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ABSTRACT & COMMENTARY

Risk Factors for Hospital Readmissions  
Ending in Death or Transition to Hospice
By Betty Tran, MD, MSc

Dr. Tran reports no financial relationships relevant to this field of study.

SYNOPSIS: In this retrospective cohort study, multiple factors were identified during initial hospitalization, including sepsis and shock, that 
were associated with a hospital readmission within 30 days resulting in death or transition to hospice. Infection was a frequent cause for 
readmissions that ended in death.

SOURCE: Dietz BW, Jones TK, Small DS, et al. The relationship between index hospitalizations, sepsis, and death or transition to hos-
pice care during 30-day hospital readmissions. Med Care 2017;55:362-370.

Recently, nationwide efforts have focused on  
 reducing hospital readmissions in hopes of  
 reducing costs, morbidity, and mortality, as 

well as improving quality of care. Identifying risk 
factors present during an index hospitalization 
that are associated with 30-day readmissions 
that result in death or transition to hospice 
may inform the development of strategies that 
potentially could reduce readmission rates and/or 
facilitate transitions to hospice care outside the 
acute care setting.

In this retrospective cohort study, Dietz et al from 

the University of Pennsylvania Health system 
evaluated 17,716 readmissions occurring within 30 
days of discharge.

After adjustment for potential confounders, factors 
during the index hospitalization that were associ-
ated with in-hospital death or transition to hospice 
care during 30-day readmission included: age, 
insurance status, comorbidities as measured by the 
Charlson Comorbidity Index (especially a diagno-
sis of malignancy), number of hospitalizations in 
the prior year, non-elective admission type, outside 
hospital transfer, low-discharge hemoglobin and 
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sodium, high-discharge red blood cell 
distribution width, and disposition to 
home with home health services or to 
skilled care facilities.

In addition, sepsis and shock during 
the index hospitalization were associ-
ated with increased in-hospital mortality 
or transition to hospice during 30-day 
hospital readmission with an odds ratio 
of 1.33 (95% confidence interval [CI], 
1.02-1.72; P = 0.03) and 1.78 (95% CI, 
1.22-2.58; P = 0.002), respectively.

Among 30-day readmissions resulting in 
death, compared to index non-sepsis hos-
pitalizations, infection was more likely 
to be the primary cause for readmission 
among those with an index sepsis hospi-
talization (51.6% vs. 28.6%; P = 0.009).

Among the 125 cases that resulted in 
death during a 30-day hospital readmis-
sion, 90.4% were admitted to the ICU 
and 78.4% received mechanical ventila-
tion. Among 30-day hospital readmis-
sions after an index hospitalization for 
sepsis, factors that were present during 
the index hospitalization associated with 
death or transition to hospice during 
readmission included age, malignancy, 
more than five hospitalizations in the 
prior year, and discharge to a long-term 
acute care facility.

n COMMENTARY
This study highlights factors that are 
associated with an increased risk of 
hospital readmission within 30 days and 
adds to the growing body of literature on 
healthcare use after a hospitalization for 
sepsis.

Many of the risk factors found, such as 
age, comorbidities, and high number of 
hospitalizations, are not surprising, while 

others, such as discharge hemoglobin 
and sodium, may track with age and/or 
comorbidities.

The finding that sepsis and shock were 
associated with increased risk of 30-day 
hospital readmission resulting in death 
or transition to hospice, with infection 
identified as a frequent primary cause for 
readmission, also is consistent with find-
ings previously reported.

However, the challenge lies in using 
these findings in meaningful ways. To 
what extent hospital readmissions can 
be prevented is unclear, as these risk 
factors may identify patients who are 
on an inevitable downhill trajectory of 
health leading up to single or multiple 
hospital readmissions. Theoretically, this 
at-risk population could be targeted for 
improved post-discharge coordination 
of care, including timely and accurate 
discharge summaries, enhanced commu-
nication between acute care and post-
discharge health providers, and early and 
intensive nursing and physician follow-
up.

In addition, for many of these patients, 
palliative care consultation during the 
index hospitalization could provide 
not only additional support but also a 
strategy that could explore patient goals 
and values and potentially lead to earlier 
hospice referrals and discharge to home 
or inpatient hospice units rather than 
hospital readmission.

Future studies exploring whether these 
interventions produce an effect on hospi-
tal readmission rates will be critical.  n
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ABSTRACT & COMMENTARY

Restricting Fluoroquinolone Use Reduces 
CDI More Than Infection Control Methods
By Richard R. Watkins, MD, MS, FACP, FIDSA

Associate Professor of Internal Medicine, Northeast Ohio Medical University; Division of Infectious Diseases, Cleveland 
Clinic Akron General, Akron, OH

Dr. Watkins reports that he has received research support from Allergan.

SYNOPSIS: An observational study from England showed that restricting fluoroquinolone use reduced incidence of Clostridium difficile 
infection more than would be predicted by improved infection control methods alone.

SOURCE: Dingle KE, Didelot X, Quan TP, et al. Effects of control interventions on Clostridium difficile infection in England: An observational 
study. Lancet Infect Dis 2017;17:411-421.

An epidemic of Clostridium difficile infection  
 (CDI) in the early 2000s led authorities in 

England to implement a program of infection 
control (IC) methods and restriction of highly used 
antibiotics in 2007. Overall, the program was highly 
successful in reducing the incidence of CDI. Dingle 
et al sought to determine whether the enhanced 
IC methods or the antibiotic restrictions led to the 
decline in CDI cases.

The study was retrospective, observational, and 
used regional and national data (Public Health 
England) on antimicrobial prescribing and yearly 
incidence of CDI. The investigators tested two 
hypotheses. The first was that if the rate of 
CDI decline was due to reductions in specific 
antibiotics, then the incidence of CDI caused 
by resistant isolates should decline faster than 
the incidence of susceptible isolates. The second 
hypothesis was that if decreases in CDI were due 
to improvements in hospital IC, then secondary 
cases should decline regardless of antibiotic 
susceptibilities.

Fluoroquinolone use began to decline slightly 
earlier in the hospitals compared to the community 
(P < 0.0001 from 2005 to 2009 vs. 2007 to 
2012, respectively). Whole genome sequencing 
determined that the decline in CDI was associated 
with reductions in fluoroquinolone-resistant 
isolates from four separate genotypes, including 
the NAP1/BI/027 strain. In contrast, the incidence 
of CDI caused by fluoroquinolone-susceptible 
isolates remained unchanged (annual incidence rate 
ratio [aIRR], 1.02; 95% confidence interval [CI], 
0.97-1.08; P = 0.45). Furthermore, there was no 
evidence of decreases in secondary cases caused by 
fluoroquinolone-susceptible isolates, either with 

hospital contact due to a previous infection (aIRR, 
0.87; 95% CI, 0.67-1.13; P = 0.29) or without 
(aIRR, 1.14; 95% CI, 0.92-1.42; P = 0.23).

n COMMENTARY
This study was interesting because it showed 
the decrease in CDI incidence in England was 
driven by a reduction in fluoroquinolone-
resistant isolates. This means that the reduction 
in fluoroquinolone use — and not IC practices 
or restriction of other antibiotics, such as 
cephalosporins — led to the lower incidence 
of CDI. Therefore, the study can be viewed as 
supportive of antibiotic stewardship programs, in 
particular for restricting fluoroquinolone use, in 
helping to combat CDI. The increasing recognition 
about side effects and serious adverse events 
associated with fluoroquinolones (e.g., tendinitis, 
cardiac arrhythmias) has led cautious clinicians 
to use these drugs judiciously, especially when 
alternative agents are available. However, as noted 
in the accompanying editorial, one study showed 
that 39% of fluoroquinolone days of therapy 
in hospitalized patients were inappropriate.1 
Therefore, further evidence to support decreasing 
fluoroquinolone use in hospitals and the 
community, such as the paper by Dingle et al, is 
welcome.

Despite the impressive scope of the study, there 
were some limitations. First, the observational 
design may have led to biases from unrecognized 
confounding variables. Therefore, randomized 
trials still are necessary to definitively determine 
the effects of fluoroquinolone restriction on CDI 
outbreaks. Second, epidemic C. difficile strains 
have been observed to decline despite no reductions 
in antibiotic use. Third, the study was conducted 
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in one country (England), so the results may not be 
generalizable to other locations.

In summary, the multifaceted approach adopted in 
England was successful in reducing that country’s 
incidence of CDI. The restriction of fluoroquinolone 
use appears to have had the most impact and can 
be viewed as a promising strategy that antibiotic 
stewardship programs could consider, especially in 

institutions that have CDI rates higher than national 

and regional averages.  n
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ABSTRACT & COMMENTARY

Tolvaptan Fails to Improve Dyspnea in Acute 
Heart Failure
By Van Selby, MD
Assistant Professor of Medicine, University of California, San Francisco Cardiology Division, Advanced Heart  
Failure Section

Dr. Selby reports no financial relationships relevant to this field of study.

SYNOPSIS: In patients hospitalized for acute heart failure, adding tolvaptan to furosemide lead to increased weight and fluid loss, but did 
not improve dyspnea at 24 hours.

SOURCE: Felker GM, Mentz RJ, Cole RT, et al. Efficacy and safety of tolvaptan in patients hospitalized with acute heart failure. J Am Coll 
Cardiol 2017;69:1399-1406.

Tolvaptan is an oral vasopressin-2 receptor antag-
onist that inhibits antidiuretic hormones and pro-

motes free water elimination (aquaresis). Although 
it has been shown to increase fluid loss in patients 
suffering from acute heart failure (AHF), no clinical 
trial has shown clear improvements in symptoms or 
long-term outcomes. However, subgroup analyses of 
several trials suggested that patients with hyponatre-
mia and those who received tolvaptan earlier in their 
hospital course may have experienced clinical benefit.

To determine whether more targeted use of tolvap-
tan in AHF could improve outcomes, the creators 
of the Targeting Acute Congestion with Tolvaptan 
in Congestive Heart Failure (TACTICS-HF) trial 
randomized 257 patients hospitalized for AHF to 
oral tolvaptan (30 mg) vs. placebo in addition to 
a fixed-dose furosemide regimen. All patients were 
identified within 24 hours of hospitalization and 
were required to demonstrate dyspnea at rest or, 
with minimal exertion, elevated natriuretic peptide 
levels and at least one additional sign or symp-
tom of congestion. Patients also were required to 
exhibit a serum sodium level < 140 mmol/L. The 
primary endpoint was the proportion of patients 
with at least moderate improvement in dyspnea at 
both eight and 24 hours (“responders”).

For the primary outcome of dyspnea relief, there 
was no significant difference between those ran-
domized to tolvaptan vs. placebo (50% responders 
for tolvaptan and 47% for placebo at 24 hours; P 
= 0.80). Patients randomized to tolvaptan experi-
enced significantly greater weight and fluid loss at 
48 hours compared to those who received placebo. 
Tolvaptan also was associated with an increased 
incidence of worsening renal function (39% vs. 
27%; P = 0.037). There was no difference in hos-
pital length of stay or post-discharge event rates. 
The authors concluded that adding tolvaptan to a 
standard furosemide regimen does not significantly 
improve dyspnea at 24 hours despite greater weight 
and fluid loss.

n COMMENTARY
Tolvaptan currently is approved for the treatment of 
hyponatremia, and there has been substantial inter-
est in expanding its use to AHF. The pathophysi-
ologic basis is sound, with the hope that adding a 
potent aquaretic would reduce the required dose of 
loop diuretics, avoiding some of the drawbacks of 
loop diuretics such as resistance and neurohormonal 
activation as well as preserving renal function. 
The TACTICS-HF trial built on data from previ-
ous trials, attempting to target subgroups in whom 
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there was previously a suggestion of benefit. Unfor-
tunately, TACTICS-HF (as well as the SECRET of 
CHF, another negative trial of tolvaptan for AHF 
published alongside TACTICS-HF) only adds to a 
growing list of trials showing that although tolvap-
tan effectively promotes fluid loss, this does not 
translate to clinically meaningful improvements.

It is not entirely clear why there is such a disconnect 
between fluid loss and clinical improvement in pa-
tients treated with tolvaptan. It may be that the type 
of fluid removed is important. In other words, losing 
free water is not as beneficial as losing fluid with 
a more physiologic electrolyte balance. That said, 
even trials of alternative fluid removal strategies, 
such as aggressive loop diuretics or ultrafiltration, 
have failed to show clear improvements in long-
term outcomes despite successful volume removal. 
AHF clearly remains an incompletely understood 
syndrome. As a result, identifying effective therapies 
has proven very challenging.

Overall, TACTICS-HF was a well-conducted trial 
with few major limitations. The dose of furosemide 
used was relatively low compared to what has been 
used in previous trials, and may have reduced the 

proportion of patients who were adequately decon-
gested. The study also was powered inadequately to 
identify differences in survival and rehospitalization. 
Another consideration in all AHF trials is the dif-
ficulty determining an appropriate primary end-
point. Although TACTICS-HF missed the primary 
endpoint of dyspnea relief at 24 hours, there was 
a non-statistically significant trend toward reduced 
dyspnea in the tolvaptan group at 48 and 72 hours. 
A similar delayed effect was seen in the SECRET of 
CHF. This may reflect the time needed for fluid to 
distribute out of the lungs and extravascular space 
into circulation before a patient experiences clinical 
benefit. In any case, the primary outcome of both 
trials was negative, and these secondary findings 
only can be considered hypothesis-generating.

Based on the results of TACTICS-HF and prior 
clinical trials, routine use of tolvaptan in AHF can-
not be recommended at this time, especially given 
the high price of the drug. It is possible that further 
studies targeting even more specific subgroups of 
AHF patients will identify a role for tolvaptan. For 
now, we must continue searching for an interven-
tion that clearly improves outcomes in patients 
hospitalized for AHF.  n

ABSTRACT & COMMENTARY

Predicting Electrical Cardioversion Failure
By Michael H. Crawford, MD, Editor
Dr. Crawford reports no financial relationships relevant to this field of study.

SYNOPSIS: A study of the 30-day success rate of electrical cardioversion of acute atrial fibrillation revealed five clinical predictors of recur-
rence. These were combined into a risk score that could be useful to avoid unnecessary cardioversions in the acute setting.

SOURCE: Jaakkola S, Lip GY, Biancari F, et al. Predicting unsuccessful electrical cardioversion for acute atrial fibrillation (from the AF-CVS 
score). Am J Cardiol 2017;119:749-752.

Electrical cardioversion (ECV) of atrial fibrilla-
tion (AF) is not always successful and exposes 

patients to thromboembolism when anticoagulation 
is inadequate. Thus, investigators from the FinCV 
study sought to derive and validate a clinical scoring 
system to predict ECV failure and early AF recur-
rence in acute AF patients (< 48 hours). This was a 
retrospective study of first EVCs in 2,868 patients 
with acute AF presenting to one of three Finnish 
hospitals and followed for 30 days after ECV. The 
population was divided into two cohorts: derivation 
(Western Finland) and validation (Eastern Finland). 
Failure was defined as unsuccessful ECV or recur-
rence in 30 days. A multivariate analysis of clinical 

variables believed to be associated with persistence 
of AF was performed on the derivation set and 
resulted in five independent variables: age group (< 
45 years, 45-65 years, and > 65 years), not their first 
AF episode, congestive heart failure, vascular disease 
(coronary, peripheral, or aortic), and more than one 
month since prior episode. Points were assigned to 
each variable to derive an AF-CVS (acronym for the 
five factors, see Table 1) score. The overall AF event 
rate was about 40% in both cohorts. Those with < 
3 points exhibited low failure rates (1.3-13%) and 
with > 5 points high rates (34-67%). The lowest 
rate was seen in young men (< 45 years) experienc-
ing their first AF event (0-6% in both cohorts). The 
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C-statistic for the AF-CVS score was 0.67. The ac-
curacy of the AF-CVS score was independent of the 
use of antiarrhythmic drugs. The authors concluded 
that five simple clinical factors can predict the early 
failure of ECV in acute AF patients.

n COMMENTARY
Rapid cardioversion of new AF patients in the ED 
is becoming more popular as hospitals try to limit 
admissions to higher reimbursed patients. Also, ED 
doctors appreciate the extra procedural income. 
However, repeated ECV can result in prolonged 
atrial stunning and increase the risk of thrombo-
embolism. Thus, it would be useful to create a 
method of identifying patients less likely to experi-
ence recurrent AF after ECV. This study is the first 
attempt to develop a risk tool for recurrent AF after 
acute ECV.

The major determinants of early recurrence are 
a short interval from a prior episode of AF and 
experiencing a prior episode in general. The other 
three factors are components of the CHA2DS2-VASc 
score. Interestingly, sex, which is important in the 

CHA2DS2-VASc score, did not quite make signifi-
cance in this study (female sex, P = 0.065). The 
AF-CVS has a C-statistic of 0.67, which is similar 
to that of the CHA2DS2–VASc score.

Recurrence of AF in 30 days was about 40%, 
which may be an underestimation since patients 
were not monitored for asymptomatic events. This 
score only is applicable to patients with acute AF of 
< 48 hours duration. Recurrences after longer time 
intervals may have different predictors, such as left 
atrial size. Previous studies have shown that the use 
of antiarrhythmic drugs and beta-blockers reduces 
recurrences. Although antiarrhythmic drug use was 
evaluated in this study, it did not affect the accuracy 
of the AF-CVS score. Older literature has identi-
fied the ECG characteristics of AF as a predictor 
of recurrence. Those with coarse AF waves on the 
ECG were less likely to recur than those with very 
fine waves. This may have something to do with the 
health of the atria. ECG characteristics were not 
evaluated in this study. Despite these limitations, I 
believe this score will be useful for identifying the 
appropriate candidates for acute ECV in the ED.  n

ABSTRACT & COMMENTARY

Is Exposure to Arterial Hyperoxia During 
Critical Illness Dangerous?
By Richard Kallet, MS, RRT, FCCM

Director of Quality Assurance, Respiratory Care Services, San Francisco General Hospital

Mr. Kallet reports no financial relationships relevant to this field of study.

SYNOPSIS: Exposure to severe hyperoxia during critical illness is associated positively with increased ICU and hospital mortality  
and associated negatively with ventilator-free days.

SOURCE: Helmerhorst HJF, Arts DL, Schultz MJ, et al. Metrics of arterial hyperoxia and associated outcomes in critical care. Crit Care Med 
2017;45:187-195.

This retrospective, multicenter, observational 
study examined approximately 295,000 arterial 

blood gases (ABGs) in more than 14,000 critically ill 
subjects throughout the course of their ICU stay. The 
primary variable of interest was exposure to hyper-
oxia, which was defined as either mild or severe as 
judged by the arterial oxygen tension (PaO2) (mild: 
120-200 mmHg, severe: > 200 mmHg). These groups 
were compared to those who were defined as nor-
moxic (PaO2 60-119 mmHg). Fourteen oxygenation 
metrics (ranging from first PaO2 to PaO2 area under 
the curve during the first 96 hours in the ICU) were 

entered into a multivariate logistic model, along with 
demographic information and illness severity scores 
(i.e., APACHE IV and SAPS II).

The outcomes of interest were ICU and hospital 
mortality, as well as ventilator-free days. Subjects 
tended to be older (mean 65 years) and male 
(65%), and 50% were classified as a “planned 
hospital admission.” Although not controlled by 
protocol, the standard practice in these institutions 
emphasized “conservative oxygenation,” which 
was undefined.
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The main finding was the existence of a dose-
response relationship between exposure to arterial 
hyperoxia and increased ICU and hospital mortality, 
as well as decreased ventilator-free days. Metrics 
that signified greater exposure over time (e.g., mean 
PaO2 over the ICU length of stay, PaO2 area under 
the curve) had the strongest associations with mor-
tality.

These results generally, but not universally, were 
restricted to those experiencing severe hyperoxia. 
Depending on the metric used, the odds ratio for 
mortality in severe hyperoxia ranged from 1.74-
5.93.

n COMMENTARY
Historically, most hyperoxia experiments focused 
on pulmonary oxygen toxicity rather than systemic 
effects. In these classic studies, most animals died 
from severe hypoxemia and cardiac failure because 
of severe lung inflammation after several days of ex-
posure to hyperoxia. The degree of systemic organ 
damage found at pathological exam was relatively 
minor, and its attribution to either initial hyperoxia 
or subsequent terminal hypoxia could not be deter-
mined. Nonetheless, hepatic and renal congestion 
were noted and observed to require more than 72 
hours of exposure.1

With the advent of electron microscopy, hepatic and 
renal damage with marked disruption in mitochon-
drial structure were discovered even in the absence of 
pulmonary damage. Systemic mitochondrial damage 
occurred within 24 hours of exposure to fraction of 
inspired oxygen (FiO2) of 1, whereas it took a week 
to manifest in animals exposed to a FiO2 of approxi-
mately 0.33.2

There is a growing body of evidence that exposure to 
arterial hyperoxia is more harmful than previously 
supposed, and allowing patients to have more than 
a transient exposure to an elevated PaO2 must be 
re-examined. Indeed, some aspects of our approach 
to oxygen therapy reflect practices that pre-date pulse 
oximetry. At that time, the predominant concern 
was the risk of undetected hypoxemia when ABGs 
were the only quantitative assessment tool available. 
During that time, it was common to manage patients 
with a higher-than-necessary PaO2 as a safety buffer, 
“just in case” of subsequent pulmonary deterioration.

Despite the ubiquitous presence of pulse oximetry, 
this tendency seems to persist, although probably 
on a smaller scale (e.g., during periods of recurrent 
cardiorespiratory instability). However, this practice 
likely comes at a cost, and similar to ventilator-in-
duced lung injury, it’s a phenomenon that only can be 

observed retrospectively using very large databases.

Prolonged exposure to hyperoxia causes consider-
able tissue damage by generating reactive oxygen and 
nitrogen species that overwhelm local anti-oxidative 
defense mechanisms. As shown recently, excessive 
generation of reactive oxygen species during hyper-
oxia in patients already in a profound hyperinflam-
matory state, such as sepsis (or in those at risk for 
reperfusion injury), likely drives poorer outcomes.3

A potential blind spot may be our tacit assumption 
that the degree of hyperoxia sufficient to induce pul-
monary toxicity is likely to be similar in other visceral 
organs (i.e., environmental PaO2 > 450 mmHg). Yet, 
non-pulmonary tissues exist in an oxygen-protected 
environment compared to the lungs. From an evolu-
tionary standpoint, the lungs of most land-dwelling 
animals must have robust anti-oxidative defenses 
to survive, something unnecessary in other organs. 
Moreover, arterial vasoconstriction resulting in a 
20% maximal reduction in organ perfusion occurs 
when PaO2 exceeds 150 mmHg (the level found in 
inspired air), which may account for that value being 
offered as an upper boundary for clinical tolerance.4

This study reminds us that sustained exposure to 
arterial hyperoxia in clinical practice likely is detri-
mental to our patients. Although retrospective and 
observational in nature, the results are consistent 
with the emerging implications of both preclinical 
and clinical studies.

Given the ubiquitous presence of pulse oximetry, it 
behooves us to reassess our assumptions about the 
risk-benefit ratio of allowing even moderate levels 
of arterial hyperoxia in the critically ill. Moreover, it 
provides justification for incorporating closed-loop 
control of oxygen therapy as this technology becomes 
available.  n
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CME OBJECTIVES

1. In the study by Dietz and colleagues of patients 
who died or transitioned to hospice after a 30-
day readmission, what was the most common 
cause of the readmission for patients admitted 
with sepsis during their index hospitalization?

a. Acute respiratory failure

b. Acute kidney injury requiring dialysis

c. Cerebrovascular accident (CVA, stroke)

d. Infection

e. Failure to thrive

2. In the observational study by Dingle, et al., 
a reduction in rates of Clostridium difficile 
infections seen in England after 2007 were 
most likely due to:

a. Spontaneous decrease in C. difficile 
colonization of high-risk patients 

b. Decreased use of fluoroquinolones

c. Improved use of isolation and hand-
washing techniques

d. Decreased use of third-generation 
cephalosporins

3. Felker and co-investigators conducted a 
prospective, randomized, placebo-controlled 
trial of tolvaptan in addition to furosemide in 
patients admitted to the hospital with acute 
heart failure. The results of the study showed:

a. No difference in the relief of dyspnea 
between tolvaptan and placebo

b. Significantly greater weight and fluid loss 
in the tolvaptan group compared to placebo

c. Tolvaptan was associated with an 
increased incidence of worsening renal 
function compared to placebo

d. All of the above
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To earn credit for this activity, please follow these instructions:
 
1. Read and study the activity, using the provided references for further research.  
2. Log onto AHCMedia.com, then select “My Account” to take a post-test. First-time users must register on the 
site. 
3. Pass the online tests with a score of 100%; you will be allowed to answer the questions as many times as 
needed to achieve a score of 100%.  
4. After completing the test, a credit letter will be emailed to you instantly.
5. Twice yearly after the test, your browser will be directed to an activity evaluation form, which must be 
completed to receive your credit letter.
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• discuss pertinent safety, infection control and quality improvement practices;
• explain diagnosis and treatment of acute illness in the hospital setting; and;
• discuss current data on diagnostic and therapeutic modalities for common inpatient problems. 
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