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Summary: 
The objective for the present study is to investigate the effects of melatonin (MEL) on systolic blood 

pressure (SBP), some biochemical parameters; serum (malondialdehyde (MDA), superoxide dismutase 
(SOD), reduced glutathione (GSH), nitric oxide (NO)) in NG-nitro-L-arginine methyl ester hydrochloride 
(L-NAME) treated rats. The male albino rats divided into five groups treated for 4 weeks: Group 1: 
Control rats. Group 2: L-NAME (35 mg/100 ml drinking water). Group 3: L-NAME (35 mg/100 ml 
drinking water) + melatonin (30 mg/Kg diet). Group 4: L-NAME (35 mg/100 ml drinking water) + 
melatonin (60 mg/Kg diet). Group 5: L-NAME (35 mg/100 ml drinking water) + melatonin (120 mg/Kg 
diet). A significant  elevation in SBP and serum MDA were detected  in  L-NAME treated rats. Co-
administration of melatonin with L-NAME prevented increasing in SBP and serum level of MDA in a 
dose dependent manner. On the other hand serum levels   of  SOD and GSH were decreased in response to 
L-NAME treatment, while, co-treatment with melatonin increased SOD and GSH in a dose dependent 
manner. The decrease serum NO level in response to L-NAME was significantly increased by melatonin 
but its level was decreased by increasing melatonin doses. 

In conclusion: L-NAME induced hypertension model was associated with decreased NO level,   

interestingly;  melatonin increased serum NO in L-NAME treatments, but with increasing dose of MEL, 
NO level was decreased. Furthermore; MEL  through its antioxidant properties reduced oxidative stress 
and prevented lipid peroxidation.  
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 INTRODUCTION 

ypertension is a most common 
cardiovascular disease and a major 

public health issue in developing countries; it 
can often lead to lethal complications if left 
untreated (Badyal et al., 2003).  Nitric oxide is 
known to be synthesized in many cells and 
tissues from L-arginine by the action of NO 
synthase, which is non-specifically inhibited by 
L-arginine analogues such as L-NAME. 
Inhibition of NO synthesis in experimental 
animals results in sustained elevation of blood 
pressure (BP) (Kunes et al., 2004). Nitric oxide  
production by vascular endothelium is 
particularly important in the regulation of blood 
flow (Huk et al., 1997).  Nitric oxide has 
multiple roles including regulation of vasomotor 
tone, inhibition of platelet and leukocyte 
adhesion to vascular endothelium and anti-
proliferative effect (Andrew and Mayer, 1999). 
Therefore NO deficiency leads to increase 
accumulation of superoxide anion (O.

2
-) in 

biological tissue which causes oxidative stress in 
the body which in turn involved in 
pathophysiology of many forms of hypertension 
(Kopkan and Majid, 2005).  

Melatonin plays a crucial role in several 
physiological functions such as sleep induction, 
vasoregulation, immunomodulation, control of 
sexual maturation, temperature regulation, aging 
(Pierpaoli and Regelson, 1994) and mood 
enhancement (Guyton and Hall, 2006).  The 
suprachiasmatic nucleus (SCN)  and possibly, 
the melatoninergic system can modulate 
cardiovascular rhythmicity; during the night, 
when melatonin is at its highest level, the heart 
rate decreases, the cardiac output is higher, the 
BP drops, the level of cholesterol declines 
(Chuang et al., 1993).  

The potent antioxidant ability of melatonin 
can be explained by the potential to scavenge 
hydroxyl, superoxide, peroxynitite anion, singlet 
oxygen but also NO free radical (Paulis and 
Simko, 2007). Rodriguez et al., (2004) showed 
that melatonin effectively protects against lipid 
peroxidation and decrease the synthesis of MDA 
which is an end product of lipid peroxidation. 

The objective for the present study was to 
investigate the effects of MEL on systolic blood 
pressure (SBP) and some biochemical 
parameters (MDA, SOD, GSH and NO) in L-
NAME treated rats. 

 

H



Journal University of Zakho, Vol. 4(A) , No.1, Pp 18-24, 2016 
 

 19

ISSN: 2410-7549

MATERIALS AND METHODS 

Animals 

Twenty five adult male albino rats (250-300 
g) were used in the current study. Animals were 
housed in plastic cages bedded with wooden 
chips. This work was conducted in the 
Laboratory of Advanced Physiology at the 
Department of Biology/ College of Science/ 
University of Salahaddin-Erbil, Kurdistan 
Region-Iraq. Rats were bred in the animal house, 
and maintained in plastic cages. They were kept 
under standard laboratory conditions at 22 ± 2 ºC 
and exposed to a photoperiod of 12 hrs. light 
followed by 12 hrs. of darkness, using an 
automated light-switching devise. The rats were 
fed on standard rat pellets with free access to 
dechlorinated tap water ad libitum. 

 
Experimental Design 

This experiment was designed to study the 
effect of three doses (30, 60 and 120 mg/ Kg 
diet) of melatonin on SBP and some biochemical 
parameters (serum MDA, SOD, GSH and NO) 
in L-NAME (35 mg/100 ml drinking water) 
treated rats. Melatonin and L-NAME were given 
at the same time, and animals were assigned 
randomly to five different treatment groups and 
were continued for 4 weeks as the following: 
Group I: Control  

The rats were given a standard rat chow and 
tap water ad libitum. 
Group II: L-NAME  

The rats were given standard rat chow and L-
NAME at dose (35 mg/100 ml drinking water). 
Group III: L-NAME + melatonin (30 mg/Kg 
diet)  

The rats were supplied with standard rat 
chow with melatonin (30 mg/kg diet) and L-
NAME at dose (35 mg/100 ml drinking water). 
Group IV: L-NAME + melatonin (60 mg/Kg 
diet)  

The rats were supplied with standard rat 
chow with melatonin (60 mg/kg diet) and L-
NAME at dose (35 mg/100 ml drinking water). 
Group V: L-NAME + melatonin (120 mg/Kg 
diet)  

The rats were supplied with standard rat 
chow with melatonin (120 mg/kg diet) and L-
NAME at dose (35 mg/100 ml drinking water). 

Collection of blood samples 

At the end of experiment, the rats were 
anesthetized with ketamine hydrochloride (100 
mg/kg). Blood samples were taken by cardiac 
puncture into test tubes and centrifuged at 3000 
rpm for 15 minute; then serum samples were 
stored at -80 ºC (Sony, Ultra low, Japan) until 
use. 
Measuring SBP, serum MDA, SOD, GSH and 
NO 

Systolic blood pressure  was  measured 
weekly by the tail-cuff method in all groups 
using a PowerLab Data Acquisition System 
(ADInstruments, PowerLab 2/25) with computer 
running chart software. Serum MDA, SOD and 
GSH were determined spectrophotometrically  
using thiobarbituric acid (TBA) solution, 
modified biochemical Nitroblue tetrazolum 
(NBT) method and modified Ellman's reagent 
respectively. Serum total NO was determined by 
NO non–enzymatic assay kit (US Biological, 
USA).   

 
Statistical analysis  

All data were expressed as means + standard 
error (SE) and statistical analysis was carried out 
using available statistical software (SPSS 
version 11.5).  Data analysis was made using 
one-way analysis of variance (ANOVA). The 
comparisons between groups were done using 
Duncan post hoc analysis. P values <0.05 were 
considered significant. 

 
Results 

Long term blockade of NOS by 
administration of L-NAME (35 mg/100ml 
drinking water) for four weeks greatly increased 
SBP that reached a maximum level within the 
last two weeks as compared with control. Co-
administration of L-NAME along with a low 
dose of melatonin (30 mg/kg diet) decreased 
SBP significantly versus L-NAME treated rats 
within the same period of treatment. Also a 
greater reduction in SBP was observed on each 
week throughout the four weeks of the study 
when the rats supplemented with intermediate 
(60 mg/kg diet) and high doses (120 mg/kg diet) 
of melatonin (Table 1).  
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Table (1): Effect of melatonin on SBP in L-NAME treated rats 

  

Data presented as mean ± S.E                                            
The same letters mean no statistical differences  
The different letters mean statistical differences              
 *=P<0.05         **=P<0.01                                                     
 

Serum total NO decreased greatly in L-NAME treated rats compared with control. Serum total NO 
increased significantly (P<0.01) in animals provided with diet supplemented with melatonin when 
compared with L-NAME group. Total NO level was significantly (P<0.01) higher in rats treated with 
low melatonin dose than intermediate and high melatonin doses, also in intermediate melatonin dose 
the serum total NO level was higher than high melatonin dose group (Table 2). 

Superoxide dismutase  activity was significantly (P<0.01) decreased by L-NAME treatment versus 
control. While melatonin  significantly (P<0.01) enhanced SOD activity in a dose dependent manner 
as compared with L-NAME treated animals (Table 2). In L-NAME group serum GSH level 
significantly (P<0.05) decreased versus control animal. Melatonin significantly (P<0.05) increased 
GSH level in a dose dependent manner  when compared with L-NAME  treated animals (Table 2). 

The L-NAME hypertensive rats showed a significant (P<0.01) increase in serum MDA level as 
compared with control. This variable was significantly reduced in three dietary melatonin treated 
groups when compared with L-NAME group. Rats treated with high dose of melatonin significantly 
lower MDA level than intermediate dose and low dose (Table 2). 

 
 
 
 
 
 
 
 
 
 
 
 
 
 

Parameters
 
 

Treatments 

Week 1 
** 

Week 2 
** 

Week 3 
* 

Week 4 
** 

Control 
 

 
107.4 a ± 0.871 ab 

 

 
106.6 a ± 1.4 a 

 

 
109.8 a ± 1.019 

ab 
 

 
110  a ± 0.632 b 

L-NAME 
** 

 
128.2 d ± 0.734 a 

 

 
131.4 d ± 0.6 a 

 

 
168 d ± 4.658 b 

 

 
165.8 d ± 1.356 b 

L-NAME +  MEL 
(30mg/kg diet) 

** 

 
118.2 b ± 1.019 a 

 

 
133.4 d ± 1.208 c 

 

 
127.4 c ± 1.166 b 

 

 
147.2 c ± 1.593 d 

L-NAME +  MEL 
(60mg/kg diet) 

* 

 
121.8 c ± 0.86 a 

 

 
121.8 c ±  0.734 a 

 

 
125.4 bc ± 0.748 b 

 

 
126.8 b ± 1.624 b 

L-NAME +  MEL 
(120mg/kg diet) 

** 

 
116.4 b ± 0.509 a 

 

 
115.4 b ± 2.249 a 

 

 
119.8 b ± 1.319 ab 

 

 
123.4 b ± 1.363 b 
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Table (2): Effects of melatonin on serum NO, SOD, GSH and MDA in L-NAME treated rats 

 

 
Data presented as mean ± S.E                                            
The same letters mean no statistical differences  
The different letters mean statistical differences              
*=P<0.05         **=P<0.01              
                                        
Discussion 

The obtained results of the present study 
show that L-NAME caused a significant 
elevation in SBP during the first three weeks of 
treatment and during the fourth week SBP 
remained more or less (Table 1). It has been 
found that long-term inhibition of NO synthase 
may due to increase in plasma epinephrine and 
norepinephrine, which are in turn increase BP 
(Zanchi et al., 1995). Kurtz and Wagner, (1998) 
suggested that renin-angiotensin system is 
activated during long-term NO blockade. 
Consequently, plasma renin activity (PRA)  are 
frequently found to be elevated if the treatment 
with NOS inhibitors is extended over several 
weeks and this elevation of PRA is associated 
with severe hypertension. 

The data of the present study revealed that 
different doses of melatonin administration 
caused a significant decrease in SBP in a dose 
dependent manner in L-NAME treated rats. Ding 
et al., (2001) documented that melatonin acts as 
a hypotensive factor and its effects are mainly 
due to activation of MEL1 receptor in rat brain 
and also they observed that the anterior 
hypothalamic area may be one of the important 
central areas where melatonin can exert 
modulatory effects on BP. It had been concluded 
that the hypotensive effect of melatonin in rats 
may be mediated by its anti-oxidative effect 

rather than its receptor (Wu and De Champlain, 
1998). As reported  previously,  melatonin 
decreases plasma renin and serum nor-
epinephrine concentrations (K-Laflamme et al., 
1998). The improved NO production and 
decrease oxidative load after melatonin 
administration may lead to BP reduction 
(Girouard et al., 2001). 

In this study, it has been demonstrated that 
serum levels of SOD, GSH and NO were 
significantly decreased, whereas MDA level was 
increased significantly in L-NAME treated rats. 
Landmesser et al., (2003) linked the impairment 
endothelium mediated vasodilatation in 
hypertension to decrease NO bio-availability; 
this may be secondary to decrease NO synthesis 
or to increase NO degradation because of its 
interaction with O-

2 to form peroxynitrite 
(ONOO-). Furthermore, Uzun et al., (2005) 
found that NO levels were negatively correlated 
with SOD, this result is consistent with those of 
the present study. 

The data of the present study showed that L-
NAME increased MDA level which is in 
agreement with (Deniz et al., 2006) observing 
that NOS inhibition induced hypertension 
increases MDA level. The mechanisms through 
which melatonin reduces oxidative stress involve 
scavenger of hydroxyl radical and peroxynitrite, 
the latter has direct toxic effects leading to lipid 
peroxidation, protein oxidation, DNA damage 

Parameters 
 
   Treatments 

Serum NO 
(�mol/L) 

** 

Serum SOD 
(U./mg protein) 

** 

SerumGSH 
(�mol/ml) 

* 

Serum MDA 
(�mol/L) 

** 

Control 
 

17.6 ± 0.039 e 
 

 
0.013 ± 0.0007 b 

 

 
119.88 ± 0.225 c 

 

 
2.896 ± 0.22 a 

 

L-NAME 
 

9.483 ± 0.035 a 
 

 
0.0048 ± 0.0003 a 

 

 
112.38 ± 0.335 a 

 
5.862 ± 0.366 c 

 

L-NAME +  MEL 
(30mg/kg diet) 

 
14.67 ± 0.044 d 

 

 
0.0068 ± 0.0015 a 

 

 
117.83 ± 0.386 b 

 

 
4.642 ± 0.22 b 

 

L-NAME +  MEL 
(60mg/kg diet) 

 
14.05 ± 0.036 c 

 

 
0.0156 ± 0.0004 b 

 

 
118.88 ± 0.232 bc 

 

 
4.442 ± 0.121 b 

 

L-NAME +  MEL 
(120mg/kg diet) 

 
13.13 ± 0.04 b 

 
0.0226 ± 0.001 c 

 
122.71 ± 1.32  d 

 
3.348 ± 0.188 a 
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and can inhibit SOD (Pacher et al., 2007). 
Experimental evidences have shown that not 
only does melatonin not consume cellular GSH, 
but also preserves or even increases the content 
of GSH in tissues (Tan et al., 2002), by 
promoting the activity of glutathione reductase 
(GSH-Rd) (Hara et al., 2001).  

Melatonin was increased NO synthase 
activity and decreased reactive oxygen species 
(ROS) production (Pechanova et al., 2004). It 
has been reported that melatonin increases NO 
synthase activity without up-regulation of 
endothelial NOS (eNOS) or inducible NOS 
(iNOS) protein expression (Pechanova et al., 
2006). It seems that both increased NO synthase 
activity and ROS reduction is responsible for 
preventive effects of melatonin on the 
development of hypertension (Kojsova et al., 
2006).  

  
In conclusion: L-NAME induced  

hypertension was associated with decreased NO 
level, interestingly; melatonin increased serum 
NO in L-NAME treatments, but with increasing 
dose of MEL, NO level was decreased. 
Furthermore; MEL  through its antioxidant 
properties reduced oxidative stress and 
prevented lipid peroxidation.  

 
References 

Andrew, P.J., and Mayer B., (1999). Enzymatic 
function of nitric oxide synthases. Cardiovasc 
Res. 43: 521– 31. 

Badyal, D.K., Lata H. and Dadhich A.P., (2003). 
Animal models of hypertension and effects of 
drugs. Indian Journal of pharmacology. 35: 349-
362. 

Chuang, J.I., Chen S.S. and Lin M.T., (1993). 
Melatonin decreases brain serotonin release, 
arterial pressure and heart rate in rats. 
Pharmacology. 47: 91-97. 

Deniz, E., Colakoglu N., Sari A., Sonmez M.F., 
Tugrul I., Oktar S., Ilhan S. and Sahna E., (2006). 
Melatonin attenuates renal ischemia-reperfusion 
injury in nitric oxide synthase inhibited rats. Acta 
Histochem. 108(4): 303-9. 

Ding, Y., Gonick H.C. and Vaziri N.D., (2001). 
Lead- induced hypertension: increased hydroxyl 
radical production. Am J Hypertension. 14: 169-
175. 

Girouard, H., Chulak C.H., Lejossec M., Lamontagne 
D. and De Champlain J., (2001). Vasorelaxant 
effects of the chronic treatment with melatonin on 
mesenteric artery and aorta of spontaneously 
hypertensive rats. J Hypertens. 19: 1369-1377. 

Guyton, A.C. and Hall J.E., (2006). Textbook of 
medical physiology.12th edition. W.B. Saunders 
Company, Philadelphia. 

Hara, M., Yoshida M., Nishijima H., Yokosuka M., 
Iigo M., Ohtani-kaneko R., Shimada A., 
Hasegawa T., Akama Y. and Hirata K., (2001). 
Melatonin, a pineal secretory product with 
antioxidant properties, protects against cisplatin-
induced nephrotoxicity in rats. J pineal Res. 30: 
129-138. 

Huk, I., Nanobashivili J., Neumayar C., Punz A., 
Mueller M., Afkhampour K., Mittlboek M., Losrt 
U., Polterauer P., Rath E., Patton S. and Malinski 
T., (1997). L-arginine treatment alters the kinetics 
of nitric oxide and superoxide release and reduces 
ischemia / reperfusion injury in skeletal muscle. 
Circulation. 34(7):63-69. 

K-Laflamme, A., Wu L., Foucart S. and de 
Champlain J., (1998). Impaired basal sympathetic 
tone and alpha 1-adrenergic responsiveness in 
association with the hypotensive effect of 
melatonin in spontaneously hypertensive rats. Am 
J Hypertens. 11: 219-229. 

Kojsova, S., Jendekova L., Zicha J., Kunes J., 
Andriantsitohaina R. and Pechanova O., (2006). 
The effect of different antioxidants on nitric oxide 
production in hypertensive rats. Physiol Res.55 
(1): S3-S16. 

Kopkan, L. and Majid S.A., (2005). Superoxide 
contributes to development of salt sensitivity and 
hypertension induced by nitric oxide deficiency. 
Hypertension. 46: 1026. 

Kunes, J., Hojna S., Kadlecova M., Dobesova Z., 
Rauchova H., Vokurkova M., Loukotova J., 
Pechanova O. and Zicha J., (2004). Altered 
balance of vasoactive systems in experimental 
hypertension; the role of relative NO deficiency. 
Physiological Research. 53: S 23-S 34. 

Kurtz, A. and Wagner C., (1998). Role of nitiric 
oxide in the control of renin secretion. Am J 
Physiol Renal Physiol. 275: F849- F862. 

Landmesser, U., Dikalov S., Price S.R., McCann L., 
Fukai T., Holland S.M., Mitch W.E. and Harrison 
D.G., (2003). Oxidation of tetrahydrobiopterin 
leads to uncoupling of endothelial cell nitric oxide 
synthase in hypertension. J Clin Invest. 111: 
1201–1209. 

Pacher, P., Beckman J.S. and Liaudet L., (2007). 
Nitric oxide and peroxynitrite in health and 
disease. Physiol. Rev. 87: 315-424. 

Paulis, L. and Simko F., (2007). Blood pressure 
modulation and cardiovascular protection by 
melatonin: Potential mechanism behind. Physiol. 
Res. 56: 671-687. 

Pechanova, O., Dobesova Z., Cejka J., Kunes J. and 
Zicha J., (2004). Vasoactive systems in L-NAME 
hypertension: the role of inducible NO synthase. J 
Hypertens. 22: 167-173. 



Journal University of Zakho, Vol. 4(A) , No.1, Pp 18-24, 2016 
 

 23

ISSN: 2410-7549

Pechanova, O., Zicha J., Paulis L., Zenebe W., 
Dobesova Z., Kojsova S., Jendekova L., Sladkova 
M., Dovinova I., Simko F. and Kunes J.,  (2006). 
Effect of N-acetylcysteine and melatonin in adult 
SHR with established hypertension. Submitted to 
Eur J Pharmacol. Pediatr Nephrol. 22: 2011–
2022. 

Pierpaoli, W. and Regelson W., (1994). Pineal control 
of aging: effect of melatonin and pineal grafting 
on aging mice. Proc Nat / Acad Sci U S A. 91: 
787-791. 

Rodriguez, C., Mayo J.C., Sainz R.M., Antoli I., 
Herrera F., Martin V. and Reiter R.J., (2004). 
Regulation of antioxidant enzymes: a significant 
role for melatonin. J. Pineal. Res. 36: 91-9. 

Tan, D.X., Reiter R.J., Manchester L.C., Yan M.T., 
El-Sawi M., Sainz R.M., Mayo J.C., Kohen R., 
Allegra M. and Hardeland R., (2002). Chemical 
and physical properties and potential mechanisms: 
Melatonin as a broad spectrum antioxidant and 

free radical scavenger. Curr Top Med Chem. 2: 
181–197. 

Uzun, H., Simsek G., Aydin S., Unal E., Karter Y., 
Yelmen N.K., Vehid S., Curgunlu A. and Kaya S., 
(2005). Potential effects of L-NAME on alcohol-
induced oxidative stress. World J 
Gastroenterol.11(4):600-604. 

Wu, W.R. and De Champlain J., (1998). Enhanced 
inhibition by melatonin of a-adrenoceptorinduced 
aortic contraction and inositol phosphate 
production in vascular smooth muscle cells from 
spontaneously hypertensive rats. J Hypertens. 16: 
339-347. 

Zanchi, A., Schaad N.C., Osterheld M.C., 
Grouzmann E., Nussberger J., Brunner    H.R. and  
Waeber B., (1995). Effects of chronic NO 
synthase inhibition in rats on renin-angiotensin 
system and sympathetic nervous system. 
American Journal of Physiology. 268: H2267- 
H2273. 

 

 

 

ón‚íqZ@@
@ì@oïi@a†óîòìóåî‰Žîím@ãóÜI@wåŽïq25@ói@μäümþïà@õŠóîŠbØ@@õòìóåîŒû†@üi@Lça‹åŽïèŠbØói@ôr@õò‹ŽŽïä@ôuŠíu@H

I@Œaìbïu@õ‹i@@ Žð30@L60@@@ì120@@ôîbïáïØ@õŠónïàaŠbq@ÚŽî‡äóè@ì@æŽîí‚@ôäbnóq@ŠóóÜ@HÛaŠü‚@âÝØ@O@âÝà
@õò††bà@ói@çìíia‹ØóÜóàbà@óØ@ôr@õò‹Žïä@ôuŠíu@óÜ@ôäbîˆL-NAMEí‚@ôäbnóq@õŒŠói@N@ôäa‡Žïqói@a‹ÙnìŠ†@æŽî

L-NAME@I@õ‹iói@çbØóuŠíu@ói35@@O@âÝà100@@æŽîí‚@ôäbnóq@NónÐóè@Šaíš@õòìbà@üi@Hòìóä†Šaí‚@õìb÷@Þà
I@æŽîí‚@ôäbnóq@ôîŠòíŽïq@ôäbåŽïèŠbØóiói@aŠíŽïqò†@óäbnÐóèTail-cuff plethysmographyNH@@

@ôäa‡ŽïqL-NAME @@pbØ@ôäìíiŠórŽïm@ ói@ óØ@ÛóîòíŽï’ói@æŽîí‚@ôäbnóq@õìbšŠói@ôØóîòìóäìíiŒŠói@õüè@ òìíi
@ônb÷@bèòìŠóèNòìòìíiò†@ŒŠói@‹mbîŒMDA@@@óØ@õóäbuŠíu@ìóÜ@òìòìíiŒŠói@ìbšŠói@ôØóîòíŽï’ói@æŽîí‚@õìa†ŠòŒ@óÜ

@ói@çìíia‹ØóÜóàbàL-NAME@òìóØaŠü‚@õóŽîŠóÜ@çbØóuŠíu@ói@μäümþïà@ôäa‡Žïq@ N@@ßó óÜL-NAME@@@òìíi
@ì@æŽîí‚@ôäbnóq@@@õòìóäìíiŒŠói@óÜ@ç†‹Ø@õ‹ Šói@õüèMDA @@óØ@õò‹i@ìói@´ói@o“qói@æŽîí‚@õìa†ŠòŒ@óÜ

@ @ ônb÷@ òìò‹m@ ôØóîýóÜ@ Nìíia‹åčïèŠbØóiSOD@@ ìGSH@@óÜ@ òìóäìíjàä@ ìbšŠói@ ôØóîòíŽï’ói@ æŽîí‚@ õìa†ŠòŒ@ óÜ
@ ói@çìíia‹ØóÜóàbà@ óØ@õóäbuŠíuL-NAMEmbØóÜ@ L@ ói@çbØóuŠíu@ôä†‹ØóÜóàbà@ a‡ÙčïL-NAME@@μäümþïà@ì

@ õìbšŠói@ ôØóîòìóäìíiŒŠói@ õüè@ òìíiSOD@@ ìGSH@@óØ@ õò‹i@ ìói@ ´ói@ o“qói@ æŽîí‚@ õìa†ŠòŒ@ óÜ
I@‡îbØü÷@Úîîbä@b÷óÜ@ óØ@ñóî@ òìóäíjàä@ìó÷@ Nìíia‹åŽïèŠbØóiNO@õüèói@ @æŽîí‚@õìa†ŠòŒ@ óÜ@ a‡îììŠ@ H  L-

NAMEŠói@@ôØóîòíŽï’@ói@ônb÷@ãýói@Lμäümþïà@õüèói@òìüiŒŠói@@ìbšNO@@μäümþïà@õ‹i@ôä†‹Ø†bîŒói@òìòìíi@ãä
NÛaŠü‚@óÜ 

@ @
@ @



Journal University of Zakho, Vol. 4(A) , No.1, Pp 18-24, 2016 
 

 24

ISSN: 2410-7549

ó–þ©a@@
@ ôÝÈ@ óïÜb¨a@ óaŠ‡Üa@ oÝán’a25@I@ óÑÝn¬@ pbÈ‹u@ paqbm@ óaŠ‡Ü@ LïjÜa@ ˆ‹§a@ ŠíØˆ@ æà30@ L60@ì

120ì@ðšbjÕäýa@ã‡Üa@ÂÍš@ôÝÈ@μäímþï¾a@ò†bà@æà@Höa‰ÍÜa@âÍÝØOâÍÝà@óÝàbÉ¾a@çaˆ‹§a@À@óï÷bïáïØíïjÜa@paÍn¾a@Éi
@ò†b·L-NAME@ò†b·@çaˆ‹§a@óÝàbÉà@óaíi@ã‡Üa@ÂÍš@Ã‹Ð@oq‡zna@NL-NAME@I@óÈ‹¡35@OâÍÝà100@

@ÂÍ›Üa@‘bïÔ@Œbéu@@@@Öî‹ @æÈ@bïÈíja@ðšbjÕäýa@ã‡Üa@ÂÍš@‘bïÔ@@NÊïiba@óÉiŠa@ò‡¾@l‹“Üa@öbà@À@HÞà(Tail-

cuff .(plethysmography@@
@ ò†bà@ ça@ w÷bnåÜa@p‹éšaL-NAME@@oÔíÜa@ ôÝÈ@ a†bánÈa@ ðšbjÕäýa@ ã‡Üa@ÂÍ›Üa@ À@ñíåÉà@ ËbÑmŠa@ ¶a@p†a

@‡îbéî‡Üa@ña†@çíÜbà@õínà@oÉÑmŠa@ÚÜa‰Øì(MDA)@@l@óÝàbÉ¾a@çaˆ‹§a@À@óîíåÉà@òŠí—iL-NAME@p†a@N
@Êà@μäímþïà@öbÈaL-NAME@@õínàì@ã‡Üa@ÂÍ›Üa@ÊÐŠ@Êåà@¶aMDA@@p†a@ NË‹§a@kyì@ã‡Üa@Þ—à@À

@ ò†b·@ óÝàbÉ¾aL-NAME@@ ïmíï†@ ‡îbØìa‹ií@ æà@ ÞØ@ pbîínà@Ñ‚@ ¶a(SOD)@@óÜnƒ¾a@ çíîbqbmíÝØì
(GSH)@@pbîínà@ÊÐŠ@¶a@μäímþï¾a@Êà@óÝàbÉ¾a@p†a@ báåïi@ã‡Üa@Þ—à@ÀSOD@ìGSH@@μy@À@NË‹§a@ky

@l@çaˆ‹§a@óÝàbÉ¾a@p†aL-NAME@bÑ¯a@¶a@@ðÝÙÜa@‡îbØìa@ÚîîbåÜa@õínà(NO)@@Lã‡Üa@Þ—à@À@bîíåÉà
@õínà@ÊÐŠ@¶a@μäímþï¾bi@óÝàbÉ¾a@p†a@báåïiNO@@l@óÝàbÉ¾a@çaˆ‹§a@À@ã‡Üa@Þ—à@À@ðÝÙÜaL-NAME@@æÙÜì

Nóà‡ƒn¾a@μäímþï¾a@pbÈ‹u@†bî†Œa@Êà@o›Ñ¯a@õín¾a@a‰è@@


