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Abstract

Background: Platelet volume indices (PVI) such as mean platelet volume (MPV), platelet distribution width (PDW), and plateletcrit (PCT) have
been implicated in the pathogenesis and prognosis of acute coronary syndromes (ACS). This study aimed to evaluate the diagnostic and prognostic
utility of PVI in ACS among the Kashmiri population. Methods: A prospective observational study was conducted at GMC Srinagar from October
2022 to April 2024, enrolling 570 ACS patients and 285 age- and sex-matched healthy controls. PVI were compared between cases and controls,
as well as among ACS subtypes: STEMI, NSTEMI, and unstable angina. Prognostic value was assessed for in-hospital and 30-day mortality.
Results: MPV, PDW, and PCT were significantly higher in ACS patients compared to controls (p<0.001 for all). STEMI patients had significantly
higher MPV and PDW compared to NSTEMI and unstable angina groups. PCT did not differ significantly among ACS subtypes. Multivariate
analysis identified age >60 years, STEMI presentation, and elevated PDW as independent predictors of 30-day mortality. Platelet count did not
differ significantly between cases and controls or among ACS subtypes. Conclusion: Elevated MPV, PDW, and PCT are associated with ACS and
can be measured easily through routine hematological analysis. PDW, in particular, has prognostic significance for short-term mortality. PVI offer
a simple, cost-effective adjunct for early detection, risk stratification, and prognostication in ACS.
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Introduction

A cute coronary syndrome involves a spectrum of coronary artery
disease from unstable angina to myocardial infarction. Acute
myocardial infarction is an event of myocardial necrosis caused by
an unstable ischemic syndrome . Acute coronary syndrome
requires a rise or fall in cardiac troponin (cTn) level (or another
biomarker if ¢Tn is not available), or both, accompanied by clinical
evidence of ischaemia (i.e.,symptoms, ECG changes, supportive
ECG or other imaging findings, or evidence of coronary thrombus)
for diagnosis 1%. In practice, the disorder is diagnosed and assessed
based on clinical evaluation, the -electrocardiogram (ECG),
biochemical testing, invasive and non-invasive imaging, and
pathological evaluation. Globally, ischemic heart disease has
become the leading contributor to the burden of disease as assessed
based on disability-adjusted life-years °!. The Global estimate of
age-standardized CVD death rate of 272 per 1,00,000 population in
India is higher than the global average of 235 per 1,00,000
population. Premature mortality in terms of years of life lost because
of CVD in India has increased by 59% *°. Acute myocardial
infarction (AMI) defines cardiomyocyte necrosis in a clinical setting

consistent with acute myocardial ischemia '*®!. Acute myocardial
infarction is further classified into six types: infarction due to
coronary atherothrombosis (Type 1), infarction due to a supply-
demand mismatch that is not the result of acute atherothrombosis
(Type 2), infarction causing sudden death without the opportunity
for biomarker or ECG confirmation (Type 3),infarction related to a
percutaneous coronary intervention (PCI) (Type 4a), infarction
related to thrombosis of a coronary stent (Type 4b), and infarction
related to coronary- artery bypass grafting (CABG) (Type 5) "l
Globally, ischemic heart disease has become the leading contributor
to the burden of disease as assessed based on disability-adjusted life-
years ' The usual initiating mechanism for acute myocardial
infarction is rupture or erosion of a vulnerable, lipid-laden,
atherosclerotic coronary plaque, resulting in exposure of circulating
blood to highly thrombogenic core and matrix materials in the
plaque M. A totally occluding thrombus typically leads to STEMI
1121 partial occlusion, or occlusion in the presenceof collateral
circulation, results in non-STEMI or unstable angina (i.e., an acute
coronary syndrome without ST-segment elevation) '*l. In addition
to aiding in diagnosis, different aspects of the electrocardiogram also
provide prognostic information 15! Patients with NSTE-ACS and
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ST segment deviation-0.5 mV are at greater 1-year risk of death or
MI than patients with T wave inversion or no ECG changes /. Even
when including cardiac biomarkers such as troponin, N-terminal
pro-B type natriuretic peptide (NP), and C-reactive protein (CRP),
the degree of ST-segment depression in patients with NSTE-ACS is
the strongest prognostic variable for death or MI "I, Overall, an
elevated troponin is associated with roughly a 4-fold increase in the
risk of death or recurrent MI compared with patients with a normal
troponin concentration '82%, Even among patients with STEMI in
whom biomarkers should not be used for diagnostic purposes,
elevated troponin on admission is associated with worse outcomes
21221 "and peak troponin concentrations correlate with infarct size as
determined by nuclear imaging **!. Among patients with ACS,
elevated levels of NP are strongly associated with clinical outcomes
across the spectrum of ACS " including NSTE-ACS ! and
STEMI 26271 A variety of data collected from cardiac imaging can
help to risk stratify patients after ACS. Assessing ischemia by a
stress test in low- to intermediate-risk patients or in patients
medically managed after MI is clearly indicated in practice
Government Medical College, Srinagar 2 Introduction guidelines **
30]

Platelets for long time have been implicated in the
pathogenesis of cardiovascular diseases including atherosclerosis
and its complications such as acute myocardial infarction, unstable
angina, and sudden cardiac death. Platelet hyperactivity and local
platelet activation have been found to play a role in acute coronary
events %I, Activated platelets are larger in size, and they can be
measured by mean platelet volume (MPV) *!l. When platelets are
larger, they become metabolically and enzymatically active. Platelet
indices corresponds to functional status of platelets and is an
emerging risk factor for atherothrombosis [*?I. Platelet activation
leads to a more spherical shape with increased platelet swelling and
thereby leading to an increase in platelet mass and volume. Free
arachidonic acid is also formed due to platelet activation, which may
be converted into prostaglandins, also known as thromboxane A2.
Platelet function and size correlate because larger platelets,
produced from activated megakaryocytein thebone marrow, are
likely to be more reactive than smaller platelets (normal) and secrete
and express more mediators such as adhesive proteins, growth
factors, and chemotactic and mitogenic factors (platelet factor 4,
coagulation factors [factor V and factor XI], and cytokine like
factors [interleukinl and CD40 ligand] . Larger platelets as
measured by their volumes (MPV) may be useful markers in patients
with ACS. Patients with increased MPV could be easily identified
during routine haematological analysis. It could play an important
role in early detection of acute coronary syndrome (ACS) and
beneficial for preventive treatment and could be used as a screening
test to differentiate the origin of chest pain along with other cardiac
biomarkers. Unlike all other markers of platelet activation and
reactivity, it is automatically calculated by most equipment for
performing blood cell count *3!. Thus, to determine the platelet size
through MPV is a simple, extremely inexpensive, and readily
available measure in hospital and outpatient settings **!. Analysis of
PVI indicated MPV & PDW as an important risk factor for
developing a myocardial infarction. This was along with the elevated
cardiac enzymes levels 2. MPV had higher sensitivity and
specificity when compared to platelet count. MPV may be used as
predictor for early detection of ACS and risk stratification when
other cardiac biomarkers are negative. Patients with higher PCT and
PDW are at higher risk of ACS. These patients can easily be
identified during routine hematological examination and the patients
could possibly benefit from preventive treatment *!l. This study has
been conducted at several centres around the world and the value of

different platelet volume indices as a diagnostic and prognostic
marker of acute coronary syndrome has been already studied. The
intention of this study was to prove the diagnostic and prognostic
utility of these platelet volume indices in acute coronary syndrome
in Kashmiri population and whether the same results will be found
in this part of world as well. Our focus in this study was to prove the
diagnostic and prognostic value of the platelet volume indices in
acute coronary syndrome as these platelet volume indices are easily
available at all centres around the world. Therefore the utility of
platelet volume indices in acute coronary syndrome can be very
helpful in the future.

Aim
To study therole of plateletvolumeindices(MPV, PDW, PCT) in
acute coronary syndrome.

Objectives

Primary objective Primary objective was to compare the platelet
indices in patients with acute coronary syndrome with age and sex
matched healthy controls. Secondary objectives to compare these
platelet volume indices between the different classes of acute
coronary syndrome to check the prognostic value of platelet volume
indices among different classes of acute coronary syndrome in terms
of in hospital and 30 day mortality post hospitalization.

Materials And Methods

Our study was a Prospective observational study, conducted by the
department of cardiology Super speciality hospital, GMC Srinagar
from October 2022 to April 2024. We enrolled 570 patients over this
period. Informed consent was taken from all the patients before
enrolling them into the study. Further we took approval from
institutional ethical committee before proceeding with this study. All
the patients admitted to cardiology department Super speciality
hospital with typical chest pain were subjected to detailed history
and focused clinical examination. Relevant investigations like ECG
and cardiac biomarker levels were analysed for confirmation of
diagnosis. Myocardial necrosis was detected by rise and/or fall in
cTn levels by conventional assays with at least one value above the
99th percentile URL.

Inclusion Criteria
Patients of acute coronary syndrome with >18 years of age with or
without diabetes. Patients with Platelet count of more than 1 lakh per
microlitre of blood.

Exclusion Criteria

Patients with underlying renal or liver disease. Patients with
underlying coagulation disorders. Patients with underlying
autoimmune or inflammatory disorders. Patients on oral
anticoagulant drugs. Patients with COPD.

Statistical Methods

The recorded data was compiled and entered in a spreadsheet
(Microsoft Excel) and then exported to data editor of SPSS Version
20.0 (SPSS Inc., Chicago, Illinois, USA). Continuous variables were
expressed as Mean+SD and categorical variables were summarized
as frequencies and percentages. Graphically the data was presented
by bar diagrams. Student’s independent t-test and analysis of
variance (ANOVA)was employed for comparing continuous
variables. Chi-square test or Fisher’s exact test, whichever
appropriate, was applied for comparing categorical variables.
Multivariate logistic regression analysis was applied to depict the
independent variables of mortality. A P-value of less than 0.05was
considered statistically significant.
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Results cases, 86.5% were males and 13.5% females. Among 285 controls
85.3% were males and 14.7% females. So, among both groups male
sex was dominant. Among 570 ACS cases 71.4% were hypertensive,
68.9% were smokers, 42.6% were diabetic patients, 38.1% patients
were having dyslipidaemia and 14.6% patients were having family

history of acute coronary syndrome.

Among 570 ACS cases, mean age of cases was 58.2+11.39 years and
mean age of controls was 57.8+11.98. Only 5.4% patients were 70
years of age. Among control group of 285 patients, 7.4% were 70
years of age. So, among both case and control, most common age
group in our study belonged to 51-60 years of age. Among 570 ACS

Platelet count ('000) in cases and controls

198. 197.

Cases Controls

Figure 1: Shows the mean platelet count between cases and controls.

Figure 1 shows the comparison based on platelet count between cases and controls in our study. The mean platelet count of study cases was 198.4
42.35 and the mean platelet count of control group was 197.3 36.51 with a P value of 0.717.

Table 1:Comparison based on MPV(fl) in cases and controls

Group N Mean SD 95% CI P-value
Cases 570 11.2 1.45 11.08-11.32
Controls 285 8.9 1.12 8.78-9.04 <0.001*

Table 1: Shows comparison based on mean MPV between cases and controls. The mean MPV of cases is 11.211.45f1 and the mean MPV of controls
is 8.971.12fl with a p value of <0.001.

Table 2:Comparison based on PDW(fL) in cases and controls

Group N Mean SD 95%CI P-value
Cases 570 18.2 1.52 18.02-18.29
Controls 285 16.8 1.28 16.64-16.94 <0.001*

Table 2 shows comparison of PDW among cases and control group.The mean PDW ofcases is 18.2001.52fL and the mean PDW of control group
is 16.871.28fL with a p value of <0.001.

Table 3: Comparison based on Pct% in cases and controls

Group N Mean SD 95% CI P-value
Cases 570 0.231 0.042 0.227-0.234
Controls 285 0.173 0.023 0.171-175 <0.001*

Table3 shows comparison based on mean Pct of cases and control group. The mean Pct of cases is 0.2310.042% and the mean Pct of control
group is 0.17370.023% with a P value of <0.001.

Table 4: Comparison based on MPV(fL) between different classes of ACS

Group N Mean SD Comparison P-value
Groupl 386 11.51 1.44 Ivs I <0.001*
Group II 137 10.83 1.51 IIvsIII <0.001*
Group III 47 9.21 1.36 Tvs IIT <0.001*

Table 4 shows comparison based on mean MPV between different groups of ACS. The mean MPV of group ISTEMI patients is 11.51C 1.44fL, mean
MPV of group I NSTEMI patients is 10.83 11.51fL and the mean MPV of group III unstable angina patients is 9.21111.36fL. Comparison made
between mean MPV of group I and group Il shows P value of <0.001, group Il and group III shows P value of <0.001 and finally comparison
between mean MPV of group I and group 11l shows P value of <0.001.
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Table 5: Comparison based on PDW(fL) between different classes of ACS

Group N Mean SD Comparison P-value
Groupl 386 18.37 1.48 Ivs IT 0.002*
Group II 137 17.91 1.46 IIvsIII 0.001*
GrouplII 47 17.04 1.88 Ivs IIT <0.001*

Table 5 shows comparison based on mean PDW values of different groups of ACS. The mean PDW of group 1 STEMI patients is 18.37 11.48fL,
the mean PDW of group Il NSTEMIpatients is17.91(" 1.46fL and the mean PDW of group 1l unstable angina patients is 17.04_ 1.88fL. Comparison

made between group I and group Il shows P value of 0.002, between group Il and group Il p value is 0.001 and between group I and group 11l
shows P value of <0.001.

Table 6: Comparison based on Pct between different classes of ACS

Group N Mean SD Comparison P-value
Groupl 386 0.229 0.0417 Ivs IT 0.462
Group 11 137 0.232 0.0421 ITvsIII 0.875
Group III 47 0.235 0.0424 TvslIlI 0.519

Table 6 showing comparison based on Pct between different groups of ACS. The mean Pct of group 1 STEMI patients is 0.229 10.0417% and
group II NSTEMI patients is 0.2320.0421% and group III unstable angina patients is 0.23570.0424. Comparison of group I with group II shows
P value of 0.462, group Il with group III shows P value of 0.875 and comparison of group I with group III shows P value of 0.519.

Table 7: Univariate analysis of 30-Day mortality

Parameter Mortality [n=28] Nomortality [n=542] P-value
Age>60 20 (71.4%) 254 (46.8%) 0.012*
Malegender 24 (85.7%) 469 (86.5%) 0.902
Smoker 25 (89.3%) 368 (67.9%) 0.017*
Hypertension 26 (92.9%) 382 (70.5%) 0.019*
DiabetesMellitus 15 (53.6%) 218 (40.2%) 0.162
Dyslipidaemia 12 (42.9%) 192 (35.4%) 0.423
FamilyhistoryofACS 6 (21.4%) 58 (10.7%) 0.079
STEMI 26 (92.9%) 360 (66.4%)

NSTEMI 2 (7.1%) 128 (23.6%) 0.016*
UA 0 (0%) 47 (8.7%)

PCI 11 (39.3%) 485 (89.5%)

NonPCI 17 (60.7%) 57 (10.5%) <0.001*
Troponin-I 13.1£7.18 11.4+9.63 0.361
Plateletcount ('000) 193.24£39.95 198.7+42.49 0.489
MPV 11.22+1.46 10.81+1.33 0.141
PDW 19.12+1.72 18.21+1.49 0.001*
Pct 0.225+0.041 0.231+0.042 0.447

Table 7 shows univariate analysis of different demographic and clinical variables of 30 day mortality among ACS cases. Total 28 of 570 patients

had mortality that's 4.9%.

Table 8: Multivariate analysis depicting independent predictors of 30-DayMortality

Variable OddsRatio 95% CI P-value
Age> 60 2.53 2.03-3.48 0.008*
Smoker 0.84 0.64-1.29 0.372
Hypertension 1.04 0.74-1.57 0.431
STEMI 4.72 3.18-6.35 <0.001*
PCI 1.28 0.84-1.76 0.542
PDW 1.95 1.54-2.87 0.018*

Table8 shows multivariate logistic regression analysis of predictors of 30 day mortality suggesting age, STEMI and mean PDW were independent

predictors of mortality.
Discussion

In our study, total number of patients were 570 and 285 age and sex
matched controls were included in a 2:1 ratio from october 2022 to
April 2024. Mean age of patients was 58.2 £+ 11.39 and mean age of
controls was 57.8 =+ 11.98. Among cases 86.5 %were
malesand13.5% were females. Among controls 85.3%were males
and 14.7 % were females. Khandekar et al, included 210 cases in
their study and the mean (SD) age of the patients was 53.9 (11.3)
years with equal sex predilection **|.Birader SB et al, in a study

carried out on 100 patients, the mean age of the participants was
55+10 years. Majority of the patient diagnosed as ACS belonged to
6th decade of life that is around 61.33% were males and 38.66%
were females *!. Our study was consistent with above studies and
majority of our cases were in their sixth decade of life and majority
belonged to male sex. Most common risk factor in our study
population was hypertension seen in 71.4% (N=407), followed by
smoking in 68.9% (N=393), diabetes mellitus 42.6% (N=243),
dyslipidaemia 38.1% (N=217) and family history of ACS in 14.6 %
(N=83). Khandekar et al. observed in their study that both
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endogenous and exogenous risk factors such as smoking, diabetes
mellitus, hypertension, hypercholesterolaemia, mental stress, and
obesity—acting either singly or in combination-significantly increase
the chances of developing coronary atherosclerosis. Most common
risk factors in their study were hypertension and smoking!**!. Birader
SB et al in their study among risk factors, smoking was highest in
cases followed by diabetes mellitus and hypertension*!. In our
study the risk factor profile was consistent with above studies. The
most common risk factor among study cases was hypertension
followed by smoking and diabetes mellitus. Other less common risk
factors were dyslipidaemia and family history of ACS. The mean
platelet count of ACS cases was 198.4+42.35 103/ul controls mean
platelet count was 197.3£36.51 103/ul, among non ACS, P value
was 0.717. The mean platelet count of group 1 STEMI patients was
197.4+41.11 103/pl in group 2 NSTEMI patients it was 199.7+45.87
103/ul and in group 3 unstableangina patients, mean platelet count
was 202.7+40.2 103/ul. When we compared mean platelet count of
group 1 vs group 2 patients, p value was 0.586. When mean platelet
count of group 2 vs group 3 patients was compared, p value was
0.691. And finally group 1 vs group 3 patients were compared based
on mean platelet count, p value was 0.403. So mean platelet count
among different groups of ACS patients was not statistically
different. Platelet count is the basic important index. Some believe
that platelet count and size are contrary to each other. It is assumed
that the larger platelets will have a lower absolute count in order to
maintain the total effectiveness of platelet mass 1. We investigated
the relationship between platelet count among ACS and non ACS
patients. We found statistically no difference between two groups.
Hendra et al by comparing platelet indices between the infarct group
and non-infarct patients, reported that platelet count did not differ
significantly between the two groups 17!,

In another study, Boos et al. evaluated time-dependent
changes of platelet indices in ACS patientsand found no significant
changes in platelet count over time *8. Khandekar et al evaluated
platelet profile in ischemic spectrum among 210 Indian populations
and found no significant differences in platelet count between
different groups of ischemic patients **l. Our study was consistent
with above studies and found no statistically significant difference
between ACS cases and control group and among different groups
of ACS. In our study, the mean MPV of ACS patients was
11.2+1.45fL (11.08- 11.32 with 95% CI). The mean MPV of non
ACS controls was 8.9+1.12fL (8.78-9.04 with 95% CI). The
difference of MPV between ACS patients vs controls was
statistically significant with p value of <0.001. Then the mean MPV
of different ACS groups was compared among each other. The mean
MPV of group 1 STEMI patients was 11.5+1.44fL. The mean MPV
of group 2 NSTEMI patients was 10.83+1.51fL. The mean MPV of
group 3 unstable angina patients was 9.21+1.36fL. The mean MPV
of group 1 STEMI patients when compared to mean MPV of group
2 NSTEMI patients, difference was statistically significant with p
value of <0.001.Then the mean MPV of group 2 NSTEMI patients
was compared to mean MPV of group 3 unstable angina patients and
the difference was statistically significant with p value of <0.001.
Finally the mean MPV of group 1 STEMI patients was compared to
mean MPV of group 3 Unstable angina patients and the difference
was found to be statistically significant with P value of <0.001.

Mean platelet volume indirectly implies that platelet
destruction and reproduction are relatively high. This can cause
more activity than smaller-sized platelets. Patients with higher MPV
are at higher risk of vascular occlusion.

Cameron et al demonstrated that not only mean platelet
volume correlates with more ischemic events, but MPV also
remained specifically high for several weeks after the infarction I,

Martin et al compared platelet volume and distribution in 15
cases with myocardial infarction and 22 healthy people and theMean
platelet volumewas found to be higher in the MI group even after six
weeks after the infarction 7!,

Birader SB et al in a study of 100 cases diagnosed with acute
coronary syndrome and 50 controls concluded that MPV in ACS
cases was higher compared to those with control group !/,

Jaya Manchanda et al in their prospective hospital based
study including 175 cases of ACS and 175 controls concluded that
MPV was raised in patients who have suffered an acute coronary
event when compared with controls and those with unstable angina
[42]

Our study was consistent with above mentioned studies and
showed mean MPV was higher in ACS patients compared to non
ACS control group. Among ACS patients mean MPV was higher in
group 1 STEMI patients compared to Group 2 NSTEMI patients and
group 3 unstable angina patients and group 2 NSTEMI patients had
higher mean MPV compared to group 3 unstable angina patients.

In our study, the mean PDW of ACS cases was 18.2+1.52 fL
(18.02-18.29with 95 % CI). The mean PDW of control group was
16.8+1.28 fL (16.64-16.94 with 95 % CI). The mean PDW of ACS
group was higher compared to non ACS control group with a
statistically significant difference with pvalue of <0.001.We also
compared the PDW between different classes of acute coronary
syndrome and we found that the mean PDW of group 1 STEMI
patients was 18.37+1.48fL, mean PDW of group2 NSTEMI patients
was 17.91+1.46 fL and mean PDW of group 3 unstable angina
patients was 17.04+1.88fL.The mean PDW of group 1 STEMI was
significantly higher than group 2 NSTEMI patients with a p value of
0.002.Compared to group 3 unstable angina patients, group 2
NSTEMI patients had significantly higher mean PDW with a p value
of 0.001.Finally we compared mean PDW of groupl STEMI
patients with mean PDW of group3 unstable angina patients and we
found group 1 patients had significantly higher mean PDW
compared to group 3 patients, with a p value of <0.001.

Platelet distribution width (PDW) reflects whether platelets
are equal or different in size and shape. Platelets start to get larger
when they are activated. Abdullah S. Assiriet a/ who examined 212
patients in a case-control study and found PDW was significantly
higher in MI cases than incontrol groups “*l. Pervin S et al,
Nandwani S et al, and Khandekar MM et al, described in their
studies all platelet volume indices including MPV, PDW and PLCR
were increased significantly in patients with ACS than controls
14445341 Dyring comparison of PDW and MPV, Pervin S et a/ found
significant differences between the groups **!. Our study showed
similar results that is the mean PDW in ACS group was significantly
higher than non ACS group. We also made comparison of mean
PDW values between different groups of ACS and we found
statistically significant difference. The mean PDW was significantly
higher in group 1 compared to group 2, in group 2 it was
significantly higher than group 3. Finally we compared mean PDW
of group 1 with group 3 and it was significantly higher in group 1
patients. In our study, the mean platelet crit(Pct) of ACS patients was
0.231+0.042% (0.227-0.234 with 95 % CI) compared to non ACS
control group whose mean Pct was 0.173+0.023% (0.171-0.175 with
95 % CI). Mean Pct in ACS patients was significantly higher
compared to non ACS control groupwith p value of value of <0.001.
We also compared Pct among different groups of ACS and we found
that group 1 ACS patients had a mean Pct of 0.229+0.0417%,
patients in group 2 NSTEMI had a mean Pct of 0.232+0.0421%,and
patients in group 3 Unstable angina had a mean Pctof
0.235+0.0424%.Then we compared mean Pct of group 1 vs group 2
patients and the difference was statistically nonsignificant with a p
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value of 0.462.We also compared mean Pct values of group 2 and
group 3 patients and we found nonsignificant difference with a p
value of 0.875.Finally we compared man Pct of group 1 STEMI
patients with that of group 3 Unstable angina patients and this also
showed non significant difference with p value of 0.519.

S P Akula ef al, in a study 60 patients who presented with
Acute Coronary Syndromes(ACS) there was a significant difference
in Pct & PDW in patients with ACS compared to non ACS patients.
Patients with ACS have higher values of Pct and PDW when
compared to age matched controls (p=0.0001) 14!,

Khodeet al, in a comparative study of 128 subjects Increased
MPYV, PLC,P-LCR and PCT were observed in CAD group compared
to controlgroup!”!.

Conclusion

Our study intended to make a comparison of a simple and easy
available investigation that’s platelet volume indices (MPV, PDW,
Pct) among acute coronary syndrome patients and age and sex
matched healthy controls and then these platelet indices were
compared among different classes of ACS. Our data suggests that
the mean platelet volume, platelet distribution width and platelet crit
was found to be increased in ACS group when compared to Healthy
controls. Statistically significant difference in platelet volume
indices was found to exist between cases (AMI group and Unstable
angina group) and controls. The increased platelet volume indices
contribute to the prethrombotic state in acute ischaemic syndromes
such that larger platelets may play a specific role in infarction.
Because larger platelets are haemostatically more active, the
presence of larger platelets is probably a risk factor for developing
coronary thrombosis and MI. Patients with larger platelets can easily
beidentified during routine haematological analysis because PVI are
generated as a part of routine automated blood counts. PVI is a
feasible andeasyreliable test, that’s helps in predicting prognosis
among different acute coronary syndrome patients. Thus, in
conclusion, PVI provides an important, simple, effortless, and cost-
effective tool, which can be useful in predicting and prognosticating
an acute coronary event.
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