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Introduction

Cigarette inhalation is classified one of the
causes of early mortality in about 6 million
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Abstract

Background: (COPD) disease is consider an important disease that threat
our life in recent years and its result mostly from smoking .the patients
who affected by this disease will be at higher risk of death caused by
frequent exacerbation ,also chronic obstructive pulmonary disease may
influence the lipid profile regardless of smoking status.

Objective: To assessment the effect of COPD and smoking on lipid
profile.

Patients and Methods: This case control study included 50 patients suffer
from (COPD) and other age- and sex-matched 50 smokers (> 20
pack/yeas) healthy people. Demographic and clinical data were collected
through a direct interview with each participant. Fasting lipid profile was
measured according to the standard protocols.

Results: Mean serum level of TG and vLDL in smokers with COPD was
192.4+46.91 mg/dl and 61.8+12.23 mg/dl, respectively compared with
135.5+23.8 mg/dl and 32.68+14.8 mg/dl, respectively in smokers without
COPD, with significant differences. Furthermore, the frequency of abnormal
triglyceride value among smokers with COPD was 36% compared to 12%
among smokers who don’t have this disease . (OR= 4.12. 95%Cl= 1.47-
11.55, p= 0.007). Similarly, the frequency of abnormal vLDL among
smokers with COPD was 18% compared to 4.12% among smokers without
COPD (OR= 5.27. 95%CI= 1.08-25.8, p= 0.040). In smokers with COPD,
smoking displayed a positive significant correlation with TG (r= 0.325, p=
0.021) and vLDL (r= 0.333, p= 0.018). In smokers without COPD, smoking
had a positive and marked association with TC (r= 0.377, p= 0.007)
Conclusion: COPD is associated with negative effects on the lipid profile.
In particular, triglycerides and very low-density lipoprotein cholesterol are
mostly affected. Aside from COPD, smoking can also be associated with
elevated lipids/lipoproteins that exceed normal limits at times.

Keywords: COPD , smoking,

human over the world [1,2] . Most of these
mortality happen in people who addicted
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smoking and those who affected by smoking
in indirect way such as living in smoking
environments. Also expected that smokers
who continue for this bad habit lose
approximately ten years of their life
expectancy and begin to have many co-
morbidities in compared with those who
totally nonsmoker [3,4].

Major reasons for mortality in smokers is
cancers [6-9] (mainly lung cancer) and
respiratory  diseases  (mainly  chronic
obstructive pulmonary disease — COPD)[6,7]
and cardiac diseases (mainly coronary heart
disease) [7,8]. Furthermore, smoking is an
important risk factor for stroke, visual and
hearing loss, back pain and bone mass loss
[5,6].

Tobacco smoke contains toxic gas which is
carbon monoxide (CO). This gas compete
with the oxygen on hemoglobin (Hb)
molecules and lead to desaturation and as a
compensatory mechanism the body produce
high number of red blood cells to
accommodate its need of oxygen and this
increase the risk of thrombosis [9,10].
Patients and Methods
Design and Settings
This research  included group of patients
who have COPD who were attending the
outpatient clinic at  Baghdad Teaching
Hospital. These patients diagnosed to have
COPD according to GOLD criteria and on
regular treatments. The study was approved
by Iraqgi Council for medical specializations.
Inclusion criteria
Adult aged 40 years or over at time of
diagnosis.Patients who are don’t have
decompensating for more than three months
prior to study and free of clinical signs of
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exacerbation and take their medication in
regular pattern.

Exclusion criteria :Patients with

-History of chronic lung diseases such as
asthma interstitial lung  diseases
bronchiectasis, tuberculosis.

-History of inflammatory diseases such as
rheumatoid arthritis, inflammatory bowel
diseases.

-History of chronic medical debilitating

illness such as liver cirrhosis, end stage renal
failure and malignancy.
-History of frequent use of drugs that affect
the lipid profile such as statins ,diuretics
,anticonvulsants.
Data Collection
Demographic data consist of age, sex, body
mass index (BMI) smoking (pack/year) and
residence; and clinical  characteristics
including comorbidities, and the frequency of
exacerbation were collected through a direct
interview with each participant.
Lipid Profile Assay
(5ml) of the venous blood was taken as a
sample from all the patients in the fasting
state of more than 8 hrs. The blood sample
was centrifuged at 3000 rpm for 15 min; sera
separated and stored at -80 °C until assayed
and studied. Total cholesterol, High density
lipoprotein (HDL) and triglyceride (TG),low
density lipoprotein(LDL) ,very low density
lipoprotein( VLDL) and total cholesterol
levels were determined with Konelab auto
analyzer (S.N: D13082) using Randox test
reagents.
Statistical Analysis

Characteristics features of the patients with
and without COPD according to their gender,
age, and associated comorbidities, occurrence
of pneumonia, CVD, malignancies, and

77

June 2022 ,Volume 22, Issue 2


https://doi:10.26505/DJM.22026380207

saDIM

Diyala Journal of Medicine

mortality was examined using chi-squared
tests for categorical variable and analysis of
variance (ANOVA) test for continuous
variables.
Results
Demographic Characteristics of the Study
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range 37-68 years). Likewise, the two groups
were comparable regarding BMI, marital
status, educational levels and residence with
no significant differences. However, smokers
with COPD were much higher tobacco
consumption (44.4+6.87 packs/years) than

Population:The average age of smokers with ~ smokers  without ~ COPD  (22.8+2.89
COPD was 54.41+12.7 years (range 41-59  packs/years) — with  highly  significant
years) that not largely differ from that of  difference Table D).
smokers without COPD (50.48+11.61 years,
Table (1): Association of demographic factors
Variables Smokers with | Smokers p-value
COPD without COPD
(n=50) (n=50)

Age, years

Mean+SD 54.41+12.7 50.48+11.61 0.413

Range 41-59 37-68

BMI, kg/m?

Mean+SD 25.42+3.52 26.72+3.56 0.812

Range 20.75-37.43 21.8-38.62

Marital status

Single/divorced 9(18%) 8(16%) 0.790

Married 41(82%) 42(84%)

Educational level

Primary 14(32%) 11(26%) 0.621

Secondary 24(46%) 23(50%)

Higher 12(22%) 16(24%)

Smoking, pack/year

Mean+SD 44.4+6.87 22.842.89 <0.001

Residence

Urban 28(56%) 31(62%) 0.542

Rural 22(44%) 19(38%)
Lipid Profile

Generally, all included parameters of lipid
profile displayed higher levels in smokers
who affected by COPD than smokers
without COPD. However, only two
parameters showed significant differences.
Mean serum level of TG and vLDL in s

mokers with COPD was 192.4+46.91 mg/dl
and 61.8412.23 mg/dl, respectively
compared with 135.5+23.8 mg/dl and
32.68+£14.8 mg/dl, respectively in smokers
without COPD, with significant differences
Table (2).
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Table (2): Lipid profile in smokers with and without COPD

Variables Smokers with Smokers without p-value
COPD COPD
(n=50) (n=50)
Total Cholesterol (mg/dl)
MeanxSD 218.7+38.2 184.78+41.84 0.118
Range 118-312 87-302
Triglycerides (mg/dl)
Mean+SD 192.4+46.91 135.5+23.8 0.021
Range 127-362 98-286
LDL (mg/dl)
Mean+SD 134.2+32.7 117.12+61.43 0.142
Range 88- 189 86- 177
vLDL (mg/dl)
Mean+SD 61.8+12.23 32.68+14.8 0.011
Range 18- 86 13-78
HDL (mg/dI)
MeanxSD 46.53£11.6 39.91+9.18 0.605
Range 36- 61 32-67

* LDL: low density lipoprotein-cholesterol, vLDL: very low density lipoprotein-cholesterol, HDL: high density lipoprotein-cholesterol.

COPD: chronic obstructive pulmonary disease
Comparison Based on Normal Range
Almost similar results were obtained when
the two groups were compared based on the
normal range of lipid profile parameters. In
univariate analysis, the frequency of smokers
with COPD with abnormal values was more
than smokers without COPD. However, a
significant difference was reported only for
TG and vLDL. The frequency of abnormal

triglyceride among smokers with COPD was
36% compared to 12% among smokers
without COPD (OR= 4.12. 95%Cl= 1.47-
11.55, p= 0.007). Similarly, the frequency of
abnormal vLDL among smokers with COPD
was 18% compared to 4.12% among smokers
who don’t have COPD (OR= 5.27. 95%CI=
1.08-25.8, p= 0.040) as shown in Table (3).

Table (3): Comparison based on normal range (univariante analysis

Variables Smokers with Smokers without p-value OR(95%Cl)
COPD COPD
(n=50) (n=50)

TC (mg/dl)

<200 39(78%) 46(92%) 0.059 1.0

>200 11(22%) 4(8%) 3.24(0.95-11.0)
TG (mg/dl)
<165 32(64%) 44(88%) 0.007 1.0

>165 18(36%) 6(12%) 4.12(1.47-11.55)
LDL (mg/dl)

<130 43(46%) 48(96%) 0.10 1.0

>130 7(14%) 2(4%) 3.9(0.77-19.83)
vLDL (mg/dl)

<55 41(82%) 48(96%) 0.040 1.0

>55 9(18%) 2(4.12%) 5.27(1.08-25.8)
HDL (mg/dl)

>40 45(90%) 44(88%) 0.750 1.0

<40 5(10%) 6(12%) 1.22(0.35-4.32)
Smoking (pack/year)

<25 4(8%) 45(90%) <0.001 1.0

>25 46(92%) 5(10%) 103(26.1-410.3)

* TC: total cholesterol, TG: triglycerides, LDL: low density lipoprotein-cholesterol, vLDL: very low density lipoprotein-cholesterol, HDL:
high density lipoprotein- cholesterol, OR: odds ratio, CI: confidence interval. COPD: chronic obstructive pulmonary disease
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As the smoking level (packs/year) was
significantly higher among smokers with
COPD than smokers without COPD, lipid
profile parameters between the two groups
were adjusted for smoking level in a

multivariate analysis. Both TG and vLDL
remains significant in this analysis indicating
that they are independent factors associated
with COPD Table (4).

Table (4): Comparison based on normal range (multivariate analysis)

Variables p-value OR(95%ClI)

TC (mg/dl)

<200 0.078 1.0

>200 2.15(0.88-9.4)
TG (mg/dl)
<165 0.014 1.0

>165 3.48(1.36-14.22)
LDL (mg/dl)

<130 0.122 1.0

>130 2.9(0.74-16.43)
vLDL (mg/dl)

<55 0.034 1.0

>55 5.8(1.13-2356)
HDL (mg/dl)

>40 0.618 1.0

<40 1.44(0.47-6.51)
Smoking (pack/year)

<25 <0.001 1.0

>25 89.4(18.3-312.6)

*TC: total cholesterol, TG: triglycerides, LDL: low density lipoprotein-cholesterol, vLDL: very low density lipoprotein-cholesterol, HDL: high
density lipoprotein-cholesterol, OR: odds ratio, Cl: confidence interval

Discussion

Compared with other international studies,
Mitra, et al.[11-13] we found apparently
increase in serum levels of all lipoproteins
TC, TG, LDL in COPD cases in comparable
with controls. HDL levels apparently low
in cases comparable with controls. Attaran
D, et al.[14-16] assess the serum lipid
profile in patients affected by COPD and the
result was statistical change in TC and TG
levels between patients and controls but no
any of the lipid parameter express any
relation with severity of airflow limitation
assessed by FEV1. Same findings was
reported in another studies [17-19] .Zafirova-
Ivanovska et al.[20,-22] reported that
hypercholesterolemia in COPD group clearly
elevated with disease severity. In contrast,
Basili et al.[23-25] measured serum levels of

TC, HDL-C, LDL-C and TG in ninety
patients with COPD and in ninety normal
subjects matched for age, sex and smoking
habit. The study revealed almost similar
values of these compounds between patients
and controls. Furthermore, Fekete et al. [26-
28] observed almost identical values of TC,
LDL-C, and HDL-C between COPD patients
and controls. This discrepancy between
different studies may explained, at least in
part, by the variation in study design, BMI,
sample size and disease severity and
duration.

There are some hypotheses by which the
COPD can influence the lipid profile. The
most reasonable hypothesis assumes that
some medications used for treatment of
COPD can influence the lipid profile. For
example B-2 agonists, might be responsible
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for an increased level of HDL[29-31]. The
other interesting result in the present study
was that smoking itself associated with
increased the most components of lipid
profile because most of these components in
smokers without COPD were within normal
limits. Furthermore, some individuals in this
groups showed abnormal values for almost
all lipid profile components.

Many previous studies have reported the
similar findings that smoking was associated
with a higher lipid profile than non-smokers.
In an Indian study 25 in 9 compared serum
lipid profile in chronic smokers with healthy
non-smokers. Mean serum levels of TC, TG,
LDL-C vLDL-C were significantly higher in
smokers than non-smokers. In another study,
‘a total of 200 age and sex matched subjects
comprising of 100 healthy non-smokers as
controls and 100 healthy smokers as cases
were investigated for lipid profile. Serum
levels total TC, TG, VLDL and LDL
cholesterol very significantly increased and
decrease in HDL cholesterol in smokers
when compared to non-smokers[34].In
another study, the lipid profile was measured
from 100 selected smokers and nonsmokers
and the study showed that as the intensity and
duration of smoking increases a significant
increase in the levels of vLDL-C, LDL-C,
TG and TC were noted in almost all groups
of cigarette smokers as compared to
nonsmokers. Simultaneously a significant
reduction in the level of HDL-C was
observed [33]. National Health and Nutrition
Examination Survey (NHANES) data reveal
that the incidence of high values of TG was
3.7% more in smokers than nonsmokers. The
chance of having abnormal values for
smokers was a 60% higher for HDL and 31%
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higher for TG than nonsmokers. In contrast,
some other study did not find any significant
difference [13].

Although the way by which the smoking
change the serum lipid values is not
completely known till now , many hypothesis
can be suggested. For example , increase the
level of catecholamine can led to a surge in
circulating free fatty acids that give
stimulation for hepatic TG production and
cause changes in lipid metabolism [25].other
example is the smoking led to reduce the
action of lecithin-cholesterol acyltransferase,
the enzyme in charge of esterifying free
cholesterol, that led to change in lipid
metabolism[14] other suggestion that the
higher TG level in smokers is due to the TG
metabolism occur at slow rate in smokers,
and the activity of lipoprotein lipase is
decreased in smokers[16].

Conclusions

Chronic obstructive pulmonary disease is
associated with effect on lipid profiles. In
particular, triglycerides and very low density
lipoprotein cholesterol are mostly affected.
Smoking  also associate with elevated
lipid/lipoproteins which sometime skip the

normal limits. Triglyceride and vLDL
significantly associated the intensity of
smoking.

Recommendations

Patients with COPD should have a regular
checking for their lipid profile in order to
reduce the risk of cardiovascular diseases.
Cessation of smoking is important to reduce
the adverse effect on lipid profile.
Source of funding: The current study was
funded by our charges with no any other
funding sources elsewhere.

81

June 2022 ,Volume 22, Issue 2


https://doi:10.26505/DJM.22026380207

ORIGINAL RESEARCH
published: 23 June 2022
Doi: https://doi:10.26505/DJM.22026380207

saDIM

Diyala Journal of Medicine

Ethical clearance: A written consent
from each participant was obtained prior to
data collection after explaining the aim of
study. Each patient was given the complete
unconditioned choice to withdraw anytime.
Conflict of interest: Nill

References

[1]Jha P, Peto R. Global effects of smoking,
of quitting, and of taxing tobacco. New
England J Med 2014;370:60-68.

[2]JUS Department of Health and Human
Services. The health consequences of
smoking: a report of the surgeon general.
Atlanta, GA: US Department of Health and
Human Services, Centers for Disease Control
and Prevention, National Center for Chronic
Disease Prevention and Health Promotion,
Office on Smoking and Health.

[3] Action on Smoking and Health. What’s in
a cigarette? London: ASH. Available from
http://www.ash.org.uk/files/documents/ASH

[8]Siasos G, Tsigkou V, Kokkou E, et al.
Smoking and atherosclerosis: mechanisms of
disease and new therapeutic aroaches,
Current Med Chemistry 2014;21(34):3936—
3948.

[9]Liu RH, Mizuta M, Matsukura S. The
expression and functional role of nicotinic
acetylcholine receptors in rat adipocytes, The
J of Pharmaco Exper Therapeutics
2004;310(1):52-58.

[10] Cancello R, Zulian A, Maestrini S et al.
The nicotinic acetylcholine receptor a7 in
subcutaneous mature adipocytes:
downregulation in human obesity modulation
by diet induced weight loss. Int J of Obesity
2012; 36(12):1552-1557.

[11]Wu Y, Song P, Zhang W et al. Activation
of AMPKalpha2 in adipocytes is essential for
nicotine-induced insulin resistance in vivo.
Nat Med 2015;21(4):373— 382.
[12]Andersson K, Arner P. Systemic nicotine
stimulates human adipose tissue lipolysis

_L17.pdf through local cholinergic and
[4] Malenica M, Prnjavorac B, Bego T, et al. g . : g .

. . catecholaminergic receptors. Int J of Obesity
Effect of Cigarette  Smoking on 2001:25(8):1225-1232
Haematological Parameters in  Healthy ’ ' '

Population. Med Arch. 2017;71(2):132-136.
[5]Egleton RD, Brown KC, Dasgupta P.
Angiogenic activity of nicotinic acetylcholine
receptors: implications in tobacco-related
vascular diseases. Pharmacol Therapeutics
2009;121(2):205-223.

[6]Drugs selective for nicotinic receptor
subtypes: a real possibility or a dream?
Behavioural Brain Res 2000;113(1-2):183—
192.

[7]Zoli M, Pucci S, Vilella A, Gotti C.
Neuronal and Extraneuronal  Nicotinic
Acetylcholine Receptors. Curr
Neuropharmacol 2018;16(4):338-349.

[13]Narayanaswami V, Somkuwar SS,
Horton DB, et al. Angiotensin AT1 AT2
receptor antagonists modulate nicotine-
evoked [3H]dopamine [3H]norepinephrine
release. Biochemical Pharmacol
2013;86(5):656—665.

[14] Azam L, Mclintosh JM. Characterization
of nicotinic acetylcholine receptors that
modulate nicotine evoked [3H]
norepinephrine  release  from  mouse
hiocampal synaptosomes. Mole Pharmaco
2006:70(3):967-976.

[15] Alexandre M, Uduman AK, Minervini
S, et al. Tobacco carcinogen 4-
(methylnitrosamino)-1-(3-pyridyl)-1-

82

June 2022 ,Volume 22, Issue 2


https://doi:10.26505/DJM.22026380207
http://www.ash.org.uk/files/documents/ASH_117.pdf
http://www.ash.org.uk/files/documents/ASH_117.pdf

saDIM

Diyala Journal of Medicine

butanone initiates enhances pancreatitis
responses. Am J Physiol Gastrointestinal
Liver Physiol 2012;303(6):G696-G704.
[16]Cao W, Medvedev AV, Daniel KW, et
al. p-Adrenergic activation of p38 MAP
kinase in adipocytes: CAMP induction of the
uncoupling protein 1 (UCP1) gene requires
p38 MAP kinase. J of Bio Chemistry
2001;276(29):27077-27082.

[17] Fasshauer M, Klein J, Neumann S, et al.
Adiponectin gene expression is inhibited by
B-adrenergic stimulation via protein kinase A
in 3T3-L1 adipocytes. FEBS Letters
2001;507(2):142-146.

[18] Chiolero A, Faeh D, Paccaud F, et al.
Consequences of smoking for body weight,
body fat distribution, and insulin resistance.
The Am J Clin Nutr 2008;87(4):801-8009.
[19] De Oliveira E, Moura EG, Santos-Silva
AP et al. Neonatal nicotine exposure causes
insulin and leptin resistance and inhibits
hypothalamic leptin signaling in adult rat
offspring. J of Endocrino 2010;206(1):55-63.
[20]Somm E, Schwitzgebel VM, Vauthay
DM, et al. Prenatal nicotine exposure alters
early pancreatic islet and adipose tissue
development with consequences on the
control of body weight and glucose
metabolism later in life.  Endocrino
2008;149(12):6289-6299.

[21]Yamauchi T, Kamon J, Waki H, et al.
The mechanisms by which both heterozygous
peroxisome proliferator-activated receptor vy
(ARy) deficiency and ARy agonist improve
insulin resistance. J of Bio Chemistry
2001;276(44):41245-41254.  [22] Miles
PDG, Barak Y, He W, et al. Improved
insulin-sensitivity in mice heterozygous for
AR-y deficiency. J Clin Invest
2000;105(3):287-292.

ORIGINAL RESEARCH
published: 23 June 2022

Doi: https://doi:10.26505/DJM.22026380207

[23]Ren D, Collingwood TN, Rebar EJ, et
ARy  knockdown by engineered
transcription factors: exogenous ARy2 but
not ARyl reactivates adipogenesis. Genes
Development 2002;16(1):27-32.

[24] An Z, Wang H, Song P, et al. Nicotine-
induced activation of AMP-activated protein
kinase inhibits fatty acid synthase in 3T3L1
adipocytes: a role for oxidant stress. J of Bio
Chemistry2007;282(37):26793-26801.

[25] Itoh M, Tsuji T, Nakamura H, et al.
Systemic effects of acute cigarette smoke
exposure in  mice. Inhalation Toxicol
2014;26(8):464-473.

[26] Lee H, Lee YG, Choi H, et al. Reactive
oxygen  species  facilitate  adipocyte
differentiation by accelerating mitotic clonal
expansion, J of Biological Chemistry
2009;284(16):10601-10609.

[27]Hosick PA, AlAmodi AA,Storm MV, et
al. Chronic carbon monoxide treatment
attenuates development of obesity and
remodels adipocytes in mice fed a high-fat
diet. Int J of Obesity 2014;38(1):132-139.
[28] Irigaray p, Lacomme S, Mejean L, et al.
Ex vivo study of incorporation into
adipocytes and lipolysis-inhibition effect of
polycyclic aromatic hydrocarbons. Toxico
Letters 2009;187(1):35-39.

[29] Kim JH, Yamaguchi K, Lee SH, et al.
Evaluation of polycyclic aromatic
hydrocarbons in the activation of early
growth  response-1  and  peroxisome
proliferator activated receptors. Toxico
Science 2005;85(1):585-593.

[30] Bays HE. Adiposopathy is sick fat a
cardiovascular disease? J of the Am College
of Cardiology 2011;57(25):2461-2473.
[31]Langin D, Adipose tissue lipolysis as a
metabolic pathway to define pharmacological

al.

83

June 2022 ,Volume 22, Issue 2


https://doi:10.26505/DJM.22026380207

ORIGINAL RESEARCH
published: 23 June 2022

Diyala Journal of Medicine Doi: https://doi:10.26505/DJM.22026380207

strategies against obesity and the metabolic  intracellular accumulation in adipose tissue
syndrome. Pharmaco Research  during tobacco smoke exposure, Nutrition &
2006;53(6)482-491. Metabolism 2014;12(1):15.

[32]Bergmann S, Siekmeier R. Influence of

smoking and body weight on adipokines in

middle aged women. European J of Medical

Research 2009;14(4):21-26. [33]lwashima

Y, Katsuya T, Ishikawa K, et al. Association

of hypoadiponectinemia with smoking habit

in  men. Hypertension 2005;45(6)1094—

1100.34.

[34]Li M, Li C, Liu Y, et al. Decreased

secretion of adiponectin  through its

84 June 2022 Volume 22, Issue 2


https://doi:10.26505/DJM.22026380207

:.D]M ORIGINAL RESEARCH
published: 23 June 2022
: D|ya|a Journal of Medicine Doi: https://doi:10.26505/DJM.22026380207
ORM J8g s Ao (pajall (5 i 1) AVl 2 pa g (Al 0l il
e dani ihias 3 " ganadl g aesan ¢ T Jren (5358 Juln a0 ena g3 e

udlall

Jaany s Aaall Claaiaall 8 dpud ) daledl danall JSLEe aaT 58 Cpeall (55,0l Do) (m ye sdl jal) 4818
dsad eyl yie bl e pea Geall sl GV e (e il Gl (e sall il e Lulul
Qs e Gaall (5l Aai¥) age Sige 3B ¢ AN Ay sanll due gV 5 QN (el oy Bl ddiall
ol Al e Hhaill (ks ¢ sl

Osiban () cpidnall e yell (8 o gaall Jild g (e el (5 50 SV (i e G AR elialinY sdl Al il
A9 s (e 3all (5 5l 2V G ye (4

GV ALYL e 3all (5500 AV (m jar agamndii o Wy 3a 0+ Aydaiall dusd ) 036 el 3 gl shally pua yall
e @ el (5l oY) (mpe e Jis gl el Gl (oAl Guinll g seadly Wil (A /352 Yo <) Lidae 0
Giy alall goaall Jlign (bl w @l JS ma 5 dball ALEA A e dppedl s Al 2 sanall L
Al @Y S g5 ll

Ordal) o) Aall AN mddie aall (g sl Js il sS5 DA O gl (e Juaaall (5 sine Jans gie iy sl
Vsl e ¢ il /ane VYLYY £ TV A 5 il /ame £7,9) 18,6 el (o550 0V iy Gibiad)
Cbadll e pidaa) (gl &‘ﬂ‘ e < Mﬁ/e.“ YE,A £ YY,TA }MJ/&A YY,A £ 1Y0,0 445,54
O Aphll e AN aaall LSS Jae OIS el e 550l Aysime ()l st ¢ (e all (55l dawiV) a e
650 AoV s Cpubaal) e il e ZVY oA lee 77 el (5580 Ao i ya Caaal) (sl
G gl g il £l S5 Jane S ¢ Jially5 (p = 0.007 «CI = 1.47-11.55 ZOR = 4.12. 95) (33l
Cidaall o 76 2 35 e ZVA e dall (5 80 AlaiiY) (e Gabadd) idadl o candall e 2Ll JAUKH jddie
Onbad) (pidadl & Cl = 1.08-25.8, p=0.04 Z.0OR = 5.27. 95)) (el (s 530 Jaui¥) (1 yas (pubiaaall e
5 (1= 0.325, p= 0.021) &8 ¢saal e Gsine Ula) alii ) il Ll ¢ el (g5l 2oV ia ya
=) s s Lol 5l A8Me aill G s b (r= 0,333, p= 0.018) Ll AAUKI) (i iaal o 5 5l J 5 sinsd S
Al N 2V (a ye e O 555 Gl a8 (0,377, p= 0.007

&b Al ¢ pagadllang e gl Jliy e dube 8 (e dall (550 oY) (i se G elaliliu)
O all (5 55 0 i) m ye e Bl (o pay AR UGS adie aall G s sall J gyl oS 5 AEBEN ) saall L)
O G 8 dmnlal) 2 gaall 5 glaii A diaall <l pll / 0 saal) A g8 Wadl gudxil) Jai o S«
il e 3all (5 551 AVl i ye sdgalidal) cilalsl)

am3465612@gmial.com 59 AN &yl

VoYY Ll Vo) sl f

YOYY Al el gl

Gl —alasy - addail) alazy did AN

85 June 2022 ,Volume 22, Issue 2


https://doi:10.26505/DJM.22026380207
mailto:am3465612@gmial.com
mailto:am3465612@gmial.com

