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Persistent anxiety and in-hospital complications after 
acute coronary syndrome

Introduction

To this moment, cardiovascular disease (CVD) is the number 
one killer worldwide even with the distinguished improvement 
in the diagnosis and treatment.[1,2] In 2013, CVD deaths 
represented nearly one-third of all global deaths.[2] More than 
three-quarters of these deaths occurred in low- and middle-
income countries.[2] In 2013, one of every three deaths in the 
United States was due to CVD. Each day, 2200 Americans died 
from CVD, with an average of one death every 40 seconds.[2]

Coronary heart disease (CHD) is one of the most important 
CVDs.[3] The prevalence of CHD is high all over the world 
including the Middle East and developing countries.[4] In the 
Middle East, it is estimated that this prevalence will increase 
approximately by 175% for men and 150% for women between 
1999 and 2020.[4] As in developed and developing countries, 
CHD is one of the most important causes of deaths in Jordan.[5] 
CHD was responsible for about one-fifth of all deaths in the 
country in 2012.[5]

Acute coronary syndrome (ACS), including angina and 
myocardial infarction, is the primary outcome of CHD. Anxiety 
is considered one of the earliest psychological responses to 
ACS events[3,6,7] and has been shown to affect recovery after 
the event.[3,6,7] Anxiety has high prevalence rates after ACS 
events which might reach up to 80%.[8,9] Anxiety has been 
associated with higher rates of complications, mortality and 
longer length of stay (LOS).[3,6]

Patients who were anxious early after ACS (first 48 h) 
events had a higher risk for ventricular complications or 
recurrent ischemia than patients who were non-anxious.[7,10,11] 
Moreover, they were also at 2 times higher risk for atrial 
complications.[10,11] Anxiety was related to increased LOS and 
severity of chest pain early after ACS events.[3,12-17] Patients 
who were anxious while hospitalized also have higher long-
term complication rates including a higher rate of recurrent 
myocardial infarction[18,19] unstable angina,[20,21] a 54% increase 
in 3-year all-cause mortality rate[19] and a three-fold increase 
in 5 years mortality.[22]
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ABSTRACT

Objectives: To investigate the effects of pre-event persistent anxiety on in-hospital 
complications and length of stay (LOS) in patients who experienced acute coronary 
syndrome (ACS).

Methods: This was a prospective study with patients seeking treatment for ACS 
events. Anxiety was measured 2 times before the event in 600 patients with pre-
existing coronary heart disease (CHD). Patients were followed for 2 years or until they 
developed an ACS event. 120 patients developed ACS events (rate 20%). Complications 
and LOS were abstracted from medical records.

Results: Persistently non-anxious patients have lower anxiety scores at 3 months follow-
up than baseline (mean [standard deviation (SD)], 6.1 [0.24] vs. 3.9 [0.95], P <0.01). 
Patients with persistent anxiety had significantly higher complication rates than non-
anxious patients (mean [SD], 0.71 [0.12] vs. 0.15 [0.11], P <0.05). In a multiple logistic 
regression, persistent anxiety was an independent predictor of complications. Patients 
who were persistently anxious were at 5 times higher risk for developing complications 
(odds ratio = 5.0, 95% confidence interval: 1.27–38.8, P < 0.05).

Conclusion: Anxiety measured up to 2 years before an ACS event was predictive of 
in-hospital complications. Clinicians caring for patients with CHD need to be as equally 
aware of the importance of assessing and treating persistent anxiety as clinicians caring 
for patients hospitalized for an ACS.
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Anxiety has suitable outcomes when it is transient and 
produces a drive for action. In patients with ACS, a slight 
increment in anxiety level might motivate individuals to seek 
treatment rapidly. However, when anxiety persists or becomes 
severe, inappropriate consequences may result, including 
increased (complication rates, risk for acute cardiac events, and 
LOS), difficulty adhering to prescribed therapies and making 
suggested lifestyle changes.[1]

There are two issues regarding the measurement of anxiety 
in previous studies that partially limit our understanding 
about the role of anxiety in post-ACS complications. First, 
all previous studies,[3,8,18-20,23-26] except for two,[9,27] measured 
anxiety after ACS events. Even in one of these two studies,[27] 
it has been found that patients were asked following the ACS 
event (median 4 days) to report how anxious they were 2 h 
before getting the event. Thus, the effect of anxiety experienced 
before an ACS event on post-ACS complications is not known. 
Measuring anxiety before the event can help establish the 
temporal relationship between anxiety, ACS complications, 
and LOS. Moreover, this approach will assist with determining 
the effects of anxiety that are not influenced by stressors 
associated with the ACS event itself.

Second, anxiety was measured at 1 time point in all [3,8,18,19,23-26] 
but two[9,20] of the previous studies examining the association 
between anxiety and cardiac complications. Measuring 
anxiety at 2 time points can decrease the risk of erroneously 
categorizing patients who are experiencing transient anxiety 
as persistently anxious. It is possible that early recognition of 
persistent anxiety before ACS events will identify a critical 
group of patients at high risk for poor outcomes. Therefore, 
the purpose of this study was to investigate the effects of 
persistent anxiety measured at 2 time points before an ACS 
event on complications of patients hospitalized for an ACS.

Research hypotheses

Hypothesis 1: Patients who have high anxiety scores at both 
time points (persistently anxious) will have longer LOS in the 
critical care unit and in the hospital than patients who have 
high anxiety scores at only 1 time point (transiently anxious) 
or patients who have low anxiety scores at both time points 
(persistently non-anxious). Hypothesis 2: Patients who are 
persistently anxious will have more in-hospital complications 
than patients who are transiently anxious or patients who are 
persistently non-anxious. Hypothesis 3: Anxiety scores will 
be independent predictors of in-hospital complications after 
controlling for demographic and clinical variables.

Methods

Design, sample, and setting

This was a prospective observational study for patients with 
a pre-existing diagnosis of CHD. Patients were followed for 

2 years or until they developed ACS event. 700 patients with 
pre-existing CHD was approached at the outpatients clinics of 
the selected hospitals. Among them, 600 agreed to participate 
and filled the questionnaires. These 600 people composed the 
sample that was followed for 2 years or till the patient develop 
ACS event.

A total of 120 patients who met the following inclusion 
criteria were included in the final analyses: (1) Hospitalization 
with chest pain or symptoms suggestive of ACS lasting 
for more than 15 min with new transient or persistent ST-
segment ischemic ECG changes with disposition as (a) 
acute myocardial infarction (AMI) including non-Q wave 
infarction, and Q-wave infarction; (b) unstable or stable 
angina; (c) post-infarction angina; (d) angina requiring 
revascularization; (e) dysrhythmias causing ischemia or 
hemodynamic compromise (systolic blood pressure <90 
mm Hg), and attributed to ischemic heart disease, (2) free of 
terminal illness such as AIDS, cancer, or chronic renal failure, 
and (3) ACS occurred outside of a hospital.

Patients were excluded from this study if they (a) had a 
confirmed diagnosis of psychiatric disorder or if they were on 
anti-anxiety or anti-depressant medications, (b) had a previous 
ACS event or treated for an ACS event before enrollment in the 
study, (c) developed ACS event or death between the baseline 
measure and the 3 months follow-up. Patients were treated in 
the critical care and telemetry units of five hospitals located 
in Amman, Jordan. Two hospitals were governmental, and 
three were private. There were no differences in the incidence 
of patients who were persistently anxious or in complication 
rates among the hospitals.

Measurement of variables

Demographic and clinical characteristics
During the meeting with the patients in the outpatients clinics, 
a sociodemographic questionnaire was given to the patients 
to collect information on age, gender, marital status, and 
smoking status. These variables were used as covariates in 
the analyses. The following clinical data were collected or 
confirmed from the medical record review: Admission vital 
signs (pulse, systolic and diastolic blood pressure), Killip 
classification (which classify the risk of developing heart 
failure following AMI to predict risk of mortality; Class I no 
signs of heart failure, Class II shows rales or crackles in the 
lungs and S3, Class III shows pulmonary edema, and Class IV 
shows cardiogenic shock), β-blocker administration, use of 
anxiolytics and pain medication, LOS in the hospital and in 
the critical care units, worst chest pain on 0–10 scale, history 
of diabetes mellitus, hypertension, and heart failure.

Anxiety
To decrease the risk of erroneously categorizing patients 
who were experiencing transient anxiety (which occurs over 
a short momentary period due to a certain situation or an 
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event, i.e., ACS) as persistently (steadily) anxious, anxiety 
was measured at enrollment and at 3 months follow-up. The 
maximal timeline between anxiety measurement and ACS 
event was 2 years. Anxiety was defined as the total score of 
the anxiety subscale of Hospital Anxiety and Depression Scale 
(HADS). Because the participants of this study were Arabic 
speakers, this instrument has many advantages. It is a short, 
easy to use and interpret, translated into Arabic, valid, and 
reliable.[28-31]

The psychometric properties of the Arabic version were 
established.[28,30,31] The Cronbach’s α reliability coefficient was 
0.78 indicating a very good internal consistency. Moreover, this 
version has a high sensitivity and the specificity at 86% and 
87%, respectively.[28,30,31] This subscale consists of seven-items 
in which the participants rated each item on a 0–3 scale, with 
3 indicating higher symptom frequency and severity. The total 
score can range from 0 to 21, with higher scores indicating 
higher levels of anxiety. The scores were categorized as the 
following: 0–7, normal; 8–10, mild; 11–14, moderate; and 
15–21, severe anxiety.[28,30,31] For the purposes of this study, 
patients were considered non-anxious if they have a score from 
0 to 7, and anxious if they have a score 8–21.

Complications
The Global Utilization of Streptokinase and Tissue Plasminogen 
Activator for Occluded Coronary Arteries criteria[32] was 
used to define in-hospital complications. These criteria have 
been used in previous studies[3,8,9,10] to define complications 
associated with ACS. Complications were defined as the 
presence of any of the following: (1) Acute recurrent ischemia 
evidenced by new onset of chest pain, ST-segment depression 
or systolic blood pressure < 90 mm Hg, (2) development of 
AMI confirmed by elevated cardiac enzymes and standard 
ECG changes for anginal patients, (3) sustained ventricular 
tachycardia (>15 s), or any ventricular tachycardia requiring 
pharmacological and/or electrical intervention due to 
hemodynamic instability or chest pain, (4) ventricular 
fibrillation, or (5) in-hospital death.

Procedure

Institutional Review Board approval was received from 
Applied Science Private University, Amman, Jordan, and from 
each site before data collection. Informed consent obtained at 
enrollment including permission to review medical records 
of patients were admitted to the hospital. Patients were 
interviewed by the research nurse at baseline and completed 
the HADS and a sociodemographic questionnaire. The HADS 
was completed again after 3 months.

Patients, spouses, or significant others were asked to contact 
the investigator after they were discharged from an admission 
for an ACS event. It was recognized that not all patients 
and family members would remember to call. Therefore, 
patients were followed up at 3, 6, 12, and 24 months. During 

these phone calls, patients were queried about whether they 
experienced any hospital admissions in the intervening period. 
If the patient has developed ACS event or death before the 
3 months follow-up, he/she was excluded from the study. If 
the patients have been hospitalized for ACS events after the 
3 months, the medical records were obtained and reviewed by 
research nurses who were critical care specialists and blinded 
to the participants’ anxiety levels.

The nurses received specialized training sessions in medical 
record abstraction using standardized criteria. Inter-rater 
reliability of medical record abstraction data was tested. 
Research nurses were asked to collect the needed information 
from 10 trial charts. After they finished the first half of 
these charts, the principal investigator checked the data and 
differences were resolved. The percentage of agreement was 
>95%.

Data analysis

Data were analyzed using SPSS version 21.0. Data examination 
showed no violation of the normality assumptions or presence 
of multicollinearity. Patients were classified as (1) persistently 
anxious if they had high anxiety scores (≥8) at both time 
points, (2) transiently anxious if they had a low anxiety score 
(≤7) at 1 time point and high score at the other time point, 
and  sistently non-anxious if they had low anxiety scores at 
both time points. Based on this classification, 38 patients were 
persistently anxious, 38 patients were transiently anxious, and 
44 patients were persistently non-anxious. A series of analysis 
of variance (ANOVA) were run to determine whether groups 
differed on key clinical and demographic characteristics at 
baseline. There were no differences between groups. An alpha 
of 0.05 was set a priori.

Hypothesis 1: ANOVA was used to test the hypothesis that 
patients who were persistently anxious had a longer LOS in 
the critical care unit and in the hospital than patients who were 
transiently anxious or persistently non-anxious.

Hypothesis 2: ANOVA was used to test the hypothesis that 
patients who were persistently anxious had more in-hospital 
complications than patients who were transiently anxious or 
persistently non-anxious. A post hoc analysis was performed 
using least significant difference test to determine which group 
differences were responsible for the significant main effect.

Hypothesis 3: A logistic regression was done in three blocks 
to test the hypothesis that HADS scores were an independent 
predictor of in-hospital complications after controlling 
for demographic and clinical variables. In the first block, 
age and gender were entered to control for their effects 
on complications. In the second block history of diabetes 
mellitus, hypertension, smoking history, use of anxiolytics, 
beta blockers, peak chest pain in the emergency department, 
admission systolic and diastolic blood pressure, and admission 
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Killip classification was entered to control for the effects of 
these variables on complications. In the third block, HADS 
scores at baseline were entered. Two additional regressions 
were run using the same first and second blocks. One included 
3 months HADS scores in the third block. The other regression 
included patient classification as persistently anxious and 
persistently non-anxious in the third block. The transiently 
anxious category was excluded from the final regression based 
on the results of data analyses for Hypothesis 2.

Results

Characteristics of the sample
The clinical and demographic characteristics of the three 
anxiety groups based on the HADS scores are presented 
in Table 1. There were no significant differences in any 
of the demographic or clinical characteristics among the 
groups. Although a higher percentage of women experienced 
persistent anxiety than men, this difference was not statistically 
significant.

Anxiety scores
Table 2 summarizes baseline and 3 months anxiety scores for 
the three groups. The only difference within the groups is that 

persistently non-anxious have lower anxiety scores at 3 months 
follow-up than baseline.

Hypothesis 1: The means ± standard deviation (SD) for 
hospital LOS for non-anxious, transiently anxious, and 
persistently anxious were (5.7 ± 5.2), (7.8 ± 5.0), and (5.0 ± 
4.4), respectively. For the LOS in CCU, the means ± SD were, 
(3.1 ± 2.9), (5.4 ± 5.1), and (4.3 ± 4.0), respectively. There 
were no significant differences among groups in either CCU 
or hospital LOS.

Hypothesis 2: The means ± SD for complication rates non-
anxious, transiently anxious, and persistently anxious were 
(0.15 ± 0.11), (0.45 ± 0.15), and (0.71 ± 0.12), respectively. 
There was a significant difference in a mean number of 
complications among the groups (F(2,117)= 3.47, P < 0.05). 
Post hoc analysis showed that only the persistently anxious 
and persistently non-anxious groups differed from each other 
(P < 0.05). The mean complication rate of the transiently 
anxious group did not differ from either of the other groups.

Hypothesis 3: Table 3 summarizes the results of the first 
logistic regression when the baseline HADS scores were 
entered alone in the third block. Only HADS scores and Killip 
class were predictive of in-hospital complications. Based 

Table 1: Clinical and demographic characteristics of the groups
Characteristics Persistently non‑anxious n=44 (36.6) Transiently anxious n=38 (31.7) Persistently anxious n=38 (31.7)

Sex

Male 26 (59) 18 (41) 24 (63)

Female 18 (41) 12 (32) 26 (68)

Marital status

Married 22 (50) 22 (50) 11 (29)

Single/divorced/widowed 22 (50) 11 (29) 27 (71)

Age (years) 71±8 67±11 68±10

Peak chest pain (0–10 scale) 6±3 5±2 6±2

Peak CK-MB (ng/ml) 26±35 19±11 12±18

Admission diagnosis

Angina 33 (75) 32 (84) 34 (89)

AMI 11 (25) 6 (16) 4 (11)

Admission Killip class

I 35 (80) 30 (79) 33 (87)

II/III/IV 9 (20) 8 (21) 5 (13)

Admission systolic blood pressure 
 (mmHg)

141±23
145±26
146±29

145±26
77±15

72±157
77±15
76±17

Admission diastolic blood pressure 
 (mm Hg)

72±15 77±15 76±17

Admission pulse (beats/min) 79±22 73±20 77±19

History of hypertension 23 (52) 30 (79) 32 (84)

History of diabetes 15 (34) 14 (37) 13 (34)

Smoker 8 (19) 8 (21) 7 (19)
Values are n (%) or mean±SD. SD: Standard deviation, CK: Creatine kinase-MB, AMI: Acute myocardial infarction
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on the odds ratio, patients with high baseline HADS scores 
were 4.1 times higher risk developing complications than 
patients with low scores. Patients in Killip Class II, III, or IV 
were at approximately 8.0 times higher risk for developing 
complications than patients in Killip Class I.

Table 4 summarizes the second logistic regression when 
HADS scores at 3 months were entered in the third block. In 
contrast to baseline anxiety scores, 3 months anxiety scores 
were not an independent predictor of complications. In this 
regression Killip class remained an independent predictor of 
the complications.

Table 5 summarizes the regression in which persistently 
anxious and persistently non-anxious were entered in the final 
block. Persistently anxious patients were at 5 times higher risk 
for developing complications than persistently non-anxious 
patients. Killip class remained an independent predictor of the 
complications in this model also.

Discussion

The results of this study supported the hypothesis that patients 
with persistent anxiety would have more complications than 

patients in which anxiety was not persistent. These results are 
consistent with other studies in which an association between 
anxiety and complications in patients hospitalized for ACS was 
reported.[3,8,10,20,21,33] Thus, this study provides further evidence 
that anxiety plays a key role in increasing susceptibility to 
complications associated with ACS.

An important difference between this study and previous 
research is that anxiety was measured up to 2 years before an 
ACS event. All previous studies, except for one,[9] measured 
anxiety after ACS events. Patients with ACS may be anxious 
due to fear of death, strange intensive care unit environment, 
loss of personal control, unpredictable consequences, 
diagnostic or therapeutic procedures, cost of treatment, and 
potential inability to return to work.[6,10] Measuring anxiety 
after ACS events makes it difficult to differentiate between 
anxiety associated with the event itself and persistent anxiety 
before the event. Therefore, measuring anxiety before an ACS 
event provides a further understanding of the role of anxiety, 
specifically, anxiety that is independent of the event itself. This 
anxiety can affect complications in the same manner as anxiety 
that is presumably affected by the ACS event.

Measurement of anxiety pre-event also assisted in demonstrating 
the temporality aspect between anxiety and complications. 
Most of the life-threatening complications such as ventricular 
tachycardia and ventricular fibrillation occurs within the first 
24–72 h after the event, which coincides with when anxiety 
has been measured in previous studies.[3,8,10] In these cases it is 
not possible to conclude that anxiety preceded complications, 
we can only conclude that it coexisted with complications.

The association between anxiety and complications is 
explained through the activation of the sympathetic nervous 
system by anxiety.[3] This activation stimulates a flow of 
physiological responses that increase myocardial oxygen 
consumption[34,35] augment cardiac vascular reactivity[36] and 
platelet adherence,[37] and lower the dysrhythmic threshold.[34,35] 
These responses to anxiety should precede the complications 
to be considered as their risk factor. Previous studies measured 
anxiety after the event or during the occurrence of these 
complications which might cover the actual effect of anxiety 
on these complications.

A second important difference is that anxiety was measured at 
2 time points. To date, only two studies[9,20] measured anxiety at 
multiple time points. Many people who experience an anxiety-
producing event (~50%) are able to respond appropriately using 
their internal coping abilities which would result in transient 
anxiety.[38-40] In others, the coping responses are inadequate and 
anxiety persists. Measuring anxiety at 1 time point may result 
in classifying about half of these patients erroneously as either 
anxious or non-anxious. If we used the baseline scores alone in 
this study, 20 patients would have been erroneously classified 
as non-anxious and 12 as anxious. If we used only the 3 months 
follow-up scores, 20 patients would have been erroneously 

Table 2: Baseline and 3 months anxiety scores among groups
Group Baseline 3 months follow‑up

Persistently non-anxious 6.1±0.24 3.9±0.95*

Persistently anxious 8.3±2.1 10.2±1.9

Persistently non-anxious 14.1±0.8 15.2±1.6
Values are mean ± SD, *P < 0.01. SD: Standard deviation

Table 3: Independent predictors of in-hospital complications, 
baseline HADS scores entered alone
Predictor OR 95% CI B SE Wald P

Killip class 8.0 1.8–39.1 2.2 0.82 6.8 0.01

HADS scores 4.1 1.2–14.7 1.6 0.67 5.87 0.02
OR: Odds ratio, CI: Confidence interval, B: Beta, SE: Standard error of the mean, P: P value, 
HADS: Hospital Anxiety and Depression Scale

Table 4: Independent predictors of in-hospital complications, 
3 months HADS scores entered alone
Predictor OR 95% CI B SE Wald P

Killip class 9.1 3.0–42.9 2.9 0.83 8.9 0.005

HADS scores 2.0 0.68–6.9 0.77 0.59 1.9 0.21
OR: Odds ratio, CI: Confidence interval, B: Beta, SE: Standard error of the mean, P: P value, 
HADS: Hospital Anxiety and Depression Scale

Table 5: Independent predictors of in-hospital complications, 
when patients’ classification entered
Predictor OR 95% CI B SE Wald P

Killip class 8.1 1.71–39.0 2.1 0.79 6.9 0.008

HADS scores 5.0 1.27–38.8 2.4 0.93 5.7 0.02
OR: Odds ratio, CI: Confidence interval, B: Beta, SE: Standard error of the mean, P: P value, 
HADS: Hospital Anxiety and Depression Scale
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classified as anxious and 12 classified as non-anxious. This 
potential misclassification may limit the ability to reach a 
definite conclusion about the relationship between anxiety and 
complications. The number of complications in the transiently 
anxious group did not differ from either the persistently anxious 
or persistently non-anxious groups. Inclusion of these people in 
either group would have diminished the differences observed 
between the other two groups.

Even though, the previous studies that checked the persistence 
of anxiety showed conflicting results. The first study[20] enrolled 
913 patients with unstable angina and myocardial infarction 
from 12 coronary care units and showed that persistent anxiety 
has negative effects on the outcome (increase complication 
rates) following ACS events. This result is consistent with 
our findings and giving further support to our hypothesis 
that persistent anxiety negatively affects patients with ACS 
events. However, the second study[9] did not show any 
correlation between persistent anxiety and the prediction of 
complications. The explanation for these results might be 
the nature of the samples of the three studies. In the study[20] 
that showed a significant association between persistent 
anxiety and negative outcomes and this study, the samples 
are relatively homogenous. However, in the study[9] that did 
not show this correlation, the sample is heterogeneous from 
five different hospitals in three countries (USA, Australia, and 
New Zealand). Further studies are warranted to give further 
support to this hypothesis.

Anxiety levels had no effect on the LOS in the CCU or in 
the hospital in this study. Higher anxiety levels were related 
to longer LOS in one larger previous study.[3] Anecdotal 
evidence suggests that in the current health-care climate, 
patients are often transferred from critical care units or 
discharged from the hospitals based as much on shortage of 
hospital beds for incoming patients or insurance restrictions 
as on their medical condition. This limits the validity of LOS 
as an outcome measure. Larger sample sizes are needed to 
overcome the effect of confounding factors on LOS. For 
example, to reach 80% power for the ANOVA with a medium 
effect size and an alpha of0.05, the sample size in each group 
for our study would have been 52 patients, with a total sample 
size of 156.[41]

Conclusion and Clinical Implication

Previous research demonstrated that higher anxiety 
levels measured after an ACS are related to increased 
complications. The present study demonstrated that anxiety 
levels measured up to 2 years before an ACS event are also 
related to higher complication rates. Combined, these results 
suggest that clinicians caring for patients with CHD need 
to be as equally aware of the importance of assessing and 
treating anxiety as clinicians caring for patients hospitalized 
for an ACS.

References

1. Moser DK. “The rust of life”: Impact of anxiety on cardiac patients. 
Am J Crit Care 2007;16:361-9.

2. Writing Group Members, Mozaffarian D, Benjamin EJ, Go AS, 
Arnett DK, Blaha MJ, et al. Heart Disease and stroke statistics-2016 
Update: A report from the american heart association. Circulation 
2016;133:e38-360.

3. Ruz ME, Lennie TA, Moser DK. Effects of ß-blockers and anxiety on 
complication rates after acute myocardial infarction. Am J Crit Care 
2011;20:67-73.

4. Gehani AA, Al-Hinai AT, Zubaid M, Almahmeed W, Hasani MR, 
Yusufali AH, et al. Association of risk factors with acute myocardial 
infarction in middle eastern countries: The interheart middle east study. 
Eur J Prev Cardiol 2014;21:400-10.

5. WHO. Country Statistics and Global Health Estimates by WHO and 
UN Partner. Jordan: WHO Statistical Profile; 2015. Available from: 
http://www.who.int/countries/jor/en. [Last accessed on 2017 Jul 07].

6. Ruz ME, Lennie TA, Riegel B, McKinley S, Doering LV, Moser DK. 
Evidence that the brief symptom inventory can be used to measure 
anxiety quickly and reliably in patients hospitalized for acute 
myocardial infarction. J Cardiovasc Nurs 2010;25:117-23.

7. Moser DK, Riegel B, McKinley S, Doering LV, An K, Sheahan S. 
Impact of anxiety and perceived control on in-hospital complications 
after acute myocardial infarction. Psychosom Med 2007;69:10-6.

8. Ruz ME, Saifan, AR, Demeh, WM. Anxiolytic medication use does not 
have a protective effect against complications after acute myocardial 
infraction. Life Sci J 2013;10:1333-7.

9. McKinley S, Fien M, Riegel B, Meischke H, Aburuz ME, Lennie TA, 
et al. Complications after acute coronary syndrome are reduced by 
perceived control of cardiac illness. J Adv Nurs 2012;68:2320-30.

10. Moser DK, Dracup K. Is anxiety early after myocardial infarction 
associated with subsequent ischemic and arrhythmic events? 
Psychosom Med 1996;58:395-401.

11. Watkins LL, Blumenthal JA, Carney RM. Association of anxiety with 
reduced baroreflex cardiac control in patients after acute myocardial 
infarction. Am Heart J 2002;143:460-6.

12. Ruz ME. The effect of pain and morphine use on complication rates 
after acute myocardial infarction. Health Sci J 2016;10:1-8.

13. Crowe JM, Runions J, Ebbesen LS, Oldridge NB, Streiner DL. 
Anxiety and depression after acute myocardial infarction. Heart Lung 
1996;25:98-107.

14. Ketterer MW, Mahr G, Goldberg AD. Psychological factors affecting a 
medical condition: Ischemic coronary heart disease. J Psychosom Res 
2000;48:357-67.

15. Bengtson A, Herlitz J, Karlsson T, Hjalmarson A. Distress correlates 
with the degree of chest pain: A description of patients awaiting 
revascularisation. Heart 1996;75:257-60.

16. Costa PT, Zonderman AB, Engel BT, Baile WF, Brimlow DL, 
Brinker J. The relation of chest pain symptoms to angiographic 
findings of coronary artery stenosis and neuroticism. Psychosom Med 
1985;47:285-93.

17. Davies RF, Linden W, Habibi H, Klinke WP, Nadeau C, Phaneuf DC, 
et al. Relative importance of psychologic traits and severity of ischemia 
in causing angina during treadmill exercise. Canadian Amlodipine/
Atenolol in Silent Ischemia Study (CASIS) Investigators. J Am Coll 
Cardiol 1993;21:331-6.

18. Feng HP, Chien WC, Cheng WT, Chung CH, Cheng SM, Tzeng WC. 
Risk of anxiety and depressive disorders in patients with myocardial 
infarction: A nationwide population-based cohort study. Medicine 
(Baltimore) 2016;95:e4464.



AbuRuz: Anxiety and in-hospital complications

54International Journal of Health Sciences
Vol. 12, Issue 2 (March - April 2018)

19. Stewart JC, Hawkins MA, Khambaty T, Perkins AJ, Callahan CM. 
Depression and anxiety screens as predictors of 8-year incidence of 
myocardial infarction and stroke in primary care patients. Psychosom 
Med 2016;78:593-601.

20. Grace SL, Abbey SE, Irvine J, Shnek ZM, Stewart DE. Prospective 
examination of anxiety persistence and its relationship to cardiac 
symptoms and recurrent cardiac events. Psychother Psychosom 
2004;73:344-52.

21. Frasure-Smith N, Lespérance F, Talajic M. The impact of negative 
emotions on prognosis following myocardial infarction: Is it more than 
depression? Health Psychol 1995;14:388-98.

22. Frasure-Smith N. In-hospital symptoms of psychological stress as 
predictors of long-term outcome after acute myocardial infarction in 
men. Am J Cardiol 1991;67:121-7.

23. Mayou RA, Gill D, Thompson DR, Day A, Hicks N, Volmink J, et al. 
Depression and anxiety as predictors of outcome after myocardial 
infarction. Psychosom Med 2000;62:212-9.

24. Welin C, Lappas G, Wilhelmsen L. Independent importance of 
psychosocial factors for prognosis after myocardial infarction. J Intern 
Med 2000;247:629-39.

25. Lane D, Carroll D, Ring C, Beevers DG, Lip GY. Effects of depression 
and anxiety on mortality and quality-of-life 4 months after myocardial 
infarction. J Psychosom Res 2000;49:229-38.

26. Lane D, Carroll D, Ring C, Beevers DG, Lip GY. Do depression and 
anxiety predict recurrent coronary events 12 months after myocardial 
infarction? QJM 2000;93:739-44.

27. Smeijers EM, Tofler GH, Muller JE, Kop WJ, Mittleman MA. 
Association between high levels of physical exertion, anger, and 
anxiety immediately before myocardial infarction with mortality 
during 10-year follow-up. J Am Coll Cardiol 2015;66:1083-4.

28. el-Rufaie OE, Absood GH. Retesting the validity of the Arabic version 
of the Hospital Anxiety and Depression (HAD) scale in primary health 
care. Soc Psychiatry Psychiatr Epidemiol 1995;30:26-31.

29. Bjelland I, Dahl AA, Haug TT, Neckelmann D. The validity of the 
Hospital Anxiety and Depression scale. an updated literature review. 

J Psychosom Res 2002;52:69-77.
30. Al Aseri ZA, Suriya MO, Hassan HA, Hasan M, Sheikh SA, Al 

Tamimi A, et al. Reliability and validity of the Hospital Anxiety and 
Depression Scale in an emergency department in Saudi Arabia: A 
cross-sectional observational study. BMC Emerg Med 2015;15:28.

31. el-Rufaie OE, Absood G. Validity study of the Hospital Anxiety and 
Depression Scale among a group of Saudi patients. Br J Psychiatry 
1987;151:687-8.

32. The GUSTO investigators. An international randomized trial comparing 
four thrombolytic strategies for acute myocardial infarction. N Engl J 
Med 1993;329:673-82.

33. Denollet J, Brutsaert DL. Personality, disease severity, and the risk of 
long-term cardiac events in patients with a decreased ejection fraction 
after myocardial infarction. Circulation 1998;97:167-73.

34. Kamarck T, Jennings JR. Biobehavioral factors in sudden cardiac 
death. Psychol Bull 1991;109:42-75.

35. Muller JE, Tofler GH, Stone PH. Circadian variation and triggers of 
onset of acute cardiovascular disease. Circulation 1989;79:733-43.

36. Panza JA, Epstein SE, Quyyumi AA. Circadian variation in vascular 
tone and its relation to alpha-sympathetic vasoconstrictor activity. 
N Engl J Med 1991;325:986-90.

37. Brezinski DA, Tofler GH, Muller JE, Pohjola-Sintonen S, Willich SN, 
Schafer AI, et al. Morning increase in platelet aggregability. Association 
with assumption of the upright posture. Circulation 1988;78:35-40.

38. Kubzansky LD, Kawachi I, Weiss ST, Sparrow D. Anxiety and 
coronary heart disease: A synthesis of epidemiological, psychological, 
and experimental evidence. Ann Behav Med 1998;20:47-58.

39. Havik OE, Maeland JG. Patterns of emotional reactions after a 
myocardial infarction. J Psychosom Res 1990;34:271-85.

40. Smith TW, Ruiz JM. Psychosocial influences on the development and 
course of coronary heart disease: Current status and implications for 
research and practice. J Consult Clin Psychol 2002;70:548-68.

41. Elashof J. nQuery Advisor 4.0. 4th ed. Sangus, MA: Statistical 
Solutions; 2000.


