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Outcomes of non-acute coronary syndrome patients
discharged from the emergency department with

troponin positivity
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ABSTRACT

Background: Cardiac troponin elevation portends a worse
prognosis in diverse patient populations. The significance of
troponin elevation in patients discharged from emergency
departments (EDs) without inpatient admission is not well known.
Methods: Patients without a diagnosis of acute coronary
syndrome discharged from two EDs between April 1, 2006, and
December 31, 2007, with an abnormal cardiac troponin
(troponin positive [TP]) were compared to a troponin-negative
(TN) cohort matched for age, sex, and primary discharge
diagnosis. Outcomes were obtained by linking with a regional
ED and a provincial vital statistics database and adjusted for
the following: estimated glomerular filtration rate, do-not-
resuscitate status, history of coronary artery disease, Canadian
Triage and Acuity Scale, and left ventricular hypertrophy on
electrocardiography. The primary outcome was a composite of
death or admission to hospital within 1 year.

Results: Our total cohort (n = 344) consisted of 172 TP and
172 TN patients. In the univariate analysis, TP patients had a
higher rate of the primary outcome (OR 3.2, 95% Cl 2.1-5.0, p
< 0.001) and both of its components (p < 0.001). After
adjusting for covariates, positive troponin remained an
independent predictor of the primary outcome (OR 2.1, 95%
Cl1.3-3.4, p = 0.005) and inpatient admission (OR 2.0, 95% CI
1.2-3.4, p = 0.006). There was no significant difference in
death (OR 1.3, 95% CIl 0.6-2.9, p = 0.5) after adjustment.
Conclusions: A positive troponin assay during ED stay in
discharged patients is an independent marker for risk of
subsequent admission. Our findings suggest that the prog-
nostic power of an abnormal troponin extends to patients
discharged from the ED.

RESUME

Contexte: Des taux élevés de troponine cardiaque sont de
mauvais augure en ce qui concerne le pronostic dans divers
groupes de patients; toutefois, on ne connait pas bien la
portée des taux élevés de troponine chez les patients non
hospitalisés, sortis du service des urgences (SU).

Méthode: Des patients ne souffrant pas d'un syndrome
coronarien aigu et sortis de deux SU, du 1er avril 2006 au 31
décembre 2007, mais ayant un taux anormal de troponine
(TAT) cardiaque ont été comparés a des patients ayant un
taux normal de troponine (TNT) et appariés selon I'age, le
sexe, et le principal diagnostic au moment du congé. Les
résultats ont été obtenus par I'établissement d'un lien entre
la base de données du SU régional et la base de données
provinciale sur I'état civil et rajustés pour tenir compte des
facteurs suivants: le taux de filtration glomérulaire estimé,
I'ordonnance de non-réanimation, les antécédents de cor-
onaropathie, I'Echelle canadienne de triage et de gravité, et
la présence d’hypertrophie ventriculaire gauche a I'électro-
cardiographie. Le principal critere d’évaluation consistait en
un résultat mixte, composé de mortalité ou d’hospitalisa-
tions au bout de 1 an.

Résultats: La cohorte totale de sujets (n = 344) comptait 172
malades ayant un TAT et 172 malades ayant un TNT. D'aprés
I’analyse unidimensionnelle, les patients qui avaient un TAT
ont obtenu un résultat plus élevé au principal critére
d’évaluation (risque relatif approché [RRA]: 3.2; IC a 95%:
2.1-5.0; p < 0.001) ainsi qu’en ce qui concerne les deux
événements composant ce critére (p < 0.001) que les patients
qui avaient un TNT. Méme apres le rajustement des covari-
ables, les taux anormaux de troponine sont restés un facteur
prévisionnel indépendant du principal critére d’évaluation
(RRA: 2.1; IC a 95%: 1.3-3.4; p = 0.005) et d’hospitalisation
(RRA: 2.0; IC a 95%: 1.2-3.4; p = 0.006). Enfin, il n'y avait pas
d’écart important au regard de la mortalité (RRA 1.3; IC a 95%:
0.6-2.9; p = 0.5) apres le rajustement.

Conclusions: Des taux élevés de troponine durant un séjour
au SU chez les patients sortants sont un marqueur
indépendant du risque d’hospitalisation ultérieure. Ainsi,
d’aprés les résultats de I'étude, la puissance pronostique
des taux anormaux de troponine s’applique aux patients
sortis du SU.
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Troponin positivity is known to be an independent
predictor of adverse outcomes in many different
populations, including patients with acute coronary
syndrome (ACS),? congestive heart failure,’* arrhyth-
mia,’ pulmonary embolism,*” chronic obstructive
pulmonary disease,® renal failure,* sepsis,"! and
intracranial hemorrhage.”>” Postprocedure troponin
positivity has been associated with worse outcomes
following percutaneous coronary intervention* and
both cardiac'*'® and noncardiac surgery.

Although the association of troponin positivity and
worse outcomes in patients admitted to hospital is well
established,”" it is unclear whether this association
extends to patients judged to be suitable for discharge
from the emergency department (ED). Understanding
how troponin positivity affects patient outcomes
independently of other clinical variables is imperative
when determining appropriate patient disposition and
subsequent follow-up.

This study investigated differences in outcomes
between troponin-positive (I'P) and troponin-negative
(IN) patients discharged from EDs by matching all
TP patients with age-, sex-, and diagnosis-matched
TN patients. We hypothesized that TP patients would
have worse 1-year outcomes with respect to death and
hospital admission than their TN counterparts.

METHODS
Study design and setting

This was a retrospective matched cohort study and
medical record review undertaken at two university-
affiliated urban EDs. Hospital A is a large tertiary
referral centre with a 24-hour cardiac catheterization
laboratory and surgical capability; it has an annual ED
census of 65,000. Hospital B is a community centre
with 30,000 ED visits per year. The ethics committees
of Providence Health Care and the University of
British Columbia approved the use of clinical data.
This study did not receive external funding.

Inclusion and exclusion criteria

Both EDs share a real-time electronic database that
tracks all patient visits, demographics, consultations,
the results of all diagnostic investigations, and ED
discharge diagnoses. All patients of at least 16 years of
age discharged from either ED from April 1, 2006, to
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December 31, 2007, with at least one positive troponin
assay obtained during their ED visit were identified
from this database and comprised the troponin-
positive (TP) cohort.

This administrative database also identified patients
who were admitted to hospital, transferred to another
hospital, who left against medical advice, died in the
ED, or did not possess a provincial health identifica-
tion number, and all such patients were excluded. In
addition, all patients with a listed primary diagnosis of
ACS (unstable angina, non-ST segment elevated
myocardial infarction [non-STEMI], and ST segment
elevated myocardial infarction) on discharge from the
ED were excluded because a negative prognosis
associated with troponin positivity in this population
is well known. We did not exclude patients with vague
diagnoses of nonspecific chest pain because these
diagnoses imply that the discharging physician was
not convinced of ACS. An explicit chart review was
undertaken to determine if patients had a history of
myocardial infarction or cardiac procedure (percuta-
neous coronary intervention, coronary artery bypass
graft, cardiac ablation, or pacemaker or implantable
cardioverter-defibrillator insertion) during the pre-
vious month; these patients were excluded due to
potential spurious troponin elevation.!*2*?!

At both EDs, the approach to potentially ischemic
chest pain is set by protocol. Myocardial infarction is
defined, in a manner consistent with the universal
definition of myocardial infarction,” as a troponin
elevation greater than the 99th percentile of the upper
reference limit with a greater than 20% change
between serial measurements, or troponin elevation
with electrocardiographic (ECG) changes in keeping
with myocardial infarction. During structured chart
review, any subjects who were discharged with a
primary diagnosis of chest pain and who met the
above criteria were excluded from the subsequent
analysis.

ED procedures

On presentation to the ED, the Canadian Triage and
Acuity Scale (CTAS),» a standardized, reliable, and
reproducible measure of acuity on presentation to an
ED, was recorded for all patients. All patients were
assessed by both a credentialed specialist in emergency
medicine and a registered emergency nurse and under-
went ECG, laboratory, and radiologic investigations at
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the attending physician’s discretion. The decision to
order the troponin assay was made by the attending ED
physician according to his or her clinical judgment. The
decision to discharge a patient could be undertaken by
either the emergency physician or a consultant, but the
discharge diagnosis was assigned by the emergency
physician.

During the study period, both study sites were in
the process of transitioning from the Roche Elecsys
2010 Troponin T Stat assay (Roche Elecsys, Laval,
QC) to the Bayer Centaur Troponin I—Ultra assay
(Siemens Health Care Diagnostics, Deerfield, IL).
Both assays were in clinical use during the study
period. In our laboratories, a value of greater than
0.05 pg/L exceeds the 99th percentile for both assays
used. During the study period, both sites used
0.05 pg/L as the threshold value for reporting either
troponin assay as positive.

Procedure for matching cohorts

Matching TP patients to TN counterparts was per-
formed as follows: for every TP patient, a list of candidate
TN subjects was generated from the ED database. TN
and TP patients were matched for age (within 5 years),
sex, and the exact discharge diagnosis coded on the
patient’s electronic chart. If multiple candidate TN
subjects were present, one was selected using a random
number generator. If no appropriate matches were found,
the TP subject’s chart was independently reviewed by
two physicians (N.W.B., F.X.S.) who were blinded to all
outcomes, and the discharge diagnosis was revised to
reflect a broader diagnosis to facilitate matching. Any
disagreements between the two physicians were adjudi-
cated by a third physician (E.G.).

Medical record review

Chart reviews for TP and TN subjects were carried out
in a structured manner as described by Gilbert and
colleagues,** although reviewers were not blinded to
the study hypothesis. Two trained physician reviewers
(one internal medicine specialist/cardiology fellow and
one emergency physician) independently abstracted
chart data and entered them into a specially designed
Microsoft Excel 2007 (Microsoft Corp., Redmond,
WA) spreadsheet.

The admission history and all available historical
patient records (dating to 1999, the commencement of
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electronic charting at our institutions) were reviewed
to determine if the patients had a history of myocardial
infarction or cardiac procedure within the last 30 days
to exclude these patients from analysis.

Other information included CTAS score and
comorbidities including coronary artery disease
(CAD), report of left ventricular hypertrophy (LVH)
on ECG, and decreased ejection fraction (< 45%) or
aortic stenosis (valve area < 1.5 cm?). Fach patient’s
lowest estimated glomerular filtration rate (¢GFR) and
the highest measured troponin value on their index ED
visit were recorded. Charts were scrutinized to
determine whether a do not resuscitate (DNR) order
(code status) was present at the time of the index visit.
Measures of interobserver reliability were generated by
comparing the values obtained for LVH on ECG and a
history of CAD (as dichotomous yes/no outcomes) by
the two independent reviewers for 10% of the charts
chosen at random.

Patients missing data on the eGFR or LVH on ECG
were excluded from the adjusted analysis. If no
information was found regarding the presence or
absence of a history of CAD, the patient was assumed
to have no history of CAD. If there was no comment
regarding DNR status, the patient was assumed to wish
a maximum level of therapeutic intervention. Cases
with discrepant data were referred to an independent

blinded adjudicator.
Follow-up and outcomes

Using each patient’s unique identifier (the provincial
health care number), patients were linked with both the
regional ED database, which tracks all regional ED
visits and hospital admissions, and the provincial vital
statistics database to ascertain mortality. Our primary
outcome was a composite of all-cause mortality or
inpatient admission within 1 year of the index visit.
Secondary outcomes included the components of the
primary outcome and repeat ED visit within 1 month
of the index visit. Only overnight admissions to
hospital were included. Short-stay admissions of less
than 1 day, such as those for coronary angiography or
cardiac ablation, were not included.

Statistical analysis

SPSS software version 19 (SPSS Inc., Chicago, IL) was

used for all statistical analysis. Baseline characteristics
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are reported as means and standard deviations for
continuous variables and percentages for categorical
variables. The Student’s t test was used to compare
continuous variables, and the chi-square test was used
to compare categorical variables. Unadjusted cumula-
tive incidences of events were analyzed using Kaplan-
Meier methods and compared using the log-rank test.
All patients were censored at the time of an event or at
1 year following their index ED visit for the combined
outcome and the end points of mortality and hospital
admission, whichever came first. For the ED revisit
end point, patients were censored at the time of an
event or at 1 month following their index ED visit,
whichever came first.

Binary logistic regression was used to calculate odds
ratios and 95% confidence intervals for each outcome.
We adjusted for eGFR and LVH because renal failure
and LVH have been associated with higher rates of
troponin elevation and are also associated with adverse
outcomes.”* We adjusted for CAD, code status, and
CTAS score because they are associated with adverse
outcomes and factor into the ED physician’s decision to
discharge.””** The Hosmer-Lemeshow test was used to
assess goodness of fit. All reported p values are two-sided,
and any p value < 0.05 was deemed to be significant.

RESULTS
Patient characteristics

Our initial interrogation of the ED database yielded
222 patients discharged from the ED after having a

positive troponin assay. Fifty patients were excluded
for having a discharge diagnosis of ACS, leaving
against medical advice, being transferred to other
institutions for admission, having had a recent
myocardial infarction or cardiac procedure, or having
chest pain and fitting the ED definition for non-
STEMI on chart review (Figure 1). The remaining 172
patients comprised the TP cohort. The troponin I
assay was used in 52% of the TP cohort, and the
troponin T assay was used in the remainder.

Table 1 shows the most common ED discharge
diagnoses for the TP cohort; they included both cardiac
and noncardiac pathologies. During the study period,
6,410 patients had negative troponin assays in the ED
and were discharged; the TN cohort was chosen from
this group. No TP patients were unmatched from an
age or sex perspective, but 28 (16%) of the TP subjects
had no appropriate match for the discharge diagnosis,
and in these patients, the diagnosis had to be reviewed
and broadened to find an appropriate match.

For the chart review, interrater reliability was good
for the key variables of history of CAD (x = 0.89) and
LVH on ECG (x = 0.77) in a random 10% sample.
Although information relating to triage acuity, troponin
elevation, CAD, renal failure, and LVH was consistently
present, only 50% of patients had an echocardiogram
report available on the electronic medical record system.
Baseline characteristics for each cohort are shown in
Table 2. TP patients were more likely to have a history
of CAD, lower GFRs, and a DNR order. The median
peak measured troponin was 0.14 pg/L. Figure 2
demonstrates the distribution of the troponin values

Troponin-Positive Patients Troponin-Negative Patients
Discharged from ED Discharged from ED
April 2006-December 2007 April 2006-December 2007
(n=222) (n=16410)
Excluded 41 patients
Recent cardiac procedure (7 = 20) Randomly
Discharged with ACS (n=13) selected
ACS diagnosed on chart review Matching for
(=9) ] age, sex, ED
Left AMA (1= 4) SYs Sht
Recent ACS (1 = 2) discharge
Age less than 16 (1= 1) Diagnosis
Transferred to other institution
Y

n=172

Troponin-positive cohort

Troponin-negative cohort
n=172

Figure 1. Study flow diagram. ACS = acute coronary syndrome; AMA = against medical advice; ED = emergency department.
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Table 1. Most common emergency department discharge
diagnoses for the troponin-positive cohort (n = 172)

Diagnosis Number of patients (%)
Nonspecific chest pain 31 (18)
Congestive heart failure/ 14 (8)
pulmonary edema
Infectious 14 (8)
Atrial fibrillation/flutter 12 (7)
Other arrhythmia/palpitations 12 (7)
Chronic renal failure 10 (6)
Syncope NYD 10 (6)
Asthma/chronic obstructive 9 (5)
pulmonary disease
General weakness NYD 8 (b)
Abdominal pain NYD 6 (3)
Stroke/transient ischemic 5(3)
attack/seizure
Intoxication/withdrawal 5 (3)
Confusion/decreased level of 4 (2)
consciousness
Musculoskeletal pain 4 (2)
Other respiratory 4 (2)
Other cardiac 3(2)
Miscellaneous 21 (12)

NYD = not yet diagnosed.

for TP patients. As expected, there is clear clustering of

the troponin measurements around the 0.05 pg/L
threshold used by both laboratories.

Unadjusted Outcomes

In Table 3, we show the unadjusted event rates for the

TP and TN cohorts. TP patients had substantially

higher 1-year combined outcomes of death and
inpatient admission—53% versus 27% in the TN
cohort (p < 0.001). Both components of the primary
outcome were associated with troponin positivity, as
shown in Table 3. There was a nonsignificant increase
in repeat ED visits at 1 month. The Kaplan-Meier
curves for the primary outcome and each of the
secondary outcomes for the TP and TN cohorts are
shown in Figure 3. As expected, the primary outcome
was associated with CAD, eGFR, DNR status, and
LVH on ECG (Appendix 1). Death at 1 year was
associated with CAD, eGFR, and DNR status, and
inpatient admission at 1 year was associated with CAD,
eGFR, and LVH. No associations were found between
CTAS score and any of the outcomes of interest.

Adjusted Outcomes

Given that the CTAS score was not significantly
associated with any outcomes in the unadjusted
analysis, we omitted it from our subsequent multi-
variate analysis. Twelve patients were missing data on
covariates (2 in the TP cohort and 10 in the TN
cohort) and were excluded. After adjusting for history
of CAD, DNR status, eGFR, and LVH on ECG, the
primary outcome was more common in the TP versus
the TN cohort (OR 2.06, 95% CI 1.25-3.39, p =
0.005), as shown in Table 4. Similarly, the rate of
inpatient admission at 1 year was higher for the TP
versus the TN cohort after adjusting for covariates
(OR 2.02, 95% CI 1.22-3.36, p = 0.006). However,
there was no significant difference in death (OR 1.34,
95% CI 0.62-2.89, p = 0.5) or 1-month ED revisit

Table 2. Baseline characteristics for troponin-positive and troponin-negative cohorts

Characteristic Troponin-positive

Age (mean + SD) 72 + 16
Female sex (%) 38
CTAS score (%)

1-2 36

3 51

4-5 13
History of CAD 43%
Estimated GFR (mean = SD) 52 + 34
Median troponin pg/L 0.14
Do-not-resuscitate status (%) 15
LVH on ECG (%) 19
Cardiology consultation (%) 30

Troponin-negative p value
71 £ 16 0.7*
38 1.0%
0.1
26
58
17
21% < 0.001
71 = 28 < 0.001
— < 0.001
6 0.005
13 0.2
5 < 0.001

CAD = coronary artery disease; CTAS = Canadian Triage and Acuity Scale; ECG = 12-lead surface electrocardiogram; GFR = glomerular filtration rate; LVH = left ventricular hypertrophy.

*Matched variable.
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Figure 2. Distribution of troponin values for the troponin-
positive cohort.

(OR 1.44, 95% CI 0.85-2.44, p = 0.2) for TP patients
compared to their TN controls. Appendix 2 demon-
strates the associations between outcomes and history
of CAD, DNR status, eGFR, and LVH in our
multivariate models. All models had adequate goodness
of fit (Hosmer-Lemeshow p > 0.5 for each).

DISCUSSION

In this matched cohort study of patients discharged
from two large urban EDs, a positive troponin
measurement while in the ED was independently
associated with the composite of death or admission
to hospital within 1 year, as well as admission to
hospital within 1 year alone. To our knowledge, this
represents the largest cohort study to assess the
prognostic ability of troponin assays on discharge
from the ED.

Among patients admitted to hospital, troponin
elevation in the absence of ACS is associated with
higher all-cause mortality, cardiac mortality, nonfatal
myocardial infarction, and readmission for cardiac
causes."'” Increases in short- and long-term mortality
have been seen in critically ill patients admitted to the
intensive care unit.”! Highly sensitive troponin assays
were recently investigated in the ED setting and are
associated with mortality in patients with suspected
ischemic chest pain.’>** A highly sensitive troponin T
assay was also recently shown to predict mortality in a
healthy outpatient population.’** Our study mirrors the
above findings and suggests that troponin positivity in
patients suitable for discharge from the ED also carries
prognostic power.

In the absence of coronary plaque rupture, minor
troponin elevation can result from mismatch between
myocardial oxygen demand and oxygen supply.
Detectable cardiac troponin levels may reflect a
reduced homeostatic reserve to situations that increase
oxygen demand (e.g., tachycardia, sepsis) or decrease
oxygen supply (e.g., hypoxia, anemia).””s Thus, an
increased rate of mortality and admission could be
expected due to a decreased ability to compensate for
disease. Given the association between troponin
elevation and subsequent ACS noted in previous
studies, it may also reflect subclinical coronary
atherosclerosis that may lead to plaque rupture and
myocardial infarction at a later date.

The prognostic implications of positive troponin
assays on discharge from the ED have been sparingly
investigated. At present, outcomes in this specific
population have only been investigated in an isolated
cohort study.* Fundaro and Guzzetti found that
patients discharged from a single ED had a higher
rate of death, hospitalization, or repeat visit to the ED
at 30 days compared to age- and sex-matched controls
(B37% v. 19%).>s However, the study was not large

Table 3. Unadjusted outcomes for troponin-positive and troponin-negative cohorts

Outcome TP, n (%) (n = 172) TN, n (%) (n = 172) Odds ratio (95% CI) p value
Primary outcome of death and 92 (53) 46 (27) 3.15 (2.01-4.95) < 0.001
hospitalization at 1 year

Death at 1 year 29 (17) 13 (8) 2.48 (1.24-4.96) 0.01

Hospitalization at 1 year 87 (1) 43 (25) 3.07 (1.95-4.85) < 0.001
Repeat ED visit at 1 month 53 (31) 38 (22) 1.63 (0.98-2.57) 0.06

ED = emergency department; TN = troponin-negative; TP = troponin-positive.
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Figure 3. Kaplan-Meier curves for primary and secondary
outcomes. A, Freedom from death or hospital admission.
B, Freedom from death. C, Freedom from inpatient admission.

enough to permit a multivariate analysis. Multivariate
analyses adjusting for baseline differences between
cohorts are essential in observational studies, and our
work contributes this level of evidence to the existing
literature.

We demonstrated that ED troponin elevation in
discharged patients is associated with subsequent
hospital admission independent of age, sex, serum
creatinine concentration, established history of heart
disease, DNR status, CTAS score, and ECG-proven
LVH. Although this list of prognosticators is by no
means exhaustive, complete information on all
prognostically important variables is rarely present
on discharge from the ED. By matching our cohorts
for age, sex, and discharge diagnosis and controlling
for confounders readily available in the ED at the
time of discharge, we suspect that the difference in
unmeasured covariates between the two cohorts was
minimized.

This study has important implications for the
management of patients discharged from the ED. We
have demonstrated that a minimally positive troponin
assay is associated with a worse prognosis, independent
of other markers of risk that are readily available on
discharge from the ED. Thus, slightly positive
troponin assays cannot simply be dismissed as incon-
sequential findings. Although there was some cluster-
ing of events immediately postdischarge, there was
continued gradual separation of the Kaplan-Meier
curves through the duration of follow-up. Thus, our
findings indicate that a minimally elevated troponin on
ED discharge may serve as a marker of general risk
rather than a signal of impending myocardial infarc-
tion. If discharging a patient with a minimally positive
troponin, physicians should ensure appropriate follow-
up given the increased risk of death or admission at
1 year.

LIMITATIONS

Some limitations may affect our findings. The two
cohorts (I'N and TP) were dissimilar at baseline,
although we took care to match for age, gender, and
discharge diagnosis. We adjusted for baseline differ-
ences to mitigate these differences. Additionally, the
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Table 4. Multivariate odds ratios for the primary and
secondary outcomes for troponin-positive versus troponin-
negative patients

OR 95% ClI p value
Composite outcome 2.06 1.25-3.39 0.005
Death at 1 year 1.34 0.62-2.89 0.5
Inpatient admission at 1 year  2.02 1.22-3.36 0.006

Repeat ED visit at 1 month 1.44 0.85-2.44 0.2

ED = emergency department.

retrospective nature of our study may be prone to
ascertainment bias in that subjects may have had
different degrees of workup at the discretion of the
treating physician. This variation in practice was
minimized by the existence of standardized protocols,
but compliance with the existing protocols was not
measured.

Another significant limitation is our treatment of
both troponin assays in use during the study time
period as equivalent. Although both assays have been
well validated for clinical use, minor variations in the
assays do exist.***® The published 99th percentile
limit for the Centaur Troponin I assay is 0.04 pg/L,
whereas the corresponding value for the Elecsys
Troponin T assay is 0.01 pg/L.*>* During the course
of this study, both EDs used 0.05 pg/L as the
threshold for identifying a positive test. As the goal
of this study was to investigate outcomes in patients
who were knowingly discharged with positive tropo-
nins, this mandated that we also use a threshold of
0.05 pg/L to identify TP patients in both troponin
assays.

A significant number of TP patients were discharged
with a diagnosis of nonspecific chest pain. This
diagnosis is not ideal but is reflective of real-world
clinical practice, where an ultimate diagnosis cannot
always be reached in the ED. Although it is natural to
question whether some of these may have been “missed
ACS” presentations, the low level of troponin elevation
seen makes it very unlikely that these presentations
were due to rupture of an atherosclerotic plaque
causing ACS.

The data on readmission or repeat visit to ED were
taken from a regional database, and any of these events
occurring in patients who migrated outside the health
region would not have been recognized. However, this
effect should be evenly distributed across both cohorts.
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Our study focused on all-cause mortality and hospital
admission at 1 year and does not differentiate between
cardiac and noncardiac etiologies.

CONCLUSIONS

In patients discharged from two urban EDs with
positive troponin assays, we noted an increased
incidence of death or hospital admission at 1 year
compared to controls matched for age, sex, and ED
discharge diagnosis. Future study should address the
causes of death and hospitalization at 1 year in this
population so that this information can guide pre-
ventive interventions.

Competing interests: None declared.
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Outcomes of non-ACS patients discharged with troponin positivity

Appendix 1. Complete univariate analysis for all outcomes including all covariates tested

OR 95% Cl p value
Composite outcome (death or admission at 1 year)
Troponin 3.15 2.01-4.95 < 0.001
CTAS score 0.7
1-2 0.85 0.46-1.59
3 0.75 0.38-1.46
History of CAD 3.01 1.88-4.81 < 0.001
eGFR* 0.99 0.98-0.99 < 0.001
DNR status 2.60 1.28-5.28 0.008
LVH on ECG 1.99 1.11-3.55 0.02
Death at 1 year
Troponin 2.48 1.24-4.96 0.01
CTAS score 0.4
1-2 0.82 0.34-1.94
3 0.52 0.19-1.43
History of CAD 4.22 2.15-8.27 < 0.001
eGFR* 0.99 0.98-1.00 0.02
DNR status 2.78 1.20-6.41 0.02
LVH on ECG 1.75 0.80-3.81 0.2
Admission at 1 year
Troponin 3.07 1.95-4.85 < 0.001
CTAS score 0.8
1-2 0.79 0.42-1.59
3 0.81 0.41-1.47
History of CAD 3.34 2.08-5.36 < 0.001
eGFR* 0.98 0.98-0.99 < 0.001
DNR status 1.98 0.99-3.97 0.05
LVH on ECG 2.05 1.15-3.68 0.02
Revisit at 1 month
Troponin 1.63 0.98-2.57 0.06
CTAS score 0.3
1-2 0.59 0.30-1.14
3 0.70 0.34-1.43
History of CAD 1.06 0.63-1.77 0.8
eGFR* 1.00 0.99-1.01 0.9
DNR status 1.41 0.72-3.18 0.3
LVH on ECG 1.71 0.93-3.15 0.09

CAD = coronary artery disease; CTAS = Canadian Triage and Acuity Scale; DNR = do not resuscitate; ECG = 12-lead surface electrocardiogram; eGFR = estimated glomerular filtration rate;
LVH = left ventricular hypertrophy.
*per 1 mL/min/1.73 m? increase.
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Appendix 2. Complete multivariate analysis showing all parameters included in all models

OR 95% Cl p value
Composite outcome (death or admission at 1 year)
Troponin 2.06 1.256-3.39 0.005
History of CAD 2.10 1.26-3.52 0.005
eGFR* 0.99 0.98-1.0 0.004
DNR 2.36 1.11-5.04 0.03
LVH on ECG 2.46 1.29-4.69 0.006
Death at 1 year
Troponin 1.34 0.62-2.89 0.5
History of CAD 3.65 1.78-7.48 < 0.001
eGFR* 0.99 0.98-1.0 0.2
DNR status 2.66 1.09-6.54 0.03
LVH on ECG 2.15 0.93-4.98 0.07
Readmission at 1 year
Troponin 2.02 1.22-3.36 0.006
History of CAD 2.44 1.45-4.08 0.001
eGFR* 0.99 0.98-1.00 0.005
DNR status 1.76 0.83-3.71 0.1
LVH on ECG 2.54 1.33-4.86 0.005
Revisit at 1 month
Troponin 1.44 0.85-2.44 0.2
History of CAD 0.96 0.56-1.66 1.0
eGFR* 1.00 0.99-1.01 0.9
DNR status 1.38 0.65-2.95 0.4
LVH on ECG 1.69 0.91-3.15 0.1

CAD = coronary artery disease; CTAS = Canadian Triage and Acuity Scale; DNR = do not resuscitate; ECG = 12-lead surface electrocardiogram; eGFR = estimated glomerular filtration rate;
LVH = left ventricular hypertrophy.
*Per 1 mL/min/1.73 m? increase.
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