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ABSTRACT

Acute carbon monoxide (CO) poisoning is considered one of the most common types of poi-
soning. CO stimulates inflammatory processes that may activate acute phase response. Addi-
tionally, myocardial injury is considered a serious complication of this type of poisoning.
Hence, the aim of this study was to assess some acute phase proteins in acute CO poisoned pa-
tients and their possible role as novel markers of carbon monoxide induced myocardial injury.
Fifty patients with acute carbon monoxide poisoning admitted to Poison Control Unit, Tanta
University from the first of May 2013 to the end of April 2015 were studied. Each patient was
subjected to full history taking, clinical examination and the following investigations; arterial
blood gases, serum troponin I (Tnl), acute phase proteins (high sensitive serum C- reactive pro-
tein (hs-CRP), total leucocytic count (TLC), serum albumin) and carboxyhemoglobin (COHbD)
concentration were measured. Apparently healthy fifty individuals matched for age and sex of
the studied cases represented the control group. The mean age of the studied group was 34.7 *
10.3y with nearly equal sex distribution (24 female: 26 male). Palpitation was the most common
symptom (84%), hypotension and tachycardia were recorded in 76% and 70% respectively.
ECG was normal in 30%, sinus tachycardia was observed in 60%, while ischemic changes were
detected in 24% of the studied patients. In addition, serum CRP and TLC were higher while ser-
um albumin was lower in the studied patients than in control subjects. Moreover, acute phase
proteins were affected more significantly and correlated well with myocardial injury. So, the de-
termination of CRP level, TLC or serum albumin on admission could be readily available and
effective tools in evaluating acute CO poisoning and detecting the presence of myocardial inju-
ry.

Keywords: Carbon monoxide poisoning, serum acute phase proteins, myocardial injury, troponin I.

Mansoura J. Forensic Med. Clin. Toxicol. Vol. XX1V, No. 2, July 2016



El-Noor et al.

INTRODUCTION

Carbon monoxide (CO) is a colorless,
odorless, tasteless and non-irritant gas
(Stephen et al., 2012). CO poisoning is one
of the most common types of poisoning,
and it is the most frequent cause of death
from poisoning worldwide (Igbal et al.,
2012). CO is a product of combustion of
organic matter with insufficient oxygen
supply, and is often produced in domestic
or industrial settings by various materials.
Sources of poisoning include but not limit-
ed to indoor burning of charcoal, heaters,
gasoline-powered generators and vehicles
exhaust (Davutoglu, 2009).

Carbon monoxide is one of known
chemical asphyxiants which cause tissue
hypoxia with prominent neurologic and
cardiovascular injury (Jang and Park,
2010). Tissue hypoxia in CO poisoning is
attributed to greater affinity of hemoglo-
bin for CO, 200 to 250 times, than its af-
finity for oxygen. This results in competi-
tive inhibition of oxygen release due to
a shift in the oxygen-hemoglobin dissoci-
ation curve to the left with subsequent re-
duced oxygen delivery to the tissues (Lee
etal., 2011).

Direct toxic effects of CO at cellular lev-
el have been established. Carbon monox-
ide breaks the chain of the mitochondrial
cytochrome oxidase and prevents the for-
mation of adenosine triphosphate (Cooper
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and Brown, 2008). In addition, it causes
free oxygen radicals formation and lipid
peroxidation in brain and other tissues in-
cluding the heart muscle with subsequent
functional and morphological alterations
(Cevik et al., 2010). Carbon monoxide also
binds to myoglobin, aggravating the hy-
poxia in the cardiac muscle (Turedi et al.,
2011).

It has been suggested that CO expo-
sure stimulates inflammatory processes
that may lead to stimulation of acute
phase response. The most important
component of this response comprises the
acute phase proteins; which are a hetero-
geneous group of plasma proteins. The
most commonly used one in clinical prac-
tice is C- reactive protein (Kilicarslan et

al., 2013).

Cardiovascular disorders are accom-
panied by the elevation of several posi-
tive acute phase reactants such as
C-reactive protein, tibrinogen, and
white blood cell count. They are also
accompanied by the reduction of nega-
tive acute phase reactants such as albu-
min, transferrin, and transthyretin (Ah-

med et al., 2012).

The aim of this study was to assess
some acute phase proteins in acute CO
poisoned patients and their possible role
as novel markers of CO induced myocar-
dial injury.
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PATIENTS AND METHODS

This analytical cross sectional study in-
cluded fifty patients with acute CO poi-
soning admitted to Poison Control unit,
Tanta University, Egypt in the period
from the first of May 2013 to the end of
April 2015. Patients aged 18 years or more
with a verified history of recent exposure
to CO and a carboxyhemoglobin (COHDb)
more than 5% on admission were consecu-
tively included in this study. Exclusion cri-
teria were history of coronary artery dis-
ease or other known heart disease,
diabetes, hypertension, liver or kidney dis-
eases, hematological disease or cancer, ac-
quired  immunodeficiency = syndrome
(AIDS), acute illness or infection, chronic
inflammatory conditions or chronic infec-

tions. Smokers as well were excluded.

Apparently healthy fifty individuals, 25
males and 25 females, matched for age
and sex were the control group.

A written informed consent was taken
from patients who were conscious, the rel-
atives of unconscious patients, and control
subjects. Confidentiality of the results of
investigation was respected by giving a
code number for everyone.

On admission, each patient was subject-

ed to full history taking. It included; age,
sex, habits (such as smoking), circum-
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stances of toxicity and duration of expo-
sure, time elapsed between exposure and
admission to the hospital, and underlying
diseases. Complete clinical examination of
patients was done including vital data
(heart rate, respiratory rate, blood pres-
sure, and temperature), level of conscious-
ness (Glasgow Coma Scale), cardiovascu-
lar system, respiratory system, and
abdominal examination. Twelve leads
ECG was done to all cases on admission.
Electrocardiographic analysis included the
heart rate, thythm, ST/T abnormalities,
conduction defects and measurement of
PR and QT intervals. The QT interval was
corrected (QTc) according to the formula
of Bazett (Bazett, 1920). QTc was consid-
ered prolonged when it was longer than
0.440 second (Crotti et al., 2008). Electro-
cardiographic records were conducted on
a Cardimax ECG machine (FUKUDA
DENSHI, FCP-7101, Japan), at 10 mnvmV

and 25 mnvs paper speed.

After detailed «clinical examination,
blood samples were withdrawn from pa-
tients before giving them any medications
under complete aseptic techniques with
single use syringes to perform the follow-
ing investigations; arterial blood gases
(ABG), serum troponin I (Tnl), high sensi-
tive serum C reactive protein concentra-
tion (hs- CRP), total leucocytic count
(TLC), and serum albumin. Carboxyhe-
moglobin measurements were performed
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using pulse CO-oximeter (Masimo SET
rainbow, California, USA). Carboxyhe-
moglobin levels of 0-5% were accepted as
normal values in nonsmoker patients.

Troponin I was measured by a fluores-
cence immunoassay using ichroma M.
I ELISA provided by Boditech Med Inc.
Test levels more than 0.3 ng/ml were ac-

cepted as indicating myocardial damage.

According to reference ranges, TLC of
more than 11.000/mm? and a serum CRP
concentration of 6mg/L or more were con-
sidered as elevated. In addition, serum al-
bumin less than 3.5g/L was considered
low.

Patients received standard emergency
and supportive measures including hun-
dred percentages oxygen, and when indi-
cated they were referred to receive hyper-
baric oxygen sessions. Because of this,
most of the patients had short stay in the
Poisoning Control Unit so; the studied
acute phase proteins could not be meas-
ured on serial times. It is to be noted that,
patients who had positive cardiac tropo-
nin levels were referred for cardiology
consultation for further serial biomonitor-
ing, investigations and suitable interven-
tions.

Statistical Analysis :
Continuous variables were expressed as
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means and standard deviations and cate-
gorical variables as numbers with percent-
ages in brackets. For comparisons between
the different groups, Student’s t test and
Chi-square test were used for quantitative
and categorical variables respectively. As-
sociations were assessed using Pearson’s
correlation coefficient. All analyses were
performed using SPSS version 20 for Win-
dows (SPSS Inc., Chicago, Illinois, USA). P
values of 0.05 or lower were considered to
be statistically significant.

RESULTS

According to inclusion criteria, fifty pa-
tients were recruited. Their age ranged
from 19 to 55 years with a mean of 34.7
10.3 years, with nearly equal sex distribu-
tion (24 female: 26 male). Exposure to car-
bon monoxide was accidental in all pa-
tients with a mean duration of 2.96 * 0.95
h. The mean delay time (time between ex-
posure and hospitalization) was 3.30 *
1.25 h.

Clinical and ECG characteristics of the
studied patients are shown in table (1). Ex-
amination of vital data revealed that hypo-
tension and tachycardia were observed in
76% and 70% of the studied patients re-
spectively. As regards the clinical com-
plaint of the patients, palpitation was the
most common symptom (84%), while only
36% of the studied patients complained of
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chest pain. Electrocardiography was nor-
mal in 30 % of the studied patients, where-
as the rest of the patients showed different
types of arrhythmias and/or ischemic
changes. Most of the studied patients pre-
sented with sinus tachycardia (60%), while

21

only 2% presented with atrial fibrillation.
As regards ischemic changes, depressed
ST segment was observed in 14% of the
patients, while inverted T wave was
present in 10% of all the studied cases
(Figures 1, 2 and 3).

Table (1) : Clinical and ECG characteristics of the studied patients

(n=50).
Characteristic parameters n Percentage
Vital signs:
Blood pressure (mmHg):
Hypotension 38 76
Normal 12 24
Pulse (beat/min):
Tachycardia 35 70
Normal 18 36
Respiratory rate (cycle/min):
Tachypnea 21 42
Normal 29 58
Gastrointestinal manifestations:
Vomiting 30 60
Colic 20 40
Headache 25 50
Impaired consciousness 20 40
Dyspnea 22 44
Palpitation 42 84
Chest pain 18 36
ECG changes:
Normal 15 30
Arrhythmias
Sinus tachycardia 30 60
Atrial fibrillation 1 2
Prolonged QTc 2 4
Premature ventricular contractions 4 8
Ischemic changes
Depressed ST segment 7 14
Inverted T wave 5 10

n: number, QTc: corrected QT interval, ECG: Electrocardiogram.
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Fig. (2) :-Examplés of CO- induced ECG changes: a: Premature ventricular contractior;s, b: prolonged
QTc (corrected QT) interval.
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Fig. (1) : Examples of CO- induced ECG changes: a: Depressed ST segment, b: T wave inversion.

Table (2) shows basic laboratory charac-
teristics of the studied patients. Mean car-
boxyhemoglobin level was elevated above
the normal detected value (25.74+12.9 %).
Metabolic acidosis was diagnosed accord-
ing to ABG findings (pH =7.31 £ 0.05,
HCO,=17.37+2.0 mmol/], PaCO, = 32.62
+ 4.9 mmHg). Myocardial injury was diag-
nosed by elevation of serum Tnl (0.71 *
0.61 ng/ml). As regards acute phase reac-
tants studied in this work, it was found
that serum hs- CRP, and total leucocytic
count were elevated (17.85 + 11.2 mg/L
and 15632 + 3886 x 10°/L respectivelly),
while serum albumin was decreased (3.36
+0.48 g/L).

Comparison between study and control
groups is demonstrated in table (3). There
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were significant high levels of COHb and
Tnl level in the study group compared to
the control group. As regards the acute

Table (2): Basic laboratory characteristics of the
studied patients (n=-50).

Laboratory characteristics Mean = SD
Blood pH 7.31+0.05
Serum HCO; (mmol/l) 1737+ 2.0
P,CO,(mmHg) 32.62+49
COHBD level (%) 25.74 £12.9
Serum Tnl level (ng/ml) 0.71 £0.61
Serum hs- CRP (mg/L) 17.85+11.2
Total leucocytic count (x10°/L) 15632 + 3886
Serum albumin (g/L) 3.36 +£0.48

n: number, SD: standard deviation, COHb: Carboxyhe-
moglobin, Tnl: troponin I, hs-CRP: high sensitive serum
C reactive protein.
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phase reactants, serum CRP and TLC were
significantly higher, while serum albumin
was significantly lower in the studied cas-
es as compared with the control subjects.
ECG changes were observed in 70% of the
studied patients while they were observed
in 12% of the control group only in the
form of sinus tachycardia.

According to the level of serum cardiac
Tnl, the studied patients were divided
into myocardial injury group (20%) and
non-myocardial group (80%). Myocardial
injury was diagnosed by elevation of Tnl
level. It was found that COHb level, CRP

24

concentration and total leucocytic count
were significantly higher while serum al-
bumin was significantly lower in myocar-
dial injury group compared to non-
myocardial injury one (Table 4).

Carboxyhemoglobin level showed sig-
nificant positive correlation with Tnl, CRP
and total leucocytic count, whereas it
showed significant negative correlation
with serum albumin level. Moreover, ser-
um Tnl had significant positive correlation
with serum CRP and total leucocytic count
while it showed significant negative corre-
lation with serum albumin (Table 5).

Table (3): Comparison between study and control groups as regards demographic data, vi-

tal signs, ECG findings, COHD level, and the studied acute phase proteins (n

=100)
Study group Control group P value
(n=50) (n=50)
Age mean + SD 347+£10.3 33.7+£10.4 0.08
Sex (m/f) 26/24 25/25 0.06
Heart rate (beats/min) mean £+ SD 94.1 £18.5 773+12.4 <0.001*
SBP (mm Hg) mean + SD 90.3+10.8 115.8+£12.3 0.05*
DBP(mm Hg) mean + SD 55.7+10.2 70.4+9.8 0.03*
i?zg’lratory rate (cycle/ mean + SD 28.5+10.9 163+ 4.4 0.001*
ECG
0, 0, 0,

Normal n (%) 15 (30%) 44 (88 %) <0.001*
Abnormal n (%) 35 (70%) 6 (12 %)
COHD level (%) mean + SD 2274 +12.9 1+0.19 <0.001*
Serum Tnl level (ng/ml) mean + SD 0.71 + .61 0.15+0.05 <0.001*
Serum hs CRP (mg/L) mean + SD 17.85+11.2 35+1.11 <0.001*
Total leucocytic count 7535.8 +
(x10°/L) mean + SD 15632 = 3886 1358.96 <0.001*
Serum albumin (g/L) mean + SD 3.36 £ .48 4.05 +.64 0.001*

n: number, f: female, m: male, SD: standard deviation, SBP: systolic blood pressure, DBP: diastolic
blood pressure, ECG: Electrocardiogram, COHb: carboxyhemoglobin, Tnl: troponin I, hs-CRP: high
sensitive serum C reactive protein, *: significant at p <0.05.
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Table (4) : Comparison of myocardial and non-myocardial injury groups as regards COHb level

and the studied acute phase proteins (studied group n=50).

Myocardial injury Non myocardial injury
group group
(n=10) (n=40) P value
Mean = SD Mean =SD

COHb level (%) 32.04 £1027 14.8149.19 <0.001*
Serum hs- CRP (mg/L) 25.45 +8.42 11.37 +9.05 0.001*
?85*}11‘;“0““” count (x 18278.26 +2698.4 1277.77 +3291.63 0.02*
Serum albumin ( g/L) 3.01 £.28 3.65+42 0.001*

25

n: number, SD: standard deviation, COHb: carboxyhemoglobin, hs-CRP: high sensitive serum C reactive

protein. *: significant at p <0.05.

Table (5) : Pearson’s correlation between serum troponin I, COHb level and the studied acute

phase proteins (studied group n=>50).

COHD level Serum Tnl level
r p value r p value
Serum hs- CRP (mg/L) 0.926 <.001* 0.722 <.001*
Total leucocytic count (x 10° /L) 0.914 <.001* 0.960 <.001*
Serum albumin (gm/L) - 0.8250 <.001* -0.649 <.001*
Serum Tnl level (ng/ml) 0.762 <.001* Not applicable

n: number, r: correlation coefficient, hs-CRP: high sensitive serum C reactive protein, Tnl: troponin I, *: sig-

nificant at p <0.05.

DISCUSSION

The current study demonstrates that
serum CRP and total leucocytic count
were higher, while serum albumin was
lower in patients with acute CO poisoning
than in control subjects. Moreover, these
acute phase proteins changes were more
significantly detected and correlated well
with myocardial injury.

The study participants showed nearly
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equal sex distribution (24 female: 26
male). In contrast, other studies showed
that males were more represented in CO
poisoning (Homer et al., 2005; Henry et
al., 2006; Ismail et al., 2013). The mean
age of the studied patients was 34.7 +
10.3 y. In this regard, Ismail et al. (2013)
reported a mean age of 26.5 + 8.3y, but
Satran et al. (2005) and Grieb et al.
(2010) reported a higher

their studied patients (47.2 and 42 years

mean age of

respectively).
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In the present study, the heart rate,
blood pressure and respiratory rate were
affected and this was proven in previous
studies (Aslan et al.,, 2006; Cevik et al.,
2010). Carbon monoxide intoxication re-
sulted in cardiovascular manifestations
e.g. palpitation (84%), dyspnea (44%),
chest pain (36%) and ECG abnormalities
(70%), with the palpitation was the most
common complaint. Palpitation is due to
tachycardia which is usually considered as
a compensatory response to systemic hy-
poxemia and decreased cardiac systolic
function. Chest discomfort or pain can re-
sult from myocardial ischemia or necrosis.
Shortness of breath and low blood pres-
sure can be symptoms of cardiac dysfunc-
tion (Jang and Park, 2010).

The current work demonstrated ar-
rhythmic and/ or ischemic changes in
ECG with the following percentages: sinus
tachycardia (60%), atrial fibrillation (2%),
prolonged QTc interval (4%), premature
ventricular contractions (8%), depressed
ST segment (14%) and inverted T wave
(10%). Satran et al. (2005) reported ECG
abnormalities in 84 % of the studied pa-
tients with a nearly similar incidence of is-
chemic changes (26%). Moreover, Hajsa-
deghi et al. (2011) documented ECG
abnormalities in CO poisoned patients
with sinus tachycardia represented 55.6% ,
whereas ST segment depression and T
wave inversion were 20.6% and 12 % re-
spectively. The illustrated prolonged QTc
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interval in this study is supported by Sen-
er et al. (2014) who described that all wave
durations including QTc interval were sig-
nificantly prolonged in ECG in adult pa-
tients with acute CO poisoning.

ECG changes in cases of acute CO poi-
soning can be attributed to the primary
toxic effect of CO on the heart or due to
CO-induced depression of respiratory and
central nervous systems causing cardiac
affection (Ismail et al., 2013). Dallas et al.
(2012) identified the molecular basis for
the proarrhythmic effects of acute CO ex-
posure and attributed them to the striking
increase in the late Na current arising
from nitric oxide formation. Additionally,
AKkilli et al. (2013). reported that myocar-
dial repolarization heterogeneity might
play an important role in the formation of
arrhythmias.

Cardiac troponins are markers of myo-
cardial injury, not just myocardial infarc-
tion (Hickman et al.,, 2010). The current
study showed that cardiac troponin I was
significantly higher in CO poisoned pa-
tients compared to control group with sig-
nificant positive correlation between it
and COHD level. Similarly, Satran et al.
(2005), Kao et al. (2009) and Akilli et al.
(2013) documented myocardial injury ac-
companied by release of troponin in acute
CO poisoning cases. The incidence of
myocardial injury in this study was 20%.
In contrast, Satran et al. (2005) and Kao et
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al. (2009) reported higher incidence (37%
and 59.2%) respectively. This difference is
explained by the characters of their study
population, where they included only
moderate to severe cases of CO poisoning.
Likewise, Akilli et al. (2013)
lower incidence of myocardial injury (only
14 patients) in their study that included 94
patients with CO poisoning.

reported

The cardiotoxic effect of CO and specifi-
cally myocardial injury might be caused
by its ischemic changes in the heart and /
or its direct toxic effect on the myocardi-
um (Lippi et al.,, 2012). Ischemic injury is
caused by carboxyhemoglobin that shifts
the oxygen-hemoglobin dissociation curve
toward the left and leads to impairment of
tissue oxygen delivery and makes cellular
hypoxia (Weaver, 2009). Moreover, Gawli-
kowski et al. (2013) recently reported in-
creased thrombin generation and im-
paired fibrinolysis in patients with acute
CO poisoning, which might enhance is-
chemic complications. The direct toxic ef-
fect of CO on the myocardium was attrib-
uted to several different mechanisms
including cytochrome C oxidase inhibi-
tion, an increase in free radical formation,
and cellular apoptosis due to nitric oxide
(Hajsadeghi et al., 2011; Ismail et al., 2013).

According to Aslan et al. (2006), some
patients exposed to CO were found to
have no cardiovascular symptoms or signs
with silent myocardial injury and so they
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concluded that cardiotoxicity may be
overlooked. Gandini et al. (2001) stated
other barriers to identify CO-induced
myocardial damage e.g. CO poisoning
may not be correctly diagnosed, the patho-
physiological and clinical characteristics of
CO induced myocardial injury are not
well understood, commonly used markers
of myocardial damage have a low diag-
nostic value when skeletal muscle damage
is also present, and changes in the ECG
are often nonspecific.

Indeed early detection of myocardial in-
jury with subsequent early intervention is
very important and might improve the pa-
tient outcome. This is supported by Henry
et al. (2006) and Kao et al. (2009) who re-
ported the prognostic value of myocardial
injury for both short-term and long-term
mortality in patients with moderate to se-
vere CO poisoning. So, this study had fo-
cused on early detection of myocardial in-
jury in CO poisoned patients by using
readily available, valid and relatively
cheap biomarkers.

In this study, serum CRP-as one of the
most common acute phase proteins-was
significantly higher in CO intoxicated pa-
tients compared to control group. Moreo-
ver, the increased level of CRP was signifi-
cantly higher in patients with myocardial
injury with significant positive correlation
with COHb and cardiac troponin I. Con-
sidering that all inflammatory processes
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or damaging factors affecting human or-
ganism increase the levels of pro-
inflammatory proteins in the serum (Sawi-
niec et al., 2004), CO exposure might stim-
ulate CRP production from the liver. The
inflammatory response in acute CO intoxi-
cated patients was documented by Thom
et al. (2010). This may either result from its
hypoxic or non-hypoxic mechanisms of ac-
tion (Satran et al., 2005; Cevik et al., 2010).
In accordance with this finding, Sawiniec
et al. (2004) evaluated the level of the CRP
as a diagnostic and prognostic marker in
acute poisonings. They reported CRP ele-
vation in CO intoxicated patients. Like-
wise, Grieb et al. (2010) revealed an eleva-
tion of CRP in CO intoxicated patients and
it was correlated with the severity and
outcome of their patients.

The significant rise of CRP in patients
with myocardial injury in this study is
supported by Suleiman et al. (2006) who
reported that CRP as an inflammatory bio-
marker rises acutely after tissue injury and
necrosis including myocardial infarction
where, intense cytokine production and
inflammatory cell infiltration occur in the
area of ischemia and necrosis. Li and Fang
(2004) also demonstrated that CRP was
not only an inflammatory marker of cardi-
ovascular diseases, but it may have direct
proinflammatory effects and plays a pivot-
al role in their pathogenesis. The role of
CRP as a strong independent predictor for
cardiovascular risk and events was dem-
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onstrated by many authors (Clearfield,
2005; Mora et al., 2009).

The study of total leucocytic count as
another acute phase reactant in this study
revealed significant rise in CO intoxicated
patients in comparison with control
group. This rise was higher in myocardial
injury group with significant positive cor-
relation with COHb and cardiac troponin
I. in accordance with this, Grieb et al.
(2010) revealed an elevation in the number
of leucocytes in CO poisoned patients
with significant correlation with the sever-
ity of intoxication. Furthermore, Thom et
al. (2006) stated that acute CO poisoning
causes intravascular neutrophil activation
with platelet-neutrophil interactions in-
ducing a cascade of effects resulting in oxi-
dative injury. Leukocytosis results from
inflammatory response of neurohormonal
system. White blood cells are major medi-
ators of inflammation; the infiltration of
them into necrotic tissue in response to is-
chemia has a major role in secreting medi-
ators which contribute to oxidative and
proteolytic injury (Salehi et al., 2013).

Serum albumin was also studied as one
of the negative acute phase reactants. The
present study revealed significant de-
crease in serum albumin in acute CO poi-
soned patients compared to the control
group. This finding is supported by Liao
et al. (2005) who reported low serum albu-
min concentration as a result of environ-
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mental CO exposures. Barle et al. (2006)
stated that the reduction in plasma albu-
min concentration is a characteristic fea-
ture of acute inflammatory states. A previ-
ous study has indicated that the decrease
in plasma albumin concentration observed
during acute inflammatory response is
strongly related to an increase in albumin
efflux, i.e. redistribution of albumin to the
extravascular space, as well as to changes
in the size of the intravascular fluid space
(Smeets et al., 1994). In the present study
serum albumin was significantly lower in
patients with myocardial injury and was
inversely associated with both troponin I
and COHb. This goes in agreement with
Djoussé et al. (2002) who concluded that
low serum albumin appears to be a risk
factor of myocardial infarction. Whether
the detected low albumin has a direct cau-
sal role for myocardial injury or it is only
an indicator of an underlying inflammato-
ry condition is not yet clear.

CONCLUSION

Results support a view that Co expo-
sure causes acute inflammatory events in
humans. Furthermore, based on the re-
sults from the present study, the determi-
nation of C-reactive protein levels, total
leucocytic count or serum albumin on
admission could be considered inexpen-
sive and readily available tools help in
evaluating acute CO poisoning cases
and detecting the presence of myocar-
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dial injury. Consequently, their useful-
ness is applied in day to day clinical prac-
tice with suspected impact on patient’s
outcome.

LIMITATIONS

Study has some limitations. (1) The
small sample size may be regarded as a
limitation. (2) Since we did not follow up
our study groups, we cannot provide any
information on mortality and morbidity.
Based on the results from the present
study, it is not possible to discern exactly
how the acute phase response develops
over time, especially not in the early phase
after CO exposure, or how the degree and
type of CO poisoning affect this develop-
ment. These issues certainly warrant fur-
ther study.
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