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Abstract
Objectives: (a)To examine the effects of diabetes and its duration on lipid profile. (b)To
determine the prevalence of dyslipidaemia on lipid profile.
Design: Case-control study.
Setting: The study was conducted in Al-Zahrawi private Hospital in Mosul from
January to December ٢٠٠٤.
Participants: Three hundred and fifty six type ٢ diabetic patients who attended
outpatient department and ٣٨٤ apparently healthy controls.
Main outcome measures: Plasma glucose and serum lipid profile in type ٢ diabetic
patients were compared with controls. The collected data were analyzed by chi-square,
Z, one-way ANOVA and Duncan tests.
Results: Serum total cholesterol (TC), low density lipoprotein cholesterol (LDL-C),
very low density lipoprotein cholesterol (VLDL-C) and serum triglycerides (TG) were
increased significantly (P<٠.٠٠١); however, high density lipoprotein cholesterol (HDLC) was decreased significantly (P<٠.٠٠١) in diabetic patients as compared with
controls. No significant difference was noticed between males and females for lipid
profile. The lipid profile was increased with advancement of disease. There was a
significant difference between patients in fasting plasma glucose and fasting serum lipid
concentrations according to advancement of disease in duration. The prevalence of
hypercholesterolaemia, hypertriglyceridaemia, hyper-LDL-cholesterolaemia and low
HDL cholestrolaemia among the studied patients according to the recommendation of
British Hyperlipidaemia Association (١٩٩٨) was ٦٩.٦%, ٣٦.٢%, ٦٨.٨% and ٦٤%
respectively. Duration of disease was associated with higher incidence of dyslipidaemia.
Conclusion: Diabetes mellitus is associated with lipid abnormalities. Periodic check up
of lipid profile is recommended for diabetic patients. There is positive relationship
between duration of diabetes and lipid profile.
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اﻟﺨﻼﺻـــﺔ
 أ – دراﺳﺔ ﺗ ﺄﺛﻴﺮ ﻣ ﺮض اﻟﺴ ﻜﺮي ﻋﻠ ﻰ واﺟﻬ ﺔ ﺷ ﺤﻮم ﻣﺼ ﻞ اﻟ ﺪم وﺗ ﺄﺛﻴﺮ ﺗﻘ ﺪم اﻟﻤ ﺮض ﻋﻠ ﻰ واﺟﻬ ﺔ:أهﺪاف اﻟﺒﺤﺚ
. ﺷﺤﻮم ﻣﺼﻞ اﻟﺪم
. ٢ ب – دراﺳﺔ ﻧﻤﻂ اﺿﻄﺮاب ﺷﺤﻤﺎﻧﻴﺔ اﻟﺪم ﻓﻲ ﻣﺮض اﻟﺴﻜﺮي ﻧﻤﻂ
.  ﻣﺘﺎﺑﻌﺔ اﻟﺤﺎﻻت اﻟﻤﺮﺿﻴﺔ وﻣﻘﺎرﻧﺘﻬﺎ ﻣﻊ ﻋﻴﻨﺎت ﺿﺎﺑﻄﺔ: اﻟﺘﺼﻤﻴﻢ
 ﻧﻔﺬت اﻟﺪراﺳﺔ ﻓﻲ ﻣﺴﺘﺸﻔﻰ اﻟﺰهﺮاوي اﻷهﻠ ﻲ ﻓ ﻲ اﻟﻤﻮﺻ ﻞ أﺛﻨ ﺎء اﻟﻔﺘ ﺮة: ﻣﻜﺎن إﺟﺮاء اﻟﺪراﺳﺔ واﻹﻃﺎر اﻟﺰﻣﻨﻲ ﻟﻬﺎ
.وﺗﻢ ﺟﻤﻊ ﻧﻤﺎذج اﻟﺪم ﻓﻲ ﺣﺎﻟﺔ اﻟﺼﻮم ﻟﻜﺎﻓﺔ اﻟﻘﻴﺎﺳﺎت. ٢٠٠٤ ﻣﻦ آﺎﻧﻮن اﻟﺜﺎﻧﻲ وﻟﻐﺎﻳﺔ ﻧﻬﺎﻳﺔ ﺷﻬﺮ آﺎﻧﻮن اﻷول ﺳﻨﺔ
 ﻣ ﻦ اﻷﺻ ﺤﺎء٣٨٤  ﻣ ﻊ٢  ﻣ ﻦ ﻣﺮﺿ ﻰ اﻟﺴ ﻜﺮ ﻧﻤ ﻂ٣٥٦  ﺗﻜﻮﻧ ﺖ ﻋﻴﻨ ﺎت اﻟﺤ ﺎﻻت اﻟﻤﺮﺿ ﻴﺔ ﻣ ﻦ: اﻟﻤﺸ ﺎرآﻮن
.  ﺳﻨﺔ اﺧﺘﻴﺮت ﻋﺸﻮاﺋﻴﺎ ﺑﻴﻦ ﻣﺮاﺟﻌﻲ اﻟﻌﻴﺎدة اﻟﺨﺎرﺟﻴﺔ٧٥ – ٣٧ ﺗﺘﺮاوح أﻋﻤﺎرهﻢ ﺑﻴﻦ
 ﺑﻌ ﺪ ﻗﻴ ﺎس اﻟﻤﻌ ﺪلZ  ﺗﻤ ﺖ دراﺳ ﺔ ﻣﻘﺎرﻧ ﺔ اﻟﺘﻐﻴ ﺮات اﻟﻜﻴﻤﻴﺎوﻳ ﺔ اﻟﺤﻴﻮﻳ ﺔ ﺑﻮاﺳ ﻄﺔ اﺧﺘﺒ ﺎر: اﻟﻘﻴﺎﺳ ﺎت اﻟﻤﺴ ﺘﺨﺮﺟﺔ
 أﻣ ﺎ ﻣﻘﺎرﻧ ﺔ اﻟﺘﻐﻴ ﺮات اﻟﻜﻴﻤﻴﺎوﻳ ﺔ اﻟﺤﻴﻮﻳ ﺔ ﺑ ﻴﻦ.واﻻﻧﺤ ﺪار اﻟﻤﻌﻴ ﺎري ﻟﻠﻜﻠﻮآ ﻮز واﻟﺸ ﺤﻮم واﻟﺒﺮوﺗﻴﻨ ﺎت اﻟﺸ ﺤﻤﻴﺔ
اﻟﻤﺠﻤﻮﻋﺎت ﻓﺘﻢ ﺑﻮاﺳﻄﺔ اﺧﺘﺒﺎري ﺟﺪول ﺗﺤﻠﻴﻞ اﻟﺘﺒﺎﻳﻦ وﻓﺤﺺ دﻧﻜﺎن ﻓﻴﻤﺎ ﺗﻤﺖ دراﺳﺔ ﻧﻤﻂ اﺿﻄﺮاب ﺷﺤﻤﺎﻧﻴﺔ اﻟ ﺪم
.ﺑﻮاﺳﻄﺔ ﻓﺤﺺ ﻣﺮﺑﻊ آﺎي

 ﻟ ﻮﺣﻆ ان هﻨﺎﻟ ﻚ ارﺗﻔ ﺎع ﻣﻌﺘ ﺪ اﺣﺼ ﺎﺋﻴﺎ ﻓ ﻲ ﻣﺴ ﺘﻮﻳﺎت اﻟﻜﻮﻟﺴ ﺘﺮول اﻟﻜﻠ ﻲ واﻟﺸ ﺤﻮم اﻟﺜﻼﺛﻴ ﺔ واﻟﺒ ﺮوﺗﻴﻦ: اﻟﻨﺘ ﺎﺋﺞ
( ٠.٠٠١ >اﻟﺸﺤﻤﻲ ﺧﻔﻴﺾ اﻟﻜﺜﺎﻓﺔ واﻟﺒﺮوﺗﻴﻦ اﻟﺸﺤﻤﻲ وﺿﻴﻊ اﻟﻜﺜﺎﻓﺔ ﻟﻤﺮﺿﻰ اﻟﺴﻜﺮ ﺑﻤﻘ ﺎرﻧﺘﻬﻢ ﻣ ﻊ اﻻﺻ ﺤﺎء ) ب
 آﻤﺎ ﻟﻮﺣﻆ ﻋﺪم وﺟ ﻮد ﻓﺮوﻗ ﺎت. ( ٠  و٠٠ ١ > ﻣﻊ اﻧﺨﻔﺎض ﻣﻌﺘﺪ اﺣﺼﺎﺋﻴﺎ ﻓﻲ اﻟﺒﺮوﺗﻴﻦ اﻟﺸﺤﻤﻲ رﻓﻴﻊ اﻟﻜﺜﺎﻓﺔ ) ب
 آ ﺬﻟﻚ ﻟ ﻮﺣﻆ وﺟ ﻮد ارﺗﻔ ﺎع ﺗ ﺪرﻳﺠﻲ ﻣﻠﺤ ﻮظ ﻓ ﻲ ﻣﻌ ﺪﻻت اﻟﻜﻠﻮآ ﻮز وﻓ ﻲ.ﻣﻠﺤﻮﺿﺔ ﺑﻴﻦ اﻟﻤﺮﺿﻰ اﻟ ﺬآﻮر واﻷﻧ ﺎث
ﻣﻌﻈﻢ اﻟﺸﺤﻮم واﻟﺒﺮوﺗﻴﻨﺎت اﻟﺸﺤﻤﻴﺔ ﺑﺘﻘ ﺪم اﻟﻤ ﺮض وﻗ ﺪ ﻧﻮﻗﺸ ﺖ اﻵﻟﻴ ﺎت اﻟﻔﻴﺰﻳﻮﻟﻮﺟﻴ ﺔ اﻟﻤﺮﺿ ﻴﺔ اﻟﻤﺤﺘﻤﻠ ﺔ واﻟﻤﺘﻌﻠﻘ ﺔ
. ﺑﻬﺬﻩ اﻟﺘﻐﻴﺮات
 ﺣﻴ ﺚ ﻟ ﻮﺣﻆ١٩٩٨ ﺻﻨﻒ ارﺗﻔﺎع ﺷﺤﻮم ﻣﺼﻞ اﻟﺪم ﺣﺴﺐ ﺗﻮﺻﻴﺎت اﻟﺠﻤﻌﻴﺔ اﻟﺒﺮﻳﻄﺎﻧﻴﺔ ﻟﻔﺮط ﺷﺤﻮم اﻟﺪم ﻟﻌﺎم
 وارﺗﻔ ﺎع ﻣﺴ ﺘﻮى اﻟﺸ ﺤﻮم اﻟﺜﻼﺛﻴ ﻪ ﺑﻨﺴ ﺒﺔ%٦٩.٦ ﻓ ﻲ ﻣﺮﺿ ﻰ اﻟﺴ ﻜﺮ ارﺗﻔ ﺎع ﻣﺴ ﺘﻮى اﻟﻜﻮﻟﺴ ﺘﺮول اﻟﻜﻠ ﻲ ﺑﻨﺴ ﺒﺔ
 ﻣ ﻊ ﻧﻘﺼ ﺎن ﻓ ﻲ ﻣﺴ ﺘﻮى اﻟﺒ ﺮوﺗﻴﻦ% ٦٨.٨  وارﺗﻔ ﺎع ﻣﺴ ﺘﻮى اﻟﺒ ﺮوﺗﻴﻦ اﻟﺸ ﺤﻤﻲ ﺧﻔ ﻴﺾ اﻟﻜﺜﺎﻓ ﺔ ﺑﻨﺴ ﺒﻪ%٣٦.٢
 إن ﻣﺮﺿﻰ اﻟﺴﻜﺮ اﻣﺘﺎزوا ﺑﺎﻧﺨﻔﺎض ﻣﻠﺤﻮظ ﻓﻲ اﻟﺒﺮوﺗﻴﻦ اﻟﺸﺤﻤﻲ رﻓﻴ ﻊ اﻟﻜﺜﺎﻓ ﺔ. %٦٤ اﻟﺸﺤﻤﻲ رﻓﻴﻊ اﻟﻜﺜﺎﻓﺔ ﺑﻨﺴﺒﺔ
ﻣ ﻊ زﻳ ﺎدة ﻓ ﻲ اﻟﻜﻮﻟﺴ ﺘﺮول اﻟﻜﻠ ﻲ واﻟﺸ ﺤﻮم اﻟﺜﻼﺛﻴ ﺔ واﻟﺒ ﺮوﺗﻴﻦ اﻟﺸ ﺤﻤﻲ ﺧﻔ ﻴﺾ اﻟﻜﺜﺎﻓ ﺔ واﻟﺒ ﺮوﺗﻴﻦ اﻟﺸ ﺤﻤﻲ وﺿ ﻴﻊ
.اﻟﻜﺜﺎﻓﺔ
 ﻳﺠ ﺐ أن ﻳﻜ ﻮن هﻨ ﺎك ﻓﺤ ﺺ دوري.  ﻣﺮض اﻟﺴﻜﺮي ﻳﺆﺛﺮ ﺑﺸﻜﻠﻲ ﺳﻠﺒﻲ ﻋﻠﻰ واﺟﻬﺔ ﺷﺤﻮم ﻣﺼﻞ اﻟ ﺪم: اﻻﺳﺘﻨﺘﺎج
 آﻤﺎ أن هﻨﺎﻟﻚ ﻋﻼﻗﺔ ﺳﻠﺒﻴﺔ ﺑﻴﻦ ﺗﻘﺪم ﻣﺮض اﻟﺴﻜﺮي وواﺟﻬﺔ ﺷﺤﻮم ﻣﺼﻞ.ﻟﻮاﺟﻬﺔ ﺷﺤﻮم ﻣﺼﻞ اﻟﺪم ﻟﻤﺮﺿﻰ اﻟﺴﻜﺮ
. اﻟﺪم

Introduction
everal risk factors for coronary
heart disease (CHD) have been
reported including diabetes mellitus,
obesity, hypertension and dyslipidaemia(١,٢). Diabetes mellitus is regarded as a major independent risk factor
responsible for hyperlipidaemia and
CHD development(٣,٤). Furthermore, dyslipidaemia has been shown to be the
main contributor to the increased
incidence of coronary events and death
among diabetic subjects(٥). Accordingly,
management of type ٢ diabetes is
essential by the control of hyperglycaemia and dyslipidaemia(٢). In addition to that, much attention is focused
to improve disordered lipoprotein
metabolism, the changes observed were
not
only
an
elevated
serum
concentration of total cholesterol (TC)
and triglycerides (TG) but also on
altered composition and protein
moieties of lipoproteins(٦, ٧).
This study was done to examine the
effects of diabetes and its duration on
lipid profile. In addition, to determine
the prevalence of dyslipidaemia in type
٢ diabetic patients in Mosul.

Subjects and Methods
The study ran from January to
December ٢٠٠٤. It was performed on
patients diagnosed as diabetic and their
fasting glucose was not less than ٧.٠
mmol/L(٨). Patients with any other

diseases except type ٢ diabetes were
excluded from this study. Three
hundred and fifty six diabetic patients
were included in this study attending
Al-Zahrawi Private Hospital outpatient
department. Patients (١٨٤ males, ١٧٢
females) aged ٣٧-٧٥ years (mean + SD,
٥٢.٥ + ٦.٤). All patients were under
treatment of sulfonylureas tablets in
addition to diet restriction.
Those
patients were divided into three groups
according to the duration of diabetes.
Group I having diabetes for <٥ years
(٧٥ males, ٧٤ females), group II having
diabetes from ٦-١٠ years (٦٦ males, ٦٤
females), group III having diabetes >١٠
years (٤٣ males, ٣٤ females). The
control group included ٣٨٤ apparently
healthy subjects (١٨٢ males, ٢٠٢
females) aged ٣٨-٧٢ years (mean + SD,
٤٨.٠ + ٦.٥).
Blood sample (١٠ ml) was taken from
each subjects after an overnight fasting
and divided into two aliquots. The first
aliquot was transferred into fluorideoxalate tube for plasma glucose
measurement and the other aliquot was
transferred into plain tube for serum
lipid profile. Determination of serum
total cholesterol (TC), triglycerides
(TG) and high density lipoprotein
cholesterol (HDL-C) was performed by
using enzymatic method(٩). Low density
lipoprotein cholesterol (LDL-C) was
determined using Friedewald formula

for those with triglycerides <٤.٥
mmol/L(١٠).
LDL-cholesterol (mmol/l)= Total cholesterol– HDL-cholesterol –triglycerides x ٠.٤٥٥
VLDL-cholesterol was calculated from the formula:
VLDL-C (mmol/l) = Triglycerides x ٠.٤٥٥(١٠).
Classification of hyperlipidaemia and
dyslipidaemia was based on the
recommendation
of
the
British
Hyperlipidaemia Association (١٩٩٨)(١١)
using thresholds of triglycerides >١٨٠
mg/dl (٢.٤ mmol/L), total cholesterol
>١٩٤ mg/dl (٥.٠ mmol/L), LDL-C >
١١٦ mg/dl (٣.٠ mmol/L), HDL-C <٤٥
mg/dl (١.١٥ mmol/L), total cholesterol:
HDL-C > ٥.٠, LDL-C:HDL-C >٢.٥,
and triglycerides: HDL-C >٣.٠. A
subject was considered dyslipidaemic
when one of the above criteria was
fulfilled(١١). Data was represented as
mean + SD. Unpaired Z test was used to
determine the difference between the
means. Analysis of variance (ANOVA)
and Duncan tests were used to compare
the biochemical changes among the
groups and within the groups. Chisquare test used for comparison of
percentage. P-value at <٠.٠٥ was
considered as significant.

Results
Table ١ showing that plasma glucose in
the diabetic patients was significantly
higher than in the control group
(P<٠.٠٠١).
Furthermore,
total
cholesterol, LDL-C, VLDL-C and TG
were highly significant than those
measurements in the control group
(P<٠.٠٠١), at the same time HDL-C
was significantly lower than that in the
control group (P<٠.٠٠١) . In addition,
there was no significant difference
between males and females for plasma
glucose and lipid profile (data is not
shown).
According to the duration of diabetes
an upward trend was observed in the
mean plasma glucose and all serum
levels of TC, LDL-C, VLDL-C and TG

with advancement of the disease
(P<٠.٠٠١) while there was a decline in
HDL-C with advancement of the
disease i.e. lower in group III than in
group I and II. According to the
duration of diabetes on plasma glucose
and lipid profile a significant decrease
was present within groups (P<٠.٠٥) (I,
II and III) in the levels of fasting plasma
glucose, TC and LDL-C, also there was
significant increase between groups I
and II, and groups I and III in the levels
of VLDL-C and TG while there was a
significant decrease between the same
groups in the levels of HDL-C (Table
٢).
A subject was considered dyslipidaemic when the criteria of cutoff
value was fulfilled according to the
recommendation of British hyperlipidaemia
Association
(Recommendation of Coronary Prevention ١٩٩٨).
The prevalence of hypercholesterolaemia, hypertriglyceridaemia, hyper
LDL cholesterolaemia and low HDL
cholesterolaemia among the type ٢
diabetes was ٦٩.٦%, ٣٦.٢%, ٦٨.٨% and
٦٤% respectively. An abnormal ratio of
certain lipoprotein components was also
noticed in the studied patients as such
ratio has been recommended to use for
assessment by British Hyperlipidaemia
Association (١٩٩٨). However, ٥٣.٨% of
patients had TC: HDL-C >٥.٠, ٧٦.٨%
had LDL-C: HDL-C > ٢.٥ and ١٧.١%
had TG/HDL-C > ٣.٠ (Table ٣).
Comparison of percentage in the male
and female groups using chi-square
revealed
statistically
significant
difference only in the LDL-C: HDL-C
ratio (P<٠.٠٥).

Table (١): Plasma glucose and serum levels of lipid profile in the control subjects and
diabetic patients represented as mean ± SD.
Parameters mmol/L
P-value
Control subjects (n=٣٨٤)
Diabetic patients (n=٣٥٦)
Glucose
٥.١١ ± ٠.٧٢
١٠.٦٨ ± ٣.٥١
p<٠.٠٠
١
Total cholesterol
٤.٩٠ ± ٠.٨٨
٥.٦٤ ± ١.٠٧
p<٠.٠٠
١
HDL-C
١.١٦ ± ٠.٢٥
١.٠ ± ٠.٢٠
p<٠.٠٠
١
LDL-C
٢.٩٩ ± ٠.٨٨
٣.٤١ ± ١.١٠
p<٠.٠٠
١
VLDL-C
٠.٣٠ ± ٠.١٧
٠.٤١ ± ٠.٢٥
p<٠.٠٠
١
Triglycerides
١.٦٠ ± ٠.٨٤
٢.١٣ ± ١.٢٧
p<٠.٠٠
١
Table (٢): Plasma glucose and serum lipid profile in diabetic patients according to the
duration of disease represented as mean ± SD.
Parameters
mmol/L
Glucose
Total cholesterol
HDL-C
LDL-C
VLDL-C
Triglycerides

Group I
<٥ years
(n=١٤٩)
٨.٦٥ ± ١.٩٩
a

٦-١٠ years
(n=١٣٠)
١٠.٩٣ ± ٣.١٢

Group II

b

Group III
>١٠ years
(n=٧٧)
١٤.٢١ ± ٣.٥٣
c

٥.٠٦ ± ٠.٨٣

٥.٤٧ ± ٠.٩٦

٦.٣٠ ± ١.٢٠

a

b

c

١.١٣ ± ٠.٢٣

١.٠٥ ± ٠.٢٤

١.٠٣ ± ٠.٢٤

a

b

b

٣.٠٨ ± ٠.٨٧

٣.٣٦ ± ٠.٩٨

٤.١٨ ± ١.١٤

a

b

c

٠.٣٥ ± ٠.١٩

٠.٤٤ ± ٠.٢٩

٠.٤٦ ± ٠.٢٧

a

b

b

١.٨٥ ± ٠.٩٥

٢.٣١ ± ١.٤٥

٢.٣٤ ± ١.٤٤

a

b

b

ANOVA
p<٠.٠٠١
F=٥٢.٤
p<٠.٠٠١
F=٣٦.٤
p=٠.١٩
F=٤.٠
p<٠.٠٠١
F=٣٢.٠
p<٠.٠٠١
F=٦.٠
p=٠.٠٠٣
F=٦.٠

Different letters horizontally mean a significant difference at p<٠.٠٥ level according to
Duncan test.
Table (٣): Prevalence of dyslipidaemia in the diabetic patients according to the
recommendation of the British Hyperlipidaemia Association. Results are
expressed as number (%) of patients with gender prevalence.
Sex

TG
≥٢.٤
mmol/L
No.
%

TC
≥ ٥.٠
mmol/L
No. %

LDL-C
≥٣.٠
mmol/L
No. %

Males ٥٨

HDL-C
<١.١٥
No.

%

TC:HDLLDL-C:HDL-C TG: HDL-C
C
≥ ٢.٥
≥٣
≥٥
No. %
No.
% No. %

١٦.٣ ١٢ ٣٥.١ ١٢ ٣٣.٧ ١١٥ ٣٢.٣ ٩٦ ٢٦.٩ ١٣٣ ٣٧.٥ ٢٧ ٧.٦
٥
٠
Females ٧١ ١٩.٩ ١٢ ٣٤.٥ ١٢ ٣٥.١ ١١٣ ٣١.٧ ٩٦ ٢٦.٩ ١٤٠ ٣٩.٣ ٣٤ ٩.٥
٣
٥
Both ١٢٩ ٣٦.٢ ٢٤ ٦٩.٦ ٢٤ ٦٨.٨ ٢٢٨ ٦٤ ١٩ ٥٣.٨ ٢٧٣ ٧٦.٨ ٦١ ١٧.١
٨
٥
٢
P-value
NS
NS
NS
NS
NS
NS
٠.٠٢ (S)

Discussion

In the present study (TC) was increased
significantly in diabetic patients. This
result was consistent with other
studies(١٢-١٥). Abate et al. (١٩٩٥) found
that TC and LDL-C were increased in
diabetes especially with advanced
age(٦). The major cause of increased
atherogenic risk is hypercholesterolaemia, and both genetic disorders and
diets enriched in saturated fat and
cholesterol contributes to the elevated
lipid levels characteristics of patients
with premature CHD. There is now

universal acceptance of cholesterol –
diet CHD hypothesis(١٦).
It is well known fact that low HDL-C
is common in type ٢ diabetes and may
be a strong risk factor for CHD(١٧, ١٨).
Which is consistent with the present
study results that low HDL-C is evident
compared with the control group.
Framingham study suggested that TC:
HDL-C ratio is a useful summary of the
joint contribution of TC and HDL-C to
CHD(١٩).

High serum LDL-C was noted to be
significantly increased with duration of
the disease. This is in agreement with
the findings of other studies(١٤, ٢٠, ٢١).
The fact that diabetes causes an increase
in serum concentration of small, dense
LDL molecules(٢٢, ٢٣), which easily
undergo oxidation and
speedup
progression of atheromatous plaque(٧).
Serum triglycerides (TG) and VLDLC are increased in diabetic patients
which is obvious in the present study,
and their levels were significantly
increased with the duration of disease,
which are consistent with other
studies(٢٤, ٢٥), while are inconsistent with
other studies(١٢, ٢٧). This variation could
be due to difference in geographical,
cultural(٢٧)
economical,
social
(٢٨)
conditions , dietary habits and genetic
makeup(٢٩). Moderately elevated levels
of triglycerides are often associated
with metabolic syndrome or syndrome
X(٣٠).
Furthermore,
the
poorly
controlled situation offers abundant
substrates, including glucose, fatty acids
and triglycerides(٣١). High triglycerides
and low HDL-C are reported as
important and independent risk factors
for CHD(٣٢).
There is a close relationship between
triglycerides and small, dense LDL
particles(٣٣) which are thought to be
more atherogenic than native LDL-C(٣٤).
Triglycerides are also associated with
increased levels of plasminogen
activator inhibitor–١ which is also

widely considered to be cardiovascular
risk factor(٣٥).
In the present study the prevalence of
hypercholesterolaemia, hypertriglyceridaemia, hyper LDL-cholesterolaemia
and low HDL cholesterolaemia among
type ٢ diabetes according to the
recommendation of British Hyperlipidaemia Association (١٩٩٨),(١١) was
٦٩.٦%, ٣٦.٢%, ٦٨.٨% and ٦٤%
respectively. These results are consisted
with several other studies(٣٦, ٣٧). Data
from National Health And Nutrition
Examination Survey (NHANES) study
indicate that ٧٠% of diabetic patients
have high or borderline high
cholesterol(٣٨).
Never the less, the
prevalence of hyper-triglyceridaemia in
the present study falls in the range of
٢٠-٦٠% as reported in other study(٣٩).
The prevalence of low HDL-C levels in
the present work was consistent with
other studies(٣٦, ٣٧). The possible
explanation of dyslipidaemia which is
double than normal in type ٢ diabetes is
due to the fact that fat cells release large
amount of free fatty acids to the
circulation, which are taken up by the
liver, then lipoprotein synthesis is
enhanced followed by assembly and
secretion of increased amount of
VLDL-C(١٤).
In conclusion based on these findings
subject with lipid abnormalities and
higher plasma glucose should be early
detected and carefully managed to
prevent CHD because diabetes is
usually regarded as major risk for CHD

and all diabetics should be educated
about dyslipidaemia and their serum
lipid levels should be checked regularly.
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