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a b s t r a c t

This thesis was an attempt at concept clarification: the

clarification of the concept of nausea as seen in patients with a 

myocardial infarction or experiencing myocardial ischemia.

The purpose of this study was to clarify the concept of nausea 

by (1) describing it as seen in patients with a myocardial infarction 

Or experiencing myocardial ischemia and (2) determining the outcome of 

these patients thereby determining nausea’s significance as a risk 

predictor.

Five data collectors made observations around the clock for 

eight days of patients admitted to a Coronary Care Unit with the diag

nosis of ’’rule out myocardial infarction.” If the subjects became 

nauseated or vomited temporal aspects, criterion attributes and sub

jective complaints were identified and tabulated, The charts were 

also read to gather demographic and illness related data.

The information gathered was summarized and hypotheses for 

testing and a conceptual model were developed. The final findings 

were: a subject with an inferior infarction/ischemia was more likely

to have nausea, nausea may be a primary entity rather than a secondary 

phenomenon related to pain, diaphoresis occurred in all instances of 

nausea and the major complications associated with nausea were pain 

and vagal sequelae.

ix



CHAPTER 1

INTRODUCTION

The process of conceptualizing in nursing is in its infant 

stage. Nurses continue to take in a tremendous number of facts, im

pressions arid experiences. Yet a systematic organization of this 

knowledge is missing. Nurses can't afford to have their professional 

competencies in a "junk drawer" state. Nurses need to begin to gather, 

define and categorize this large number of facts, impressions and ex

periences to build nursing theory and practice. Theorists, like Jacox, 

Norris, Kritek and others, have begun this process of organizing nurs

ing's knowledge/experience into idea packages called concepts. One 

concept that has not been adequately described, yet a term nurses use 

frequently is the concept of nausea.

Nursing is becoming increasingly accountable for the diagnosis 

and management of nursing care problems in the health care system. A 

growing importance is thus placed on the acquisition of a sound body 

of nursing knowledge. Nursing's ability to organize knowledge into a 

range of concepts readily retrievable by nurses for the diagnosis and 

management of patient care becomes paramount (Carnevali 1977).

Nursing as yet has no well defined boundary of knowledge. The 

difficulty is that nursing, a practice discipline, draws knowledge from 

a large variety of areas. Questions, such as, "what is nursing
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knowledge?n and "can nursing theories be developed?" are being debated 

in nursing, Jacox (1974) stated nursing should develop theories and 

she proposed that the way to do this is for nurses to systematically 

organize a body of knowledge on which to base their practice.

Donaldson and Crowley (1978) agreed with Jacox, but noted that 

the problem plaguing nursing is the identification of the essence of 

nursing research and thus the common elements that give coherence to 

an identifiable body of knowledge. These elements are taken for grant

ed, generally accepted or understood and an explanation of particulars 

is required. They concluded that it might behoove nursing to seek 

these relationships or commonalities, before proceeding to "derive the 

nature of nursing" (Donaldson and Crowley 1978, p. 113).

Both Jacox (1974) and Norris (1978) identified the first step 

of theory construction as being a period of defining concepts that are 

used to describe phenomena of the field.’ Kritek (1978) stated that 

nursing has to some degree bypassed this step with the result that 

there is frequent use of poorly defined terms to describe nursing phe

nomena. She identified that this has hindered attempts to build the

ories in nursing. Kritek (1978) further suggested rectifying this 

problem with emphasis directed towards completing "level one" of theory 

construction with the generation and classification of nursing concepts.

Since nausea is a nursing concept (nurses care for nauseated 

patients everyday) a basic assumption of this thesis is that its descrip 

tion is. basic to the development of nursing theory and ultimately to a 

scientifically based nursing practice. Nauseated patients are found in 

a variety of patient care settings including obstetrical units.



recovery rooms, medical units and coronary care units, Therefore, an 

overall conceptualization of nausea cannot be completed until it has 

been explored in each patient care setting in which it is found. It is 

a basic assumption of this investigation that each area needs to be 

considered and classified separately. The identification of relation

ships and/or common elements will follow. This study covered the area 

of nausea as seen in the patient with a myocardial infarction or myo

cardial ischemia.

The term "nausea11 is most always used in a description of 

symptoms for an impending myocardial infarction (MI). Yet, a search 

of the literature revealed a dearth of information correlating the 

physiologic link between nausea and myocardial infarction. However, 

(personal.) clinical observations led one to believe that nurses in cor

onary care units are greatly concerned about a patient with a myocardial 

infarction who presents with the symptom of nausea, in addition to pain. 

These observations indicated that patients with myocardial infarction 

may experience nausea before chest pain occurs, that an increase in 

height of the bed to a 90 degree angle can increase the occurrence of 

nausea/vomiting, and that nausea followed by vomiting is a prodromal 

sign of extension of an infarction and possibly a negative prognostic 

s ign.

Heart disease is the leading cause of death in the United States, 

Many of these deaths occurred in people in the prime of life and reduc

tion of this mortality has become a critical aspect of health care in 

the United States. In the search to find ways to reduce mortality a 

variety of parameters have been used to predict the risk of death in



patients with acute myocardial infarction (Kleiger et a1. 1975) , How

ever, once the person has had the MI, it is difficult, at best, to pre

dict the outcome in these patients. Clarification of the concept of 

nausea may move us in this direction. If nausea is found to be an 

alarm or warning system for a possible ominous outcome in patients who 

have had a Ml, it is imperative that the significance of the concept 

nausea, as well as its unique criterion attributes, be identified.

Purpose of the Study 

The purpose of this study was to clarify the concept of nausea 

by (1) describing nausea as seen in patients with a myocardial infarc

tion or experiencing myocardial ischemia and (2) determining the out

come of these patients thereby determining nausea's significance as a 

risk predictor. If nausea appeared to be identified as a risk pre

dictor, as a symptom it would be treated more seriously, so as to alter 

the treatment course and ultimately decrease the death rate.

Statement of the Problem 

This study attempted to answer the following questions: (1)

what are the subjective complaints of a patient and objective observa

tions made of a patient with a myocardial infarction or ischemia ex

periencing nausea and/or vomiting?, (2) what are the criterion 

attributes that can be identified during the episode of nausea/ 

vomiting? and (3) what complications arise in a patient who has ex

perienced nausea prior, during and/or following myocardial infarction 

or ischemia?



CHAPTER 2

REVIEW OF LITERATURE

This chapter presents a selected review of the literature and 

includes a perspective on myocardial infarctions including complica

tions, the physiologic link between nausea and myocardial infarction, 

a perspective on nausea and a synopsis of two studies concerning the 

incidence of nausea in myocardial infarctions.

Perspective on Myocardial Infarction

Coronary heart disease involves the pathologic process of 

deposition of lipid material in the intima layer of the coronary ar

teries. These lesions, which later include calcifications, are called 

atherosclerotic plaques. The pathologic process is a progressive one 

leading to varying degrees of interference of free blood flow to the 

myocardium. More severe obstructions of blood can lead to chest pain 

(angina pectoris), ischemia, and total occlusion of a major artery can 

result in myocardial infarction (Singer 1976).

Three major areas are considered in diagnosing a myocardial 

infarction. The first is the characteristic clinical picture in

cluding substernal chest pain, heaviness, burning, aching or pressure, 

shortness of breath, diaphoresis, weakness, nausea, vomiting and severe 

anxiety. The second area is enzyme changes:. The enzymes are serum 

glutamic oxalacetic transaminase (SCOT), serum lactic dehydrogenase 

- ■■ •' ’ 5 . '



(LDH)5 serum creatinine phosphokinase (CPK), and serum creatinine 

phosphokinase-cardiac fraction (CPK-MB) (Wallach 1970). The third 

major area is the classic electrocardiographic (EKG) readings 

(Andreoli 1971).

Myocardial infarctions are also subdivided according to their 

electrical location. The first location is entitled anterior which 

shows wave changes in leads and . The next location is en

titled inferior and involves wave changes in leads II, III, and AVf. 

Another location is lateral and shows changes in leads I, AVI, , 

and The last location is pure posterior with wave changes seen

in leads and V2 (Andreoli 1971),

Complications of Acute Myocardial Infarction

In patients who fail to survive an acute myocardial infarc

tion a number of pathologic states are evident. Some may be related 

to known mechanisms, while in others the exact mechanism of death is 

not known. In many instances death does not occur because of the 

presence of necrotic tissue but as a complication of the muscle that 

survives. One of the common causes of death is acute coronary insuf

ficiency due to ventricular fibrillation or cardiac arrest (Hurst 

1977).

Congestive heart failure is a common complication of myocardial 

infarction. This usually begins as acute left ventricular failure with 

symptoms of dyspnea, tachycardia, tachypnea, orthopnea, pulmonary rales 

or rhonchi (Romhilt and Fowler 1973). The patient may also experience 

restlessness,insomnia or weakness. Cardiac failure can lead to the 

sudden onset of pulmonary edema where the patient literally drowns in



his own secretions (Hurst 1977). Patients with heart failure may also 

exhibit gastrointestinal symptoms, including anorexia, nausea, vomit

ing, abdominal distension, fullness after meals or abdominal pain 

(Hurst 1977).

Another complication is cardiogenic shock. Its diagnosis is 

made according to a systolic blood pressure below 80mm Hg. or evidence 

of decreased perfusion of the skin, brain or kidney. Patients may 

have cold clammy skin, decreased urinary output, impairment of cere

bral function or abdominal pain (Romhilt and Fowler 1974). Hypoten

sion can cause the symptoms of nausea and vomiting (Mellenkamp and 

Wang 1977).

Another major complication of acute myocardial infarction and 

a major cause of death is cardiac rupture. The prevalent type of rup

ture is the rupture of the free left wall of the ventricle and the 

patient may experience new or prolonged pain before death ensues 

(Romhilt and Fowler 1974). Less common types of rupture are ventricu

lar septal ruptures and papillary muscle ruptures. The former usually 

occurs within the first week following the infarction and often leads 

to shock or congestive heart failure (left or right) with the degree 

depending upon the size of the defect (Romhilt and Fowler 1973). The 

latter can occur as a result of many disease states but most commonly 

due to coronary insufficiency or myocardial infarction (Burch, De- 

Pasquale, and Phillips 1968). The papillary muscles receive their 

blood supply from the large branches of the coronary arteries, thus 

they are susceptible to injury if blood flow is impaired (Romhilt and 

Fowler 1973).



Pericarditis is a complication which is usually restricted to 

infarcts of the transmural variety. Usually pericarditis is of no. 

major functional significance but at times it can be of importance, 

for example^ hemmorrhagic effusion can occur into the pericardium re

sulting in cardiac tamponade (Hurst 1977). Pericarditis may occur 

with the absence of pain though pain is the most prominent symptom.

The pain may be precordial or may be confined to the trapezius area, 

neck, shoulders or upper arm, especially on the left side. The pain 

is usually aggravated by deep inspiration. Cough may also be a com

plaint and low grade fever is frequently present (Hurst 1977), Pain . 

can cause the symptoms of nausea and vomiting (Mellenkamp and Wang 

1977), .

Additional sequelae of acute myocardial infarction are the 

thromboembolic complications. They are the result of thrombus forma

tion over the infarcted endocardium or within the pelvic or leg veins. 

Recognition of pulmonary emboli without pulmonary infarction is diffi

cult, However, recurrent episodes of weakness, dyspnea, tachypnea, 

sweating, tachycardia and arrythmias in the absence of extension of 

the myocardial infarction is suggestive. Systemic arterial embolism 

can cause infarction of any organ and may not produce pain, coldness, 

numbness and discoloration to an extremity (Hurst 1977).

Ventricular and atrial arrythmias are common after a myocardial 

infarction. There is a high incidence of premature ventricular con

tractions occurring in about one-third of the patients and causing 

symptoms in about 10 percent (Romhilt and Fowler 1974). Premature ven

tricular contractions can lead to ventricular, tachycardia and .



persistent ventricular tachycardia may produce serious impairment of 

cardiac function. With rapid ventricular rates cerebral blood flow 

can be reduced by 40 percent. . Ventricular tachycardia can deteriorat 

into ventricular fibrillation resulting in zero cardiac output (Hurst 

1977). Atrial flutter and fibrillation occur less frequently follow

ing the infarction than do the ventricular arrythmias (Romhilt and 

Fowler 1974). But any atrial or ventricular arrythmia that leads to 

hemodynamic impairment can cause hypotension or shock. And as pre

viously mentioned, this may result in the symptoms of nausea or vomit 

ing.

Second and third degree heart block complicates a myocardial 

infarction in about eight to ten percent of the patients. They are 

also found more frequently in inferior wall infarcts than anterior 

wall infarcts since the atrio-ventricular node arises from the right 

coronary artery in approximately 85 percent of the patients (Romhilt 

and Fowler 1974). Second degree heart block may or may not cause

symptoms. At high grades and low rates the symptoms of dizziness and
• . . • ■ ■ ' • - .

syncope may result (Hurst 1977). Third degree heart block can result 

in various degrees of symptoms, from asymptomatic to mild to serious 

symptoms. These symptoms include lightheadedness, palpitations, 

tiredness to severe and fatal Adams-Stokes attacks and heart failure 

(Hurst 1977).

Physiologic Link,Between Nausea 
and Myocardial Infarction

Located behind the atrio-ventricular node there are a number 

of autonomic ganglions (Hurst 1977) that are presumed to be vagal
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ganglions. These and the adjacent structures are thought to act as 

receptors (James 1968). The most common pathologic change to this 

area occurs because of ischemia or infarction. In a study by Thoren 

(1972), with cats, it was found that the receptors increased their 

activity during short lasting general asphyxia and during transient 

occlusion of one of the coronary arteries, The coronary artery sup

plying the atrio-ventricular node in 90 percent of the people is the 

right coronary artery. The occlusion of this artery results in a 

posterior myocardial infarction (Hurst 1977), The changes of ischemia 

or infarction are picked up by the receptors, travel to the reticular 

formation (where the vomiting center is located) and eventually re

sults in syncope or a more prolonged loss of consciousness, in addi

tion to other manisfestations which are: diaphoresis, increased

salivation, a defecation reflex and a high incidence of nausea and/or 

vomiting. All these symptoms can be caused by excess vagal stimula

tion (Hurst 1977).

There has been some question as to the origin of this vagoto

nia, But work done by Juhasz-Nagy and Szentivanyi (1961) and James 

(1968) suggested that the neural strictures at the posterior border 

of the atrio-ventricular node may be the site. If this is true, the 

vagal actions of a posterior myocardial infarction are the human coun

terparts of the Bezold-Jarisch reflex seen in experimental animals 

(Hurst 1977) .

The Bezold-Jarisch reflex is an experimental reflex that orig

inates from unknown, chemoreceptors in the heart and has afferent and 

efferent pathways in the vagus nerve (Krayer 1961). A wide variety
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of chemicals like veratrine, nicotine,'and.5-hydroxytryptamine may 

initiate this reflex in certain animals (Dawes and Comroe 1954), The 

results of stimulating this reflex are sinus bradycardia, hypotension 

and peripheral vasodilation (Hurst 1977);

Hurst (1977) stated that a reflex corresponding to the Bezold- 

Jarisch reflex may be present in some patients, especially those with 

a posterior or inferior myocardial infarction. Ischemia would cause 

an activation of the autonomic ganglion receptors resulting in a vagal 

ref lex which causes, a high incidence of s inus bradycardia, heart block,, 

hypotension, nausea, bronchospasm and tracheal burning as seen in 

these types of infarctions >

In addition to the Bezold-Jarisch reflex there is sufficient 

evidence to justify the opinion that there are sensory stretch recep

tors in the ventricles; receptors which are excited by a rise in in- 

traventricular pressure, left ventricular distension or ischemia, 

whose afferent fibers run in the vagi. When excited, these cause a 

reflex fall in blood pressure, heart rate and cause peripheral vaso

dilation (Dawes 1963),

It has also been shown that activation of non-mye1in a t e d 

vagal afferents emanating from the left ventricle of the heart can, 

besides reflex bradycardia and hypotension, elicit a marked reflex 

relaxation of the. stomach. This gastric relaxation can be produced by 

electrical excitation of the vagal cardiac afferents (Abrahamsson and 

Thoren 1973).,



Perspective on Nausea

Nausea is a symptom found in association with patients with a 

myocardial infarction. As has been described, it can result directly 

from the ischemia or infarction or indirectly from a variety of com

plications resulting from the infarction, or both, .

What is nausea? Definitions of nausea include: l!a stomach

disturbance characterized by a feeling of the need to vomit, strong 

aversion, repugnance, disgust,T (Morris 1969), and "a sickness of the 

stomach, producing dizziness and an impulse to vomit, a feeling of 

loathing in general" (Funk and Wasnall's, 1973).

Within an etymological dictionary (Klein 1967) it was found 

that nausea or nausia was first used by the Greeks and it meant "ship 

sickness". It was derived from the word nautical--"pertaining to 

ships or navigation." Possibly the Greeks had originated the word 

because of how they felt when they become sick at sea; seasickness- 

motion sickness.

Treisman (1977) put forth some interesting theories on how 

motion sickness, with its related nausea and vomiting, came about.

He stated that motion sickness is widespread among humans and found 

in a number of other animals. The author’s contention is that the 

unbeneficial, unpleasant phenomena of nausea and vomiting could not 

have occurred so widely by accident. But that it was a part of some 

evolutionary process that began by being a mechanism for survival.

His reasoning began with the concept that every animal from 

birth must organize his movements and this organization produces his 

"spatial framework." The animal places himself and his body parts
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within the environment according to this framework, using propriocep

tive input, vestibular input and visual input. All of these are co

ordinated. If for some reason an interruption should occur to the 

system, the framework must realign itself. Motion sickness would oc

cur if the system was bombarded by repeated challenges exceeding its 

adaptation capacity or if the coordination or correlation between the 

input systems was broken, interrupting their flow.

But why should this cause vomiting in an individual? Treisman 

believed it began in animals as an evolutionary defense against in

gested toxins. When an indiscriminate eater consumed toxins, these 

toxins affected his nervous system, affecting sensory input and motor 

output. An emetic response to this would be advantageous. So the 

same interruption to the spatial framework caused by ingesting toxins 

is the same interruption caused by motion; riding in,cars, planes, 

ships and evokes the same response. . "Motion sickness is an adaptive 

response evoked by an inappropriate stimulus’1 (Treisman 1977, p. 495).

Why does nausea occur? Treisman (1977) stated that as an 

animal encounters a toxin he should not only eliminate it but avoid 

it in the future. He named this "aversion conditioning,” Thus, the 

sight, sound or occurrence of something like pain or injury may trigger 

the same toxin-early-warning system.

An "accepted explanation" (Brobeck 1973), (Mellenkamp and Wang 

1977) for the multiplicity of causes for nausea and vomiting is the 

presence, of a vomiting center. In 1948 H, L. Borison and S. C, Wang 

established, through experiments with cats, the presence of a vomiting 

center located in the dorsolateral border of the lateral reticular
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formation (BorIson and Wang 1949; Borison and Wang 1950). This can 

be seen in Figure 1,

In 1977, a number of articles on nausea appeared in Drug 

Therapy. One article by Mellenkamp and Wang (1977) reiterated the 

presence of the vomiting center. They stated that the vomiting center 

is the final common pathway which receives stimuli from a number of 

afferent pathways (see Figure 2), Many of these pathways have been 

identified with the use of various agents or processes known to cause 

nausea and vomiting, which include: orally ingested compounds that act

on the intestinal tract, tactile pharyngeal stimulation, distension or 

traction of the viscera* increased intracranial pressure, pregnancy, 

stimulation of the inner ear, pain, hypotension, electrolyte distur

bances and psychic factors. This variety implied that there are many 

different afferent pathways to the vomiting center, all of which have 

not been identified.

It was also found that there existed a Chemoreceptor Trigger 

Zone (CTZ)(Borison and Wang 1972; Borison and Wang 1953; Mellenkamp 

and Wang 1977) that is sensitive to blood-borne compounds yet distinct

ly separate from the Vomiting Center. Stimulation of the Ghemoreceptor 

Trigger Zone activates the Vomiting Center which is insensitive to 

blood-bourne stimuli. Therefore the Vomiting Center receives informa

tion from three sources: the Ghemoreceptor Trigger Zone; the heart,

stomach and intestines; and the higher centers of the cortex (McCarthy 

1964). .

The Vomiting Center is also located within close proximity to 

autonomic nuclei such as the respiratory and vasomotor centers,
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CP.AN I AL- NUCLEI 
CHE.MORE.C.E:.PTOR 

RETICULAR FORMATION 

Figure 1. Location of Vomiting Center and Chemoreceptor Trigger Zone 

Permission to publish modification of location of Vomiting 
Center obtained from Dr. Richard Wang 
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excitatory and inhibitory ascending tracts of the reticular formation 

and the salivary and vestibular nuclei (Mellenkamp and Wang 1977). 

Therefore, strong neural discharges on the Vomiting Center will affect 

the surrounding area producing related symptoms, for example, increased 

salivation, diaphoresis, defecation reflex and/or dizziness,

When toxic compounds are ingested or pain occurs or certain 

sights, sounds or smells are present, impulses travel by different 

pathways to the Vomiting Center. This elicits the emetic response by 

stimulating the efferent pathways that influence: (1) the sensation

of nausea and (2) the motor act of vomiting, The influence extends to 

the phrenic nerves of the diaphragm, the spinal nerves to the abdominal 

and intercostal muscles, the visceral fibers of the vagus and sympathet- 

ics and the voluntary muscles of the pharynx and the larynx (McCarthy 

1964).

In summary, ischemia or infarction of the myocardium could 

stimulate (1) direct receptors, (2) chemoreceptors, (3) stretch recep

tors, and/or (4) non-myelinated afferents originating from the heart 

to send impulses to the Vomiting Center. This center in return could 

produce the sensation of nausea and if the impulses are strong enough, 

to produce the motor act of vomiting. Also, if the impulses are strong 

enough adjacent autonomic ganglia may be affected causing increased 

salivation, a defection reflex, diaphoresis and/or dizziness (see 

Figure 3). In addition, complications arising due to ischemia or in

farction of cardiac muscle can elicit the symptom of nausea. Both di

rectly and indirectly nausea in the patient with a myocardial 

infarction could be the result of an evolutionary process.
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Incidence of Nausea in 
Myocardial Infarctions

Two studies have been done on the incidence of nausea in myo

cardial infarctions, Reports of those studies appear in Italian pub

lications and abstracts in the English language accompany the two 

studies. The following information is from those abstracts.

The first study was done in 1968 by Verdun di Cantagno,

Vizzeri, and Orione. They found that epigastralgias (gastric com

plaints) occurred in 7.1 percent of 450 cases of myocardial infarc

tion. Epigastralgias were observed generally during rest and were less 

marked than the symptom of angina. It was associated with dyspnea.

The second study was completed in 1971 by the same researchers. Nausea 

and vomiting were present in 75 cases (14.6%) of 500 cases of myocar

dial infarction (Verdun di Cantagno et al, 1968; Verdun di Cantagno, 

Vizzeri, and Orione 1971).

From the data that was available it was not possible to 

specifically document the Incidence of nausea alone. No other studies 

on nausea and myocardial infarctions were found.



CHAPTER 3

METHODOLOGY

This chapter deals with the following aspects of the research 

methodology: study design, subjects, criteria for subject selection,

data collection, design limitations, data analysis and human subjects 

requirements.

Design of the Study 

An exploratory design was chosen to answer the questions of 

this study: (1) what are the subjective complaints of a patient and

objective observations made of a patient with a myocardial infarction 

or ischemia experiencing nausea and/or vomiting?, (2) what are the 

criterion attributes that can be identified during the episode of 

nausea/vomiting? and (3) what complications arise in a patient who has 

experienced nausea prior, during and/or following the myocardial in

farction/ischemia? This design was chosen in order to allow for flex

ibility and an opportunity to gather an optimal amount of information 

about nausea.

Subjects and Criteria for Selection

The subjects for this study consisted of all English speaking

persons admitted to the Coronary Care Unit (CCU) in one hospital in an 

urban area in the Southwestern part of the United States. Permission

to do research at this facility was sought and obtained from the

20
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Associate Director of Nursing Research. She introduced the project to 

the head nurse of the CCU, who then discussed it with the medical 

supervisor and together they made the final decision to approve the 

study.

Selection of subjects occurred over an eight day period. The 

subjects' diagnoses were myocardial infarction or ischemia. The 

patients were approached after admission to the CCU at a time when 

they were assessed to be pain free and considered stable by the criti

cal charge nurse. All subjects agreed to be in the study.

Protection of Human Subjects

The human rights of the subjects in this study were protected 

in accordance with guidelines set by the Department of Health, Educa

tion and Welfare. These rights included the right to informed consent, 

confidentiality and protection against risk to subjects. It was felt 

that the potential risk to subjects in this study was minimal. If, 

however, the subject experienced distress during the observational 

period the investigator was prepared to cope with the situation. The 

privacy and anonymity of the subjects was protected throughout the 

study. The subjects consent form used and the approval by The Uni

versity of Arizona Human Subjects Committee are seen in Appendices B 

and C, respectively.

Data Collection 

Data were collected in two ways: (1) patients' charts were

reviewed and information was obtained that related to demographic
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aspects and current illness and (2) observations were made of patients 

who became nauseated or vomited.

Information was gathered with the use of a data collection 

tool. It was derived from factors deemed significant from the review 

of the literature. It consisted of Parts 1 and 2 (see Appendix A).

The questions in Part 1 asked for demographic and current illness re

lated information which included date, admitting diagnosis, location 

of myocardial infarction or ischemia, age, sex, serum enzymes and 

whether the patient was nauseated on admission. The questions in 

Part 2 related to information about the subject's complaint of nausea 

attributed to his current illness. It asked for information in three 

different areas. The first area was related to temporal aspects of 

nausea. It included the time of day the nausea/vomiting took place, 

the number of hours following admission the nausea/vomiting occurred 

and nausea's relationship to chest pain. The second area was the ob

jective observations made by the data collectors. It included questions 

which enabled the data collector to describe how the subject appeared 

during the episode of nausea/vomiting. This was an attempt to identify 

criterion attributes. Also the data sheet contained a checklist of 

possible complications that could occur associated with the nausea/ 

vomiting. These complications included the following: hypotension,

pain, pain medication reactions, atrial arrythmias, junctional arryth- 

mias, ventricular arrythmias, congestive heart failure, pulmonary 

edema, left ventricular failure and cardiac arrest, The third area was 

related to subjective complaints associated with nausea. Since nausea 

is a subjective as well as a .physiologic phenomenon the data sheet
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contained questions which pertained to the subjects' complaints. In 

addition the data collectors were asked to rate the severity of the 

nausea observed on a six point scale. The scale ranged from the sim

ple complaint of nausea to the motor act of vomiting.

Chart Review

Since it was not predictable which patient admitted to the 

CCU would become nauseated, a data collection sheet was initiated for 

all patients admitted to the CCU, who met the criteria for selection 

and who signed the subject’s consent form. Part 1 of the data collec

tion tool was completed at this time.

Observations

Observations of all subjects in the study were accomplished by 

five data collectors (all of whom were registered nurses and graduate 

students in nursing). The data collectors were briefed concerning the 

conceptual framework of the study and the data collection tools were 

reviewed with them before the observations began.

The principal investigator was present with each of the four 

data collectors to make observations the first time the data collec

tors were in the CCU in order to assure consistency of data collection. 

One of the data collectors was present in the CCU on a 24-hour basis 

to observe patient actions, so that if a subject became nauseated or 

vomited the data collector was present to observe the subject and 

complete Part 2 of the data sheet.
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Design Limitations 

This descriptive study, designed to describe the concept of 

nausea, had the following limitations:

1, All patients admitted to the CCU were routinely given pain 

medication, such as Morphine Sulfate or Demerol, which can 

cause nausea and/or vomiting.

2. Five data collectors made the observations of the subjects 

experiencing the: nausea/vomiting, therefore reliability of 

reporting was not assured,

3a Emotional reactions of subjects were not included in this

study. While emotions, stress and anxiety are known to cause 

nausea/vomiting these aspects were beyond the scope of this 

study.

4. The data collectors had no control over the medical or nursing 

care the subjects received.

, 5. The nature of this thesis, concept clarification and the method 

involved, of necessity limited the number of subjects within 

the study. No generalizations about the findings were pos

sible, rather hypotheses for testing were generated.



CHAPTER 4

PRESENTATION OF THE DATA

This chapter presents the data collected through the use of 

the nausea data sheet, parts 1 and 2.

Characteristics of Patient Sample

Demographic and Illness Data

Ten patients, three females and seven males, ages ranging from

48 to 79 years with a mean age of 62,9, were admitted.to the CCU during

the eight day period of the study with the diagnosis of "rule out myo

cardial infarction" (MI) (see Table 1). The listed diagnoses were made

at the time of discharge from the CCU.

Five subjects (A, B, D, F, I) were subsequently diagnosed as 

having a MI, The mean age of these subjects was 62.6 years. Their

diagnoses were made according to presenting signs, symptoms, EKG anal

ysis and a cardiac enzyme profile.

The remaining five subjects (C, E, G, H, J) were diagnosed as

having myocardial ischemia according to presenting signs, symptoms,

EKG analysis and a cardiac enzyme profile. The mean age of these sub

jects was 63.2 years.

25
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Table 1. Age, Sex and Diagnosis by Subject (10)

Subject Age Sex Diagnosis

A 68 F inferior MI

B 66 M anterioseptal and 
lateral MI

C 60 M inferior ischemia

D 62 M anteriolateral MI

E 62 M substernal chest 
pain

F 69 M anterioseptal MI

G 62 F substernal chest 
pain

H . - ' 53 • M unstable angina

I 48 M inferior MI

J 79 F inferior ischemia

Criteria for Diagnosis

Definitive diagnosis of the myocardial infarction was not made 

on any subject until serum enzymes were elevated above the normal range. 

Table 2 presents serial serum enzyme levels for all ten subjects. With 

the exception of one subject (H), three sets of serum enzymes were 

measured, one on admission and the next two consecutive mornings. Sub

jects A, B, D, F , and I showed definitive enzyme changes that allowed 

for deferentiation of the diagnosis of myocardial infarction from the 

diagnosis of myocardial ischemia.
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Table 2. Serum Enzyme Profiles at Three Points 
in Time on Subject (10)

Subject Diagnosis Time
Taken

SCOT
(4-20)

LDH
(20-70)

CPK
(20-90)

CPK-MB 
(0)

A inferior MI 1* 264 210 1354 133
2** 107 220 831 119
3*** 126 241 351 58

B anterioseptal and
lateral MI 1 118 94 882 176

2 177 217 1174 127
3 70 262 1044 45

C inferior ischemia 1 31 62 62 0
2 13 51 52 0
3 14 48 46 0

D anteriolateral MI 1 9 48 94 0
2 56 93 720 5
3 40 139 237 130

E substernal chest 1 15 39 30 0
pa in 2 14 38 20 0

3 4 30 17 0

F anterioseptal MI 1 20 55 89 0
2 89 148 255 141
3 13 52 45 27

G substernal chest 1 54 43 12 0
pa in 2 23 30 10 0

3 12 27 10 0

H unstable angina 1 : 7 42 25 0
2 6 39 25 0

I inferior MI 1 14 36 90 0
2 41 46 548 137
3 15 100 967 --

J inferior ischemia 1 13 66 26 0
2 22 67 19 0
3 24 65 19 0

* admission 
** 1st morning 

*** 2nd morning
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Nausea Data '

Data pertinent to nausea and myocardial infarction/ischemia were 

obtained on all ten. subjects. The data collected included temporal as

pects of nausea, objective observational data, both open and closed 

questions, self-report information, subjective complaints, observer 

ratings of severity of nausea, as. well as the complications found to 

be associated with the nausea. Data collection was accomplished by 

five data collectors. They gathered information by both observation 

and interview over an eight day period.

After informed consent was obtained from each subject, each was 

interviewed concerning preadmission nausea. The questions on the data 

sheet were used to obtain this recall report. Then if the subjects be

came nauseated and/or vomited while in the CCU this was observed by the 

data collectors who objectively recorded the event by completing the 

data sheet once again. The data that follow is therefore a combination 

of subject self-report recall information and objective observations of 

the phenomena.

Diagnosis and Time of Nausea

Seven of the ten patients admitted to the CCU reported that 

they had nausea prior to admission to the hospital (at the time the 

initial infarction or ischemia took place). Three subjects (A, C, J) 

also experienced nausea on admission to the CCU and four subjects (A,

F, I, J) experienced nausea after admission. See Table 3.
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Table 3. Diagnosis and Time of Nausea by Subject (10)

Subject Diagnosis

Nausea Nausea 
. before on 
admission admission

Nausea
after

admission

A inferior MI X X X

B anterioseptal and lateral MI

C inferior ischemia X X

D anteriolateral MI X

E substerna1 chest pain

F anterioseptal MI X X

G substernal chest pain X

H unstable angina

I inferior. MI X

J inferior ischemia X X X

Temporal Aspects of Nausea .

• Nausea occurred before, with, after the chest pain and it oc*». 

curred alone according to self-report and observational data. Table 4 

presents the frequency of nausea in subjects with and without chest 

pain. According to the table, 50 percent of the subjects reported 

chest pain occurring with the n a u s e a H o w e v e r  , it also reveals that 

in five instances nausea occurred before the chest pain.



30
Table 4. Subjects' Association of Chest Pain with Nausea

Event Nausea Number of
self-report observed Subjects

occurred before chest pain 2 3 2 (C,J)

occurred with chest pain 5 3 (A,F,G)

occurred after chest pain 1 1 (D)
nausea occurred by itself 

chest pain occurred by itself

2 2 (F, I)

4 (B,E,H,I)

Criterion Attributes

According to the review of literature, criterion attributes 

associated with nausea range from diaphoresis to the motor act of vomit

ing. In order to collect all the possible information associated with 

nausea both self-report data and observational data have been compiled. 

The frequency distribution of criterion attributes are shown in Table 5. 

Note that diaphoresis occurred in all instances and in all subjects.

No subjects reported being hot and though the defecation reflex occurred 

in three instances , it was experienced by only one subject.

The data collectors recorded as objectively as possible the ap

pearance, statements and behaviors of the subjects during the episode, 

of nausea/vomiting. These additional observed criterion attributes are 

listed on page 32 for subjects C, F, I and J.
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Table 5. Subjects' Criterion Attributes Associated with Nausea

Criterion Attributes
Nausea • 

self-report observed
Number of 
Subjects

vomiting 2 1 3 (A,C,J)

diaphoresis . 8 5 7 (A,C,D,F,G,I,J)

increased salivation 4 3 3 (A,F,J)

increased swallowing 5 4 4 (A,C,F,J)

hot 0 0 0

cold 5 2 3 (A,G,J)

dizziness 6 4 5 (A,C,D,F,J)

defecation reflex 3 0 1(A)



32

. Subject C on admission--pale
forehead diaphoretic 
bent over slightly 
holding stomach with one hand 
holding ernesis basin with other 
taking deep breaths intermittently 
concentrating look

Subject F after admission--trying to burp
said "I feel sick to my stomach” , 
course tremor to hands 
thick tongued
respiratory rate 20 and dyspnic
diaphoretic
pale
wanting bed at higher angle but 

not straight up 
eyes staring 
swallowing frequently 
complaining of being lightheaded

Subject I after admission--complaining of gassy, burning
feeling in stomach 

trying to burp 
belching

Subject J on and after admission--complaining of nausea
forehead and palms diaphoretic
swallows frequently
spits out excess saliva
takes deep breath then swallows
lying flat on back
bed at 60 degree angle
moves head and body together : .
hand trembles holding emesis basin
holds Kleenex in other hand
wipes lips frequently
pale
complains of room spinning 
sits up abruptly, says ”1 1 m going to 

be sick,” vomits 
diaphoretic, gown damp and clingy

Sub j active Complaints

Additional criterion attributes were obtained from subjects in 

the form of verbal complaints at the time the nausea occurred. The 

complaints associated with the event appear to focus on symptoms
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related to the gastrointestinal tract. However, other subjective 

material emerged related to a variety of other organ systems. These 

are shown below for Subjects A, C , F , G and 1.

Subj ect Complaints

A shaky
. weak
I don’t feel like moving 
I don’t want to lie flat

C weak
my stomach hurts 
no real chest pain

F indigestion ;
gassy feeling in stomach and 

under my £~leftfj ribs 
it feels like the gas keeps 

shifting 
I want to burp, but gas never 

comes up

G headache
I feel sick to my stomach, it

comes in waves 
...its not so bad I need to vomit

I for the past four days I ’ve had
stomach pain, a burning pain
from my stomach to throat

indigestion 
upset stomach

Severity of Nausea

The nausea/vomiting episodes were rated on a six point scale 

of severity. A rating of ’’one” reflected the subjective complaint of 

nausea by the subject. A rating of ’’six” indicated the performance 

of the motor act of vomiting by the subject. Table 6 shows the sever

ity and frequency, of nausea by subject and diagnoses. The table shows
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Table 6. .Severity and Frequency of 
by Subjects and Diagnoses

Nausea

Severity Frequency Subject Diagnosis

6 3 A,C,J inferior MI, inferior ischemia, 
inferior ischemia

5 2 A 5 A inferior MI, inferior MI

4 3 F,J,J anterioseptal MI, inferior 
ischemia, inferior ischemia

3 1 C inferior ischemia

2 2 F,G anterioseptal MI, chest pain

1 2 D,I anteriolateral MI, inferior MI

the tendency of inferior infarction/ischemia to be rated more severe;

anterior infarctions were not rated as severely by the data collectors.

Complications Associated with Nausea

The complications associated with subjects with myocardial.in

farction or ischemia who experienced nausea/vomiting ranged from

epigastric burning to ventricular tachycardia. These complications 

are presented in Table 7, No grave complication was found in any of 

the seven subjects. Pain did occur in three subjects, sinus brady

cardia in two subjects and premature ventricular contractions in two 

subjects.
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Table 7- Complications Associated with Subject’s Complaint of Nausea

Subject Location Complications

C

D

I

J

inferior MI

inferior ischemia 

anteriolateral Ml

anterioseptal MI

substernal chest 
pain

inferior MI

inferior ischemia

pain, sinus bradycardia, Right 
Bundle Branch Block

epigastric burning

pain, premature ventricular contrac
tions, 1 run of ventricular tachy
cardia

pressure in chest, medication 
reaction

pain

burning, gassy feeling in stomach

sinus bradycardia, premature ventricu
lar contractions, dull aching in 
sternum, neck and shoulders



CHAPTER 5

DISCUSSION OF FINDINGS AND CONCLUSIONS

This chapter includes a discussion of the findings, the con

ceptual model, generation of hypotheses, recommendations for further 

study and conclusions.

Discussion of the Findings 

. The conceptual framework of this thesis stated that nausea can 

be caused either directly from a myocardial infarct ion/ischemia or in

directly from a variety of complications. Seven of the ten subjects 

in the study experienced nausea at some time. Whether the nausea was 

caused directly from the myocardial infarct ion/ischemia or indirectly 

from the pain associated with the myocardial infarction/ischemia can

not be identified as a result of this study. The important outcome of

this study is. that nausea did occur in seven out of ten subjects.

The findings presented in Chapter 4 (a result of observing per

sons who had either myocardial infarction or myocardial ischemia and . 

who experienced nausea and/or vomiting) allowed the principal investi

gator to identify criterion attributes associated with the event. What 

follows is a summary of those findings as well as an examination of how 

they relate to the conceptual framework in an attempt to describe the 

phenomenon of nausea and generate hypotheses for future testing.
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To provide for clarity the findings are organized first into 

five summary statements and then as a conceptual model.

Summary Statements

1. Nature of Diagnosis: The subject with an inferior infarction/

ischemia was more likely to have nausea than the subject with an 

anterior infarction.

If the postulated location of the cardiac receptors for nausea 

is correct then a patient with an inferior infarction/ischemia would 

be expected to have more nausea than 'Someone with an anteriorkinfarc- : 

tion. In at least 90 percent of the people the atrio-ventricular node 

(cardiac receptors are located here) arises from the right coronary 

artery. Occlusion of the right coronary artery results in inferior 

ischemia or infarction. Therefore, the receptors are triggered and 

impulses are transmitted to the Nausea-Vomiting Center. The intensity 

of the impulses elicits nausea or nausea and its criterion attributes.

2. Severity of Nausea Related to Location of Infarct: The nausea

was rated as more severe in the subject with an inferior infarction/ 

ischemia than a subject with an anterior infarction.

An inferior infarction/ischemia would be more likely to trigger 

both the cardiac nausea receptors and the pain receptors resulting in 

a more forceful impulse to the Nausea0-Vomiting Center, while an anterior 

infarction may only trigger pain receptors. Also, it could be possible 

that if an anterior infarction does trigger the cardiac nausea recep

tors it does so to a lesser degree than an inferior infarction.
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3, Temporal Aspects of Nausea: Of the seven subjects experiencing

nausea all experienced it prior to admission. Only four subjects ex

perienced nausea after admission.

In two subjects, five instances, nausea occurred before the 

chest pain. In four subjects experiencing nausea with or after the 

chest pain, two of these subjects experienced chest pain with no 

nausea.

The symptom of nausea in patients with myocardial infarction/ 

ischemia has often been linked to the symptom of pain. However, as 

mentioned previously, there are postulated receptors present in the 

myocardium that are sensitive to infarction/ischemia and transmit this 

to the Nausea-Vomiting Center, It is possible that the nausea evi

denced is not only a secondary phenomena related to pain but a primary 

entity.

Another point also needs to be made. Though pain medication 

has the ability to block the pain sensation it does not halt the 

ischemic process; the ischemia or infarction may continue. So nausea 

after admission may again be due to the cardiac nausea receptors being 

activated.

4. Diaphoresis: Diaphoresis occurred in all instances of nausea,

The impulses emanating from either the cardiac nausea receptors

or pain, if strong enough, can effect the autonomic ganglion adjacent 

to the Vomiting Center. The autonomic ganglion can then produce an 

effect such as diaphoresis, All nauseated patients experienced 

diaphoresis yet all did not experience vomiting. Speculation would
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suggest that there may be a whole spectrum of responses dependent upon 

the number and/or strength of impulses reaching the Vomiting Center.

5. Complications: The complications associated with the nausea

were primarily pain and vagal sequelae, i.e., bradycardia.

Again, pain and cardiac nausea receptors may be working syn- 

ergistically or separately to produce the sensation of nausea.

The cardiac receptor link to the Vomiting Center is through 

the vagi. The impulses traveling from the myocardium to the Vomiting 

Center may effect the efferent pathways resulting in blocks and brady

cardias.

Conceptual Model

The conceptual model represents concepts derived from the ' 

selected review of literature with its proposed theories and the find

ings from the clinical study. The model is presented in Figure 4,

Three categories of criterion attributes associated with nausea 

have been presented in the conceptual model. Criterion Attributes I 

consist of age, sex and serum enzymes. It is possible that these vari

ables can affect the diagnosis and severity of the myocardial infarction 

or ischemia

Ischemia or infarction of the myocardium takes place due to 

partial or complete occlusion of one or more of the coronary arteries. 

Depending upon the location of the damage the ischemia/infarction is 

labeled. Within this study inferior and anterior ischemia/infarction 

were the two primary locations.
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Figure 4. Conceptual Model of Nausea and Ischemia or Myocardial Infarction
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In 90 percent of the people an inferior infarction would affect 

the atrio-ventricular node and the surrounding area. It is in this 

area that the cardiac nausea receptors are postulated to primarily be.

An anterior infarction usually does not affect this area but it does 

affect the left ventricle. It is postulated that ischemic damage or 

stretch to the left ventricle may also cause transmission of impulses 

to the Nausea-Vomiting Center. The conceptual model depicts both the 

inferior and anterior infarction/ischemia as having the ability to 

stimulate the cardiac receptors. However, the inferior location is 

shown as having more of an influence due to the location of the direct 

receptors.

Anytime the myocardium is deprived of oxygen pain occurs.

Both.locations, inferior and anterior, appear on the conceptual model 

with the ability to cause pain.

Both the cardiac nausea receptors and pain, have afferent path

ways to the Nausea-Vomiting Center. Synergistleally or separately im

pulses are transmitted and bombard the Nausea Center. . The model depicts 

the Nausea Center separate from the Vomiting Center; it is in the Nausea 

Center that the sensation of nausea is produced. Nausea would be caused 

when the number and/or strength of impulses transmitted and subsequently 

received were low. If the number and/or strength of the impulses should 

increase the Vomiting Center would then be activated and vomiting would 

occur.

Located adjacent to the Nausea-Vomiting Center are a number of 

autonomic nuclei. These nuclei also become activated when the number 

and/or strength of impulses increase. This results in the. production
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of the Criterion Attributes II: the sympathetic response to pain/

ischemia/infarction as found in the subjects in the study. These in

clude: diaphoresis, dizziness, increased salivation, cold, and a

defecation reflex,

In addition, the conceptual model suggests that when nausea 

reaches the conscious level the person either reacts instinctually 

or in a learned manner by behaving in ways that have been helpful in 

the past to alleviate the unpleasant sensation of nausea so as to avoid 

vomiting. Whether it is instinctual or learned behavior remains ques

tionable. This study did not assess whether subjects had ever been 

nauseated prior to this illness experience. The behaviors that are 

labeled as Criterion Attributes III are a direct result of observa

tions made of nauseated subjects in this study.

Hypotheses for Future Testing 

The following are hypotheses for future studies from the data 

generated by the thesis:

1. The incidence of nausea prior to admission in patients with an 

inferior myocardial infarction is greater than in patients with an 

anterior infarction.

2. Serum enzyme levels are significantly increased in patients 

who experience nausea compared to those who do not experience nausea.

3. Serum enzyme levels are significantly increased in patients who 

have nausea and an inferior infarction compared to patients who have 

nausea and an anterior infarction.
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4. Severity of an inferior infarction and therefore severity of 

the nausea decreases with age.

5. The severity of nausea in an inferior infarction is greater in 

older females than in older males.

6. The frequency of nausea increases in a linear fashion to the 

severity of an inferior infarction.

7. The incidence of nausea occurring before chest pain is greater 

than the incidence of nausea occurring with or after chest pain.

Recommendations for Further Study 

Before this kind of study is replicated the following changes 

would need to be incorporated into the design: (1) an interview guide

should be developed, tested to obtain reliability, face and content 

validity, and administered to subjects at the time of discharge from 

the CCU, and (2) the study should range over a longer period of time 

thereby increasing the number of subjects. This would increase the 

number of observations and increase the variety of myocardial infarc

tions. It would also help to identify whether the criterion attributes 

remain stable.

Conclus ion

This thesis was a beginning. It was an initial attempt at con

cept clarification. It attempted to better define nausea as seen in a 

specific group of persons, people with myocardial infarctions or ex

periencing myocardial ischemia. It is hoped that by describing a con

cept like nausea, a concept used every day by nurses, that this will



44

contribute to level one of theory construction and ultimately lead to 

a scientifically based nursing practice. The investigator recognizes 

the limitations associated with a study of this kind but still believes 

the initial attempt was fruitful.



APPENDIX A

DATA SHEET

Part 1

date , ______

admitting diagnosis________________- ___________

location of myocardial infarction or ischemia , ________

age _____ _____

sex ________ _

serum enzymes SCOT LDH CPK CPK-MB

Was the subject nauseated when admitted? yes no

1. The time the nausea and/or vomiting occurred,

2. How many hours after admission did the nausea/vomiting occur?

3. If the nausea/vomiting occurred in association with chest pain:

a . did the nausea/vomiting occur before

Part 2

the chest pain? yes no

b . did the nausea/vomiting occur after 
the chest pain? yes no

4. Did the nausea occur alone? yes no

5, Did the chest pain occur without nausea? yes no

45 •
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6. Describe how the patient looked during the nausea/vomiting,

6a. Did the nausea end in vomiting? yes no

6b. Was the patient diaphoretic? yes no

6c. Did the patient have an increased production of
saliva ? yes no

6d. Did the patient swallow frequently? yes no

7. Check the associated problem(s) that occurred at the time the 
nausea/vomiting took place.

  hypotension

  pain

  pain medication reaction

_____ atrial arrythmia identify_______ .___________________

   junctional arrythmia identify    .

  ventricular arrythmia identify  _____ ______________ _

  Congestive Heart Failure

  Pulmonary Edema

  left ventricular failure

  cardiac arrest cause   ,_________ ______ _

 ___; other state _____________  .____ ,   -

   none

8. Did the patient complain of being hot? yes no

9. Did the patient complain of being cold? yes no

10. Did the patient complain of dizziness or of
being lightheaded? yes no

11. Did the patient feel as if he had to go to
the bathroom (have a bowel movement)? yes no

12. List any other complaints the patient may have stated.
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Rate the severity of the complaint by circling the appropriate number.

Scale Signs

1 subjective complaint increased
of nausea salivation

diaphoresis

dizziness

defecation 
reflex

4 nausea and three of
the signs

5 nausea and four of
the signs

2 nausea and one of
the signs found to the 
right of the scale

3 nausea and two of
the signs found to the 
right of the scale

6 vomiting



APPENDIX B.

SUBJECT’S CONSENT FORM

Concept Clarification: Nausea in the
Patient with a Myocardial Infarction

You are being asked to voluntarily participate in a research project 
designed to learn more about nausea in people who have had or are sus
pected of having a myocardial infarction (heart attack). Being able 
to accurately identify patients who are nauseated may help to prevent 
complications from vomiting, which often follows nausea,

Because you have been admitted with a tentative diagnosis of heart 
attack you are being asked to participate in this study. If you agree 
to participate you will be observed by me and two research assistants 
(all registered nurses, graduate nursing students) during your stay in 
the Coronary Care Unit so that if you become nauseated or vomit one of 
the investigators will be present to observe you. They will record 
the events that, preceded the nausea as well as the kind of nausea you 
experience. The purpose of the observations is to find out what kinds 
of activities might have brought on the nausea/vomiting. Your volun
tary participation also means that the investigators will have access 
to certain information in your chart, such as your age, diagnosis, 
serum enzymes and occupation.

There is no cost to you because of your participation in this study. 
The only cost is in terms of time, the time it takes for you to read 
this consent form.

Potential discomforts or risks are considered minimal. However, if at 
any time you wish to ask questions or withdraw from the study you may 
without incurring ill will.

No direct benefit to you from this study is possible but the findings 
may be beneficial to patients in the future in the form of improved 
nursing care.

All information will be kept strictly confidential. Your name will be 
known only to the investigator directly responsible for this study.
If the findings of this study are published anonymity will be main
tained, You will never be identified by name.
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"I have read the above Subject’s Consent. The nature, demands, risks 
and benefits of the project have been explained to me. I understand 
that I may ask questions and that I am free to withdraw from the proj
ect at any time without incurring ill will (or affecting my nursing 
and medical care). I also understand that this consent form will be 
filed in an area designated by the Human Subjects Committee with access 
restricted to the principal investigator or authorized representatives 
of the particular department.”

Subject's Signature  ___   , ________. Date -

Witness’ Signature _____________ _________________ . Date____________

Pr inc ipa 1 Inv es t iga t or Date



APPENDIX C

HUMAN SUBJECTS COMMITTEE APPROVAL

SSBBSs5 T H E  U N I V E R S I T Y  O F  A R I Z O N A
T U C S O N ,  A R I Z O N A  8 5 7 2 4

H U M A N  S U B J E C T S  C O M M I T T E E  
ARIZONA HEALTH SCIENCES CENTER 2305

TELEPHONE: 626-6721 OR 626-7575

October 12, 1978

Ms. Susan G. Minow 
College of Nursing 
Arizona Health Sciences Center

Dear Ms. Minow:
I have reviewed, your project entitled, "Concept Clarification: Nausea
in the Patient With A Myocardial Infarction," which was submitted to 
the Human Subjects Committee and concur in the opinion of the College 
Review Committee that this is a minimal risk project. Therefore, 
administrative approval is granted effective October 12, 1978, with 
the understanding that no changes will be made in the procedures 
followed or the consent form used (copies of which we have on file) , 
without the knowledge and approval of the Human Subjects Committee and 
the College Review Committee. Any physical or psychological harm to 
any subject must also be reported to each committee.

A university-wide policy requires that all signed consent forms be 
kept in a permanent file in the College Office to assure their 
accessibility in the event that university officials need the infor
mation and the principal investigator is no longer on the staff or 
unavailable for some other reason. One exception involves the use 
of subjects who are hospitalized or outpatients. In such cases, the 
consent form or a summary of the experimental protocol must be filed 
with the patient's chart in keeping with Professional Standards Review 
Committee requirements.

Sincerely yours,.

Milan Novak, M.D., Ph.D.
Chairman
Human Subjects Committee 

MN:pd

xc: Ada Sue Hinshaw, Ph.D.
College Review Committee
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