslipidemia and dysglycemia were found. The difference in ethnicity, and
its effect on the frequency of different alleles might affect relative risk of dyslipidemia, and



dysglycemia in different populations, and should be examined further to improve personalized
medicine.



