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ABSTRACT

Inflammation plays an important role in atherosclerosis which is
the main cause of myocardial infarction, Neutrophil to lymphocyte
ratio in peripheral blood is established to correlate with the
morbidity and mortality of heart disease patients, this study aims to
define the severity of inflammation (NLR) by observing the
association of NLR with myocardial damage parameters in patients
with myocardial infarction. The study included 100 patients with
myocardial infarction, Intravenous blood samples were collected
within 12 hours of the onset of chest pain regardless of the period

of intervention and reperfusion.

The study included [70Males,30Females] Average age of 59+10.5
were classified by type of infarction to [20 NON-STEMI,80 STEMI]
The NLR values were in patients [Mean+SD,4.26 +3.2] there was
a positive correlation for NLR with biomarkers of myocardial
damage in these patients[NLR, CK-MB: P=(.001], [NLR, CK:
P<0.001] and a positive correlation for NLR with CRP [NLR, CRP:
P=0.001] and when these indicators were compared at NLR>3 and

NLR<3, the biomarkers [CK,CK-MB and CRP] increased
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compared with the NLR<3 group and the P-values were

statistically significant (P<0.05).

The association of NLR with the following biomarkers (CK,CK-
MB,CRP) indicates the importance of its use as an adjunct
predictor of myocardial damage and severity of inflammatory
response in myocardial infarction patients and that the rise in NLR
values is proportional to the degree of cardiac necrosis as well as

is a rapid indicator, inexpensive and easily available.
Keywords: Neutrophil to Lymphocyte ratio, Myocardial damage,

myocardial infarction.
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4 7.8 Neu #(1.2—8)*10°/L
1 2.3 Lym #(0.5-5)*10°/L
1.95 12.8 HGB(11.5-16.5)g/dI
6 37 HCT(35-55)%

19.7 22 CRP(0-6) mg/I
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69.17 97.36 CK-MB(0-25) U/L
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3.2 4.26

NLR

WBC:white

Lym#:Lymphocyte (lgliallf),

Blood

Cells (uar—l) ol ), Neu#:Neutrophil( <y iaall),

HGB:

Hemoglobin( sgaa ) cloaill),

Hematocrit (< Sgilagl), CRP:C—Reactive Protein (C— ulsi (g all)

HCT:

,CK:Creatine Kinase(jls ¢yibsll a3)),CK-MB Creatine Kinas—MB jLis ¢yl Sl a3i))

(80 B ,PLT: Platelet (4350 cilasiiall), NLR:Neutrophil Lymphocyte Ratio

(bysliall/ N and) dpudd).
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Dependent Variable: NLR
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. [Turkey—-2017]4D)s Ali 4ulya5 [China—2018]4>k s Chen

3 olall e LiaY) e die NLR G g il G oeDlajs Chen duly iy daa
O e Bl ABle liaay Cua Al Alaal) DY) o (gn 585 05S
(NLR,CK-MB: P<(.0001 R=0.246) CK,CK-MB <iluyl; NLR
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