
Neurological: 
Altered Level of Consciousness (LOC): Level of responsiveness and consciousness is the most 
important indicator of the patient’s condition. 
LOC is a continuum from normal alertness and full cognition (consciousness) to coma. 
Altered LOC is not the disorder but the result of a pathology 
Coma: Unconsciousness, un-arousable unresponsiveness. 
Akinetic Mutism: Unresponsiveness to the environment, makes no movement or sound but sometimes 
opens eyes.  
Persistent Vegetative State: Devoid of cognitive function but has sleep-wake cycles. 
Locked-Syndrome: Inability to move or respond, except for eye movements due to a lesion affecting the 
pon. 

Decorticate Posturing:Flexed, towards the front of the body. 
Decerebrate Posturing: Hands at side, flexing towards the cord. 

Patients with Altered LOC: 
Ineffective airway clearance 
Risk of Injury 
Deficient fluid volume 
Impaired oral mucosa 
Risk for impaired skin integrity and impaired tissue integrity (Cornea) 
Ineffective thermoregulation 
Impaired urinary elimination and bowel incontinence 
Disturbed sensory perception 
Interrupted family processes 

INTERVENTIONS 
Compensate for patient’s loss of protective reflexes. 
MAINTAIN AN AIRWAY 
 -Frequent monitoring of respiratory status. 
 -Positioning to promote accumulation of secretions and prevent obstruction of upper airway- 
 (Head of bed elevated 30 degrees, lateral or semipro position) 
 -Suctioning, oral hygiene, and CPT. 
-Assess skin frequently, especially areas with high potential for breakdown 
-Frequent turning; use turning schedule 
-Careful positioning in correct body alignment 
-Passive ROM 
-Use of splints, foam boots, trochanter rolls, and specialty beds as needed 
-Clean eyes with cotton balls moistened with saline 
-Use artificial tears as prescribed 
-Measures to protect eyes; use eye patches cautiously because the cornea may contact patch. 
-Frequent, scrupulous oral care. 
-Maintaining fluid status 
-examine tissue turgor or mucous , lab test data, and I&O. 
-Administer IVs, tube feedings, and fluids via feeding tube as required;  monitor ordered rate of IV fluids 
carefully. 
=Maintaining Body Temperature 
-adjust environment and cover patient appropriately 
-If temp is elevated, use minimum amount of bedding, administer acetaminophen, use hypothermia 
blanket, give a cooling sponge bath, and allow fan to blow over patient to increase cooling. 
-Monitor temperature frequently and use measures to prevent shivering. 

Increased Inter-Cranial Pressure 



Monro-Kellie Hypothesis: Because of limited space in the skull, an increase in any one of components of 
the skull (brain tissue, blood, CSF) will cause a change in the volume of the others. 
-Compensation to maintain a Normal ICP of 10-20 mmHg is normally accomplished by shifting or 
displacing CSF. 
-With disease or injury ICP may increase. 
-Increased ICP decreases cerebral perfusion and causes ischemia, cell death, and (further) edema. 
-Brain tissues may shift through the dura and result in herniation. 
Autoregulation: Refers to the brain’s ability to change the diameter of blood vessels to maintain cerebral 
blood flow. 
CO2 Plays a Role: Decreased CO2 results in vasoconstriction, and increased CO2 results in 
vasodilation. 
Complications:  
-Brainstem Herniation 
-Diabetes Insipidus  
-SIADH- Syndrome of Inappropriate Antidiuretic Hormone Secretion 
-Infection 
Interventions: 
-Frequent monitoring of respiratory status and lung sounds and measures to maintain a patent airway. 
-Position with head in neutral position and elevation of HOB 0-60 degrees to promote venous drainage. 
-Avoid hip flexion, valsava maneuver, abdominal distention, or other stimuli that may increase ICP. 
-Maintain a calm, quiet atmosphere and protect patient from stress. 
-Monitor fluid status carefully; every hour I&O during acute phase 
-Use strict aseptic technique for management of ICP monitoring system. 
Medical Management 
-Diagnostic procedures may include CT scan, MRI, angiography, or transcranial doppler flow studies. 
-Medications are usually given to reduce risk of seizures 
-Corticosteroids, fluid restriction, hyperosmotic agent (mannitol), and diuretics may be used to reduce 
cerebral edema. 
-Antibiotics may be administered to reduce potential infection. 
-Diazepam may be used to alleviate anxiety. 
Seizures: Abnormal episodes of motor, sensory, autonomic, or physic activity resulting from a sudden, 
abnormal, uncontrolled electrical discharge from cerebral neurons. 
 Partial seizures: begin in one part of the brain. 
 Simple Partial: Consciousness remains intact 
 Complex Partial: Impairment of consciousness 
 Generalized seizures: Involve the whole brain. 
Specific Causes of Seizures: 
-Cerebrovascular disease 
-Hypoxemia 
-Fever 
-Head injury 
-Hypertension 
-Central nervous system infections 
-Metabolic and toxic conditions 
-Brain Tumor 
-Drug and alcohol withdrawal 
-Allergies 
Plan of Care: 
-Observation and documentation of patient signs and symptoms before, during, and after the seizure. 
-Safety is Number 1: Lower them to ground, pillow under head, maintain airway, do NOT put 
anything in mouth. 

Stroke: AKA “Brain Attack” 
-Sudden loss of function resulting from a disruption of the blood supply by the brain 



-Ischemic Strokes (are 80-85% of strokes that occur) 
-Hemorrhagic strokes (occur 15-20% of the time) 

Ischemic Stroke: Disruption of the blood supply caused by an obstruction, usually a thrombus or 
embolism, that causes infarction of brain tissue. 
 -Large artery thrombosis 
 -small penetrating artery thrombosis 
 -cardiogenic embolism 
 -Cryptogenic or unknown 
Manifestations of Ischemic Stroke 
-Symptoms depend on the location and size of affected area 
-Numbness or weakness of face, arm, leg, especially on one side 
-Confusion or change in mental status 
-Trouble speaking or understanding speech 
-Difficulty in walking, dizziness, or loss of balance or coordination 
-Sudden, severe headache  
-Perceptual disturbances 
Transient Ischemic Attack (TIA) 
-Temporary neurologic deficit resulting from a temporary impairment 
-Warning of an impending stroke. 
-Diagnostic workup is required to treat and prevent irreversible damage. 
Preventative Treatment and Secondary Prevention 
-Health maintenance measures including a healthy diet, exercise, and the prevention and treatment of 
periodontal disease. 
-Carotid endarterectomy 
-Anticoagulant therapy 
-Antiplatelet therapy: aspirin, dipyridamole plus aspirin, statins. 
-Antihypertensive medications 
Medical Management : Acute phase or Stroke 
Prompt diagnosis and treatment 
Assessment of stroke: NIHSS assessment 

Thrombolytic therapy 
-Elevate HOB unless contraindicated 
-Continous hemodynamic monitoring and neurologic assessment 

Hemorrhagic Stroke 
-Caused by bleeding into brain tissue, the ventricles, or subarachnoid space. 
-May be caused by spontaneous rupture of small vessels primarily related to hypertension; subarachnoid 
hemorrhage caused by ruptured aneurysm; or intracerebral hemorrhage related to amyloid angiopathy, 
arterial venous malformations (AVMs), intracranial aneurysms, or medications such as anticoagulants. 
-Brain metabolism is disrupted by exposure to blood 
-ICP increases caused by blood in the subarachnoid space 
-Compression or secondary ischemia from reduced perfusion causes injury to brain tissue. 
Medical Management 
-Prevention: Control of Hypertension 
Diagnosis: CT scan, cerebral angiography, lumbar puncture if CT is not elevated to confirm subarachnoid 
hemorrhage.  
-Care is primarily supportive 
-Bed rest with sedation 
-Oxygen 
-Treatment of vasospasm, increased ICP, hypertension, potential seizure, and prevention of further 
bleeding. 
During the Acute Phase: 



Ongoing, frequent mnitoring of all systems, including vital signs and LOC, motor symptoms, speech, eye 
symptoms. 
After the Stroke is complete: Focus on patient function, self-care ability, coping, and education 
regarding needs to facilitate rehabilitation. 

Meningitis: Inflammation of the membranes and the fluid space surrounding the brain and cord. 
-Septic caused by bacteria (STREPTOCOCCUS PNEUMONIAE, NEISSERIA MENIGITIDIS 
-Aseptic caused by viral infection, lymphoma, leukemia, or brain abcess. 
 -TRANSFERRED THROUGH SECRETIONS AND AIRBOURNE  
 -in dense community groups like colleges 
Signs and Symptoms: Headache, fever, changes in LOC, behavioralchanges, rigidty (stiff neck0, positive 
Kernigs sign, positive Brudzinski’s sign and photophobia. 

Kernig’s sign: Bend right leg, and there is pain in the left leg. 
Brudzinski’s sign:  Lift head up off bed, there is pain, and legs bend with neck. 

Nursing Management: Frequent or continual assessment, including VS and LOC. 
Protect patient from injury related to seizure activity or altered LOC. 
Monitor daily weight, serum electrolytes, urine volume, specific gravity, and osmolarity. 
-Prevent complications associated with immobility 
-Infection control precautions (Gown, gloves, mask) negative pressure room, etc. 
-Supportive care 
-Measures to facilitate coping of patient and family. 

Brain Abscess 
-Collection of infectious material within brain tissue 
-Risk is increased in immunocompromised patients 
-Prevent by TREATING OTITIS MEDIA, MASTOIDITIS, SINUSITIS, DENTAL INFECTIONS, and 
SYSTEMIC INFECTIONS PROMPTLY. 
Signs and Symptoms: Headache that usually worsens in the morning, fever, vomiting, neurologic 
deficits, signs and symptoms of increased ICP. 
-Diagnosed by MRI or CT scan. 
-CT guided aspiration is used to identify the causative organisms. 
Medical management 
-control Intra Cranial Pressure 
-Drain abscess 
-Adminitster appropriate antibiotic therapy, corticosteroids may be used to treat cerebral edema. 
Nursing Management 
Frequent and ongoing neurologic assessment and of responses to treatment. 
-Assure patient safety and protect from injury 
-Provide supportive care. 

Encephalitis: Acute, inflammatory process of the brain tissue. 
Causes: Viral infections (herpes simplex), Vector-bourne viral infections (west nile, st louis) and fungal 
infections. 
Signs and Symptoms: Headache, fever, confusion, change in LOC, vector bourne rash, flaccid paralysis, 
Parkinson-like movements. 
Med Management: Acyclovir for HSV infection, amphotericin or other anti fungal agents for fungal 
infection. 
Nurse Managment: Frequent and ongoing assessment  
-Supportive care 

Myasthenia Gravis: Autoimmune disorder affecting the mineral junction. MOTOR DISORDER 
-Antibodies directed at acetylcholine ad the mineral junction impair transmission impulses. 



Signs and symptoms: Initially symptoms involve ocular muscles, diplopia, and ptosis. 
-Weakness of facial muscles, swallowing and voice impairment (Dysphonia) , generalized weakness. 

Medical Management: Cholinesterase inhibitor: prostigmine bromide 
Immunomodulating therapy 
-Plasmapheresis 
-Thymectomy 

Myasthenic Crisis VS. Cholinergic Crisis 
-result of disease exacerbation     -Caused by overmedication of cholinesterase inhibitors 
or precipitating event, 
most commonly a respiratory 
infection. 

-Severe generalized  -Severe muscle weakness with respiratory and bulbar weakness 
muscle weakness with 
respiratory and bulbar weakness  

-Patient may develop respiratory    -Patient may develop respiratory compromise and failure 
compromise failure 

Guillain-Barrè Syndrome: Autoimmune disorder with acute attack of peripheral nerve myelin. 
-Rapid demyelination may produce respiratory failure and autonomic nervous system dysfunction with 
CV instability. 
-MOST OFTEN FOLLOWS A VIRAL INFECTION 
-Manifestations are variable and may include weakness, paralysis, parentesias, pain and diminished or 
absent reflexes, startin with the lower extremities and progressing upward; bulbar weakness; cranial 
nerve symptoms; tachycardia; bradycardia, hypertension, or hypotension. 

Medical Management: Requies intensive care management with content monitoring and respiratory 
support. 
-Plasmaheresis and IVIG are used to reduce circulating antibodies 
-Recovery rates vary, but most patients recover completely. 

Nursing Process: Ongoing assessment for with emphasis on early detection of life threatening 
complications of respiratory failure, cardiac dysrhythmias, and DVT. 
-Assess VS frequently or continuously, including containers monitoring of ECG 
-Patient and family coping. 

Autonomic Dysreflexia:  
ACUTE EMERGENCY 
-Occurs after spinal shock has resolved and may occur years after the injury 
-Occurs in persons with SC lesions above T6 
-Autonomic nervous system responses are exaggerated 
Symptoms: severe pounding headache, sudden increase in BP, profuse diaphoresis, nausea, nasal 
congestion, and bradycardia. 
-Triggering stimuli include Distended bladder (most common cause), distention or contraction of 
visceral organs (constipation) , or stimulation of the skin. 

Spinal Cord Injuries: A major health problem. 
200,000 persons in the US live with disability from SCI 
-Causes include MVAs, Fallsm violence, and sports injuries. 
-Males account for 80% of SCI 
Age 15-35 account for more than half of all new SCI 



Risk factors include alcohol and drug use 

Nursing Interventions: Place patient in seated position to lower BP. 
-Rapid assement to identify and eliinate cause 

Hepatitis A: Spread by POOR HAND HYGIENE; FECAL-ORAL 
-mild flu like symptoms, low grade fever, anorexia, later jaundice, and dark urine, indigestion and 
epigastric distress, enlargement of liver. 
Prevention by good hand washing, safe water, and proper sewage disposal. 
-vaccine 

Hepatitis B: Transmitted through blood, saliva, semen, and vaginal secretions. SEXUALLY 
TRANSMITTED, transmitted to infant at the time of birth. 
-major worldwide cause of cirrhosis and liver cancer 
-Anti-viral agents 

Hepatitis C: Transmitted by blood and sexual contact, including needle sticks and sharing of needles. 
-MOST COMMON BLOODBORNE INFECTION 
-mild symptoms 
Antiviral medications 
Alcohol potentiats disease 

Jaundice: Yellow or green tinged sclera and skin caused by INCREASED SERUM BILUBRIN 
LEVELS. 
Hepatocellular and obstrucive jaundice are most associated with LIVER DISEASE. 

Portal Hypertension: Obstructed blood flow through the liver results in increased pressure throughout 
the portal venous system. 
Results in: Ascites, esophageal varices. 

Ascites: Fluid in Peritoneal Cavity 
Causes: Portal Hypertension resulting in increased capillary pressure and obstruction of venous blood 
flow. 
Vasodilation of splanchnic circulation (blood flow to the major abdominal organs) 
PORTAL HYPERTENSION CAUSES ASCITES 

Bleeding of Esophageal Varices 
-Occurs in about1/3 of patients with cirrhosis and varices. 
-first bleeding episode has a mortality rate of 30% to 50% 
Manifestations include hematemesis, melena, general deteriorationm, and shock 
-Patients with cirrhosis should undergo screening endoscopy 

Treatment of Bleeding Varices: Treat for shock; administer oxygen. 
IV fluids, electrolytes, volume expanders, blood and blood products. 
-Vasopressin, somatostain octreotide to decrease bleeding 
-Nitroglycerin in combo with vasopressin to reduce coronary vasoconstriction 
-Propranolol and nadolol to decrease portal pressure, used in combo with other treatment. 

Nursing Management: Monitor frequently for aspiration, changes in vital signs , emotional responses, 
and cognitive status, 
Monitor for associated complications: hepatic encephalopathy resulting from blood breakdown in the GI 
tract and delirium related to alcohol withdrawal 
-Oral care, tube care, and GI suctioning 
-implement measures to reduce anxiety 



-Education and support of patient and family 

Hepatic Encephalopathy 
Assessment: EEG, changes in LOC, potential seizures, 
 fector hapticus- the sweet, musty aroma is caused by dimethyl sulfide 
-monitor fluid, electrolyte, and ammonia levels. 
Life Threatening Complications: Accumulation of ammonia and other toxic metabolites in the blood. 
- Eliminate precipitating cause 
- lactulose to reduce serum ammonia levels 
- IV glucose to minimize protein catabolism 
- protein restriction 
- reduction of ammonia from GI tract by gastric suction 
- discontinue sedatives analgesics and tranquilizers 
- monitor or treat complications and infections 

Cholelithiasis 
-pigment stones 
-cholesterol stones 
Signs and symptoms: none or minimal symptoms, acute or chronic , pain, biliary colic, jaundice, changes 
in urine or stool color, vitamin deficiency, fat soluble. 

Med Management: Dietary management, ursodeoxycholic acid and chenodeoxycholic acid, laparoscopic 
cholecystectomy. 
Non surgical removal by instrumentation 
Goals may include relief of pain, adequate ventialation, intact skin, improved bilarly drainage. 
-Optimal nutritional intake 
-Abscence of complications 
-understands self-care routines 
-Low fowlers position 
-NG or NPO until bowel sounds return, then a soft, low fat, high carb diet 
-care of biliary drainage system 
-analgesics, pain management 
-turn, cough, and deep breathing; splinting to reduce pain. 
ambulation 

Pancreatitis 

Acute: pancreatic duct becomes obstructed, and enzymes back up, causing autosuggestion and 
inflammation of the pancreas. 
Chronic: Progressive inflammatory disorder with destruction of the pancreas  cells are replaced by 
fibrous tissue; pressure within the pancreas increases, obstructing the pancreatic and common bile ducts. 
 -Fluid and electrolye imbalance 
 -necrosis of the pancreas 
 -shock 
 -multiple organ dysfunction syndrome 
 -DIC 

Aortic Stenosis: Going to start to see signs of Left Sided Heart Failure (pulmonary): Dyspnea, 
crackles.

Cardiac Surgery: Put NG tube to decompress stomach, chest tubes to decrease volume of 
blood around operative site (not in the lung, BEHIND the heart), pacing wires, urinary catheter 



to measure urinary output, during surgery looking for low potassium and arrhytmias is most 
important, renal failure, bleeding.
Peripheral vascular disease: Venous, signs and symptoms: warm to touch, pooling blood, brown 
spots on them, dry skin, DVT from stagnant blood, DVT prophylactic (heparin, lovenox, 
anticoagulant), will still have peripheral pulses
Arterial Occlusions: Cool to touch, necrotic at some point, no peripheral pulses below the point 
of occlusion, pale, shiny, hairless, skin. Toenails are brittle/hard, 
Venous Ulcers: not on a bony prominence, due to lack of blood flow.
Anemia: iron deficient, vitam b12(pernicous anemia) lack of b12 CNS issues-confusion, 
hemolytic anemia- destruction of RBC, tissue valve from human or animal no anti-coagulants.
mecahnical valve: longer lifespan, metal and plastic parts, anticoagulation therapy needed.
Sickle Cell anemia: under stress,  give patient o2 and fluids, and pain meds.
Polycythermia: increase of RBCs, prone to clots, 
Neutropenia: decrase of wbcs, neutropenic precautions: no flowers, no sick people, air flow out 
the room
Blood fusions and blood products: transfuse platelets, rbcs, fresh frozen plasma, Transfusion 
reaction: change in vital signs, restlness, chest pain, STOP TRANSFUSION, put it in bag send 
to lab, draw blood and urine from patient, call provider.
Hang blood- 2 licensed professionals, or a PA or MD or RN, no nurses aid
Maximum over 4 hours, hang with normal saline only. Blood can only sit for 15 mins, vital signs 
right before and 15 mins into the transfusion.
DIC: sepsis is the major cause of DIC, not a disease but a result of a state. bleeding not going 
to kill them, the clots.
Thrombocytopenia: decrease in platelets normally 150-450 thousand. petechiae, assess for 
bleeding.

**Mitral Regurgitation: Involves blood flowing back from the left ventricle into the left atrium during 
systole. 
 -Often, edges of mitral valve leaflets do not close completely during systole because leaflets and  
 Chordae Tendinae have thickened and fibrosed, resulting in their contraction. 
 -Most common causes of mitral valve regurgitation is degenerative changes of the mitral valve,  
 and ischemia of the left ventricle. 
 -Other causes of Mitral Regurgitation include myxomatous changes, which enlarge and stretch  
 the left atrium and ventricle, causing leaflets and Chordae Tendinae to stretch or rupture. 
 -Infective Endocarditis may cause perforation of a leaflet, or scarring following the infection  
 may cause retraction of leaflets. 

Clinical Manifestations: Usually asymptomatic. Acute Mitral Regurgitation presents severe CHF. 
 -Dyspnea, fatigue, and weakness are the most common. 
 -Palpitations, shortness of breath on exertion, and cough from pulmonary congestion also occur. 

Assessment and Diagnostic Findings: Systolic murmur: high pitched, blowing sound at the apex. 
 -pulse may be regular and of good volume, or may be irregular as a result of extra systolic beats  
 or atrial fibrillation. 
 -Echocardiography is used to diagnose and monitor the progression of mitral regurgitation. 
 -Transesophageal echocardiography (TEE) provides best images of mitral valve. 

Medical Management: Same medical management as heart failure. 
 -Benefit from after load reduction by treatment with ACE inhibitors or ARBS. 
 -Once symptoms develop the patient needs to restrict his or her activity to minimize symptoms. 



Surgical Management: Mitral Valvuloplasty  
Types of Valves used for Replacements: 
 Mechanical Valves: Bileaflet, tilting disk, or ball and cage design and are thought to be more  
 durable than tissue prosthetic valves. Therefore they often are used for younger patients. 
 These valves do not deteriorate or become infected as easily as tissue valves. 
 Tissue Valves: 3 Types- Bioprostheses, homografts, and autografts. 
 -Tissue valves are less likely to generate thromboemboli, and long term anticoagulation is not  
 required. Tissue valves are not as durable as mechanical valves, thus needing replacement more  
 frequently. 
  Bioprostheses:  Most are from pigs, but some are from cows or horses. Used for aortic,  
  mitral, and tricuspid valve replacement. 
  Viability: 7-15 years 
  Used for women of childbearing age because potential complications of long term  
  anticoagulation associated with menses, placental transfer to a fetus, and delivery of a  
  child are avoided.  
  Also used for patients older than 70, patients with history of peptic ulcer disease, and  
  others who can not tolerate long term anti coagulation. 

  Homografts: Human valves, obtained from cadaver tissue donations and are used for  
  aortic and pulmonic valve replacement. 
  -Not always available and very expensive. 
  -Last about 10 to 15 years 

  Autografts: Autologous valves are obtained from the patients own pulmonic valve and a  
  portion of the pulmonary artery for use as the aortic valve. 
  -This is an alternative for children, it may grow as the child grows, women of   
  childbearing age, young adults, patients with a history of peptic ulcer disease, and people  
  who cannot tolerate anticoagulation. 
  
 -Most aortic valve autograft procedures are double replacement procedures with a homograft  
 pulmonic valve replacement also performed. Patients can recover without a valve between the  
 right ventricle and pulmonary artery. 

Nursing Management: Patients who have undergone percutaneous balloon valvuloplasty with or without 
percutaneous valve replacement may be admitted to a telemetry unit or ICU. 
 -Nurse assesses for signs and symptoms of heart failure and emboli, listen for changes of heart  
 sounds every 4 hours, and provides the patient with the same care as for postprocedure cardiac  
 catheterization or percutaneous transluminal coronary angioplasty. 
 -Patient who are recovering from anesthesia, check vitals every 5-15 minutes, as needed until  
 anesthesia wears off. Then assessed every 2-4 hours as needed. 
 -IV meds to increase or decrease BP and to treat dysrhythmias or altered heart rates are   
 administered and their effects are monitored. 
 -Meds are gradually decreased until they are no longer needed. 
 -After anesthesia wears off, patient moved to telemetry unit, usually 24-72hrs. 
 -Nursing care continuous as normal, wound care and patient education, etc. 

Client Teaching: 
-Nurse educates the patient about anticoagulant therapy, explaining the need for frequent follow up 
appointments. 
 Mitral Valve Replacement patients on Warfarin: 2-3.5 INR 
 Aortic Valve Replacement patients on Warfarin: 1.8-2.2 INR 
-Educate patient about all medications. 
-Patients with mechanical valve prosthesis, require education to prevent infective endocarditis. 
-Teaches patient how to minimize risk of endocarditis. 



-Antibiotic prophylaxis is necessary before dental procedures involving manipulation of gingival tissue. 
-Home Care reinforce all new info and self care instructions with patients and families for 4-8 weeks after 
the procedure. 
-Echocardiograms often are performed 3-4 weeks after hospital discharge to further evaluate the effects 
and results of surgery. 
-Echocardiograms usually are repeated every 1-2 years. 

Mitral Stenosis: An obstruction to blood flowing from the left atrium into the left ventricle. Most often 
caused by rheumatic endocarditis, which progressively thickens mitral valve leaflets and Chordae 
Tendineae. Leaflets often fuse together, eventually mitral valve orifice narrows and progressively 
obstructs blood flow into the ventricle. 

Pathophysiology: Normally mitral valve orifice is as wide as 3 fingers. In severe stenosis, the orifice 
narrows to the width of a pencil. The left atrium has difficulty moving into the ventricle because of 
increased resistance by the narrowed orifice. 
 -Poor left ventricular filling, can cause decreased cardiac output. 
 -Increased blood volume in left atrium causes it to dilate and hypertrophy. 
 -Because there is no valve to protect pulmonary veins from backward flow of blood from the  
 atrium, the pulmonary circulation becomes congested. 
  -As a result, right ventricle must contract against abnormally high pulmonary arterial  
  pressure , eventually hypertrophies, dilates, and fails. 
 -If heart rate increases, diastole is shortened, thus the amount of time for forward flow of blood is  
 less, and more blood backs into the pulmonary veins. 
  -As HR increases, cardiac out put decreases and pulmonary pressure increase. 

Clinical Manifestations: 
 -First symptom of mitral stenosis often is dyspnea on exertion as a result of pulmonary venous  
 hypertension.  
 -Symptoms usually develop after the valve opening is reduced by one third to one half its usual  
 size. 
 -Patients may expectorate blood, experience palpitations, orthopnea, and repeated respiratory  
 infections. 
 -As a result of increased BP, the atrium dilates, hypertrophies, and becomes electrically unstable. 

Assessment and Diagnostic Findings:  
-Pulse is weak and often irregular because of atrial fibrillation. 
-low pitched, rumbling diastolic murmur is heard at the apex. 
-Echocardiography is used to diagnose quantify the severity of mitral stenosis. 

Medical Management: May benefit from anticoagulants to decrease the risk of developing atrial 
thrombus and may require treatment for angina. 
-If atrial fibrillation develops, cardioversion is attempted to restore normal sinus rhythm. 
-If unsuccessful, the ventricular rate is controlled with beta blockers, digoxin, or calcium channel 
blockers. 
 -Require anticoagulation for thromboembolism prevention. 
 -Patients with mitral stenosis are advised to avoid strenuous activities, competitive sports and  
 pregnancy, all of which increase heart rate. 
-Surgical Intervention consists of valvuloplasty , usually a commisurotomy to open or rupture the fused 
commissures of the valve. 
-Percutaneous transluminal valvuoplasty or valve replacement may be performed. 
Mitral Regurgitation: Usually asymptomatic, if not, CHF symptoms. Systolic murmur, high pitched 
blowing valve at the apex. 
Mitral Stenosis: First symptom usually dyspnea on exertion. Diastolic low pitch rumbling murmur at 
apex. 



EXAM 2:  
Care of Patient with Chronic Renal Failure 

Educating Patients about Self-Care 
-A referral to the nutritionist is made because of the dietary changes required. 
-The patient is instructed to check the vascular access device for potency and to use appropriate 
precautions, such as avoiding venipuncture and blood pressure measurements on the arm with the 
access device. 
-Patients and family need to know what problems to report to the primary provider. 
 -Worsening of signs and symptoms of renal failure (nausea, vomiting, change in usual urine  
 output, ammonia odor on breath) 
 -Signs and symptoms of hyperkalemia (muscle weakness, diarrhea, and abdominal cramps) 
 -Signs and symptoms of access problems (clotted fistula or graft, infection) 
  *These signs and symptoms of decreasing renal function, in addition to increasing BUN  
  and serum creatinine levels, may indicate a need to alter the dialysis prescription. 

-Patients with diabetes or cardiovascular disease, many older patients, and those who may be at risk for 
adverse effects of systemic heparin are likely candidate for PD. 

 Diabetes and cardiovascular would be an example of PRE-RENAL 

Intra Renal- is a CAUSE of renal failure, trauma, stones, pyelonephritis 
Post Renal: Anything OBSTRUCTING the flow of URINE 

-Glomerulonephritis is an inflammation of the glomerular capillaries that can occur in actue and chronic 
form. 
Pylonephritis: Inflammation of the kidney due to bacterial infection 
#1 sign increase in temp, confusion for elderly 

GI:  
Differences in NG tube 

Nasogastric (NG) Tube: Goes in nose, down esophagus to stomach. 

PEG Tube: Percutaneous Endoscopic Tube, goes in stomach. 
Duodenal Ulcer: Associated with increased HCL acid secretion. 
 -Alcohol 
 -Cigarette smoking 
 H.PYLORI is found in 90-95% of patients 
Increased risk of Duodenal Ulcer: COPD, Cirrhosis of liver, Chronic Pancreatitis, Hyperparathroidis,. 
-Midepigastric region, usually pain 2-5 hours after meals. 
-burning or cramp like 
-Tendency to occur, then disappear, and then occur again. 

Gastric Ulcer: Pain high in epigastrium 
1-2 hours after meals 
-Burning or gaseous 
-Food AGGRAVATES PAIN as ulcer has eroded through gastric mucosa. 

Peritonitis: Inflammation of the peritoneum, usually the result of bacterial infection. Can also occur from 
external sources, such as injury or trauma or an inflammation from an exztraperitoneal organ, such as the  



-caused by leakage of contents from abdominal organs into the abdominal cavity 
Manifestations: pain is aggravated by movement, rebound tenderness, and paralytic ileus may be present 

-Elevated leukocytes and serum elecrolytes 
-Abdominal x-rays, ultrasound, CT scan, MRI 

-Risk for infection, deficient fluid volume, acute pain, anxiety/fear, deficient knowledge 

-CONTROL INFECTION 

Cancer Management 
Cure 
Control 
Palliation 

Radiation Therapy 
Effects: 
Skin: Erythema may develop as soon as 2 weeks into the course of treatment 
Ranges from mild-severe with possible dry-wet desquamation 
-Areas having folds are an increased risk because of warmth and moisture 
GI: nausea, vomiting, diarrhea, esophagitis 
Oral: Changes in taste, oral mucosa 
Pulmonary Effects: Dyspnea, productive cough, radiation pneumonitis (usually occurs 1-3 
months after radiation of the lung) 
Renal: Cystitis and urethritis 
Cardiovascular: damage to vasculature of organs, thrombosis 
Bone Marrow: suppression 
NURSING CARE 
-maintain optimal skin care 
-Inform patient about risks of side effects 
-Do not apply lotions, ointments or cosmetics to the site unless prescribed 
-Discourage vigorous rubbing, friction or scratching 
-Avoid wearing tight-fitting clothing over the treatment field 
-Take care not to expose radiation field to sunlight or extreme temps 
-Do not apply tape over site 
-Avoid Shaving 
-Use lukewarm water and mild soap when bathing 
-Use radiation precautions with patients who have implants 
-Monitor time, distance, use shields as recommended 
-Assess patient for dislodgment of implants 
-Use long-handled forceps or tongs to remove any dislodged implants 

Chemotherapy 
The use of antineoplastic drugs to promote tumor cell destruction by interfering with cellular 
function and reproduction. 



Adjuvant Therapy: given to patients who have no evidence of residual disease but who are at 
high risk for relapse 
Neoadjuvant Therapy: administration of several courses of chemotherapy before definitive 
surgical intervention. Goal is to decrease the amount of tissue that needs to be removed. 
High dose/ Intensive Therapy: Administration of high doses of chemo usually done before bone 
marrow transplant 
Preoperative Chemo: Administered prior to surgery in an attempt to downstage the primary 
tumor so that less invasive surgery is needed 
Dose Intensification: Used for overcoming resistance to chemo 
Malignant cells may be resistant to certain drugs from the start of therapy or become resistant 
after therapy has begun. 
-Chemo is given at the highest tolerated dose over the briefest interval to overcome resistance  
SAFETY MEASURES 
-Can be irritating to skin, eyes, and mucous membrane 
-wear chemo gloves when working with or hanging chemo agents. If not available, double glove. 
Wash hands before and after. 
-If contact is made with eyes, immediately flush the eye with water and seek medical attention. 
-Spill kits should be available in all areas where chemo is stored, prepared and administered. 
-Body fluids of the person receiving chemo should be flushed twice. 
-Linens contaminated with chemo or excreta from patients who have received chemo within the 
last 48 hours should be contained in specially marked chemo bins. 
ADVERSE EFFECTS 
-grades on a scale of 0-4 with 0 being normal and 4 indicating life threatening. 
-Scoring of adverse effects will determine if a delay in therapy is necessary, dose modification is 
necessary or cessation of therapy must occur 
-ALOPECIA: most agents cause some degree of alopecia. Dependent on drug dose, half life, and 
duration oftherapy. 
-usually begins 2 weeks after administration. 
-Regrowth takes 3-5 months 
-ANOREXIA: chemo changes the reproduction of taste buds, absent or altered taste can lead to a 
decrease food intake, concurrent renal or hepatic disease can increase anorexia. 
-FATIGUE: #1 effect reported, cause is generally unknown, may be related anemia, weight loss, 
altered sleep patterns, and coping 
-NAUSEA AND VOMITING: caused by the stimulation of vagus nerve by serotonin released by 
cells in the upper GI tract. 
-Incidence depends upon particular chemo agent and dosafe. 
 PATTERNS OF NAUSEA AND VOMITNG 
 -Anticipatory: Conditioned response from repeated associated between therapy and  
 vomiting. 
 -Acute: Occurs 0-24 hours after chemo 
 -Delayed: can occur 1-4 days after 
-MUCOSITIS: caused by destruction of oral mucosa, causing and inflammatory rsponse. 



-Initially presents as burning sensation with no change in the mucosa and progresses to 
significant breakdown, erythema, and pain Consistent oral hygiene is importnat to avoid 
infection. 
-ANEMIA: caused by suppression of the stem cell or interference with cell proliferation. 
-NEUTROPENIA: Defined as an absolute neutrophil count (ANC) of 1,500/mm3 or less. 
 -Risk of infection is greatest with ANC less than 500 
-THROMBOCYTOPENIA: Platelets less than 50,000 

Oncology Emergencies 
-Septic Shock: A systemic disease associated with the presence and persistence of pathogenic 
microorganisms or their toxins in the blood. It is characterized by hemodynamic instability , 
abnormal coagulation, and altered metabolism. 
Clinical Manifestations: fever greater than 100.3, warm flushed, dry skin, hypotension, 
tachycardia, tachypnea, decreased LOC, decreased urine output. 
 -antibiotics, IV fluids, vasopressors to support B/P, monitor V/S urine output, respiratory  
 failure, acidosis, DIC 
SPINAL CORD COMPRESSION: the result of tumor compression on the spinal cord or in the 
epidural space. 
-Any abnormal neurological symptoms in a patient with cancer should be considered an 
SCC until proven otherwise. 
Clinical Manifestations: vertigo, pain in neck and back of head, upper extremity weakness, 
sensory loss, paresthesia, weakness, unsteady, difficulty walking. 
Treatment is usually palliative because it is associated with metastatic disease. 
-Bed rest 
-Corticosteroids 
-Radiation therapy 
-Surgery 
-HYPERCALCEMIA: elevated serum calcium level above 11mg/dL 
-Results when bone resorption exceeds both bone formation and the ability of the kidneys to 
excrete extracellular calcium released from the bones. 
SUPERIOR VENA CAVA SYNDROME: Obstruction and thrombosis of the superior vena cava 
by a tumor or an enlarged lymph node resulting in impaired venous drainage of the head, arms , 
and thorax. 
Clinical Manifestations: vary, can be very dramatic and life threatening , dyspnea, cough, feeling 
fulless in head, hoarseness 
TUMOR LYSIS SYNDROME: occurs when large numbers of neoplastic cells are killed rapidly, 
leading to release of intracellular ions and metabolic byproducts into the systemic circulation 

Benign Prostatic Hyperplasia (BPH; Enlarged Prostate) 
-Effects half of men older than age 50 years and 80% of men older than age 80. 
-Manifestations are those of urinary obstruction, urinary retention, and UTI. 
Treatment 
-Pharmacologic: alpha-adrenergic blockers, alpha-adrenergic antagonists, antiandrogen agents 



-Catheterization if unable to void. 
-Prostate surgery 

Prostate Cancer 
-Second most common cancer and the second most common cause of death in men. 
-Risk factors include, increasing age, familial predisposition, and African American race. 
-Manifestations 
 -Early disease has few or no symptoms 
 -Symptoms of urinary obstruction, blood in urine or semen, painful ejaculation. 
 -Symptoms of metastasis may be the first manifestations  
**Early diagnoses is vital, health screening 
-Treatment may include prostatectomy, radiation therapy, hormonal therapy, or chemotherapy. 
Collaborative Problems 
-Hemorrhage and shock 
-Infection 
-Venous Thromboembolism 
-Catheter obstruction 
-Complications with catheter removal 
-Urinary incontinence 
-Sexual dysfunction 
Planning 
-Major goals before surgery include preparation and reduction of anxiety and pain. 
-Major goals after surgery include maintenance of fluid volume balance, relief of pain and 
discomfort, ability to perform self-care activities, and absence of complications. 
-Relief of Pain 
-Monitor urinary drainage and keep catheter patent. 
-Assessment of pain 
-Bladder spasms cause feelings of pressure and fullness, urgency to void, and bleeding from the 
urethra around the catheter. 
-Medication and warm compresses or sitz baths to relieve spasms. 
-Administer analgesics and antispasmodics as needed. 
-Encourage patient to walk but to avoid sitting for prolonged periods 
-Prevent constipation 
-Irrigate catheter as prescribed. 

Three Way System for Bladder Irrigation 
-Hang irrigation solution on IV pole. 
-solution goes in through the triple lumen catheter into the bladder 
-Drainage then comes out through the drainage catheter into the catheter drainage bag. 

Testicular Cancer 
Most common cancer in men ages 15-40 years 
-Highly treatable and curable 



-Risk Factors: undescended testicles, positive family history , cancer of one testicle, Caucasian-
American race. 
Manifestations: Painless lump or mass in the testes 
Early Diagnosis: Monthly Testicular Self exam (TSE) and annual testicular exam. 
Treatment: orchidectomy, retroperitoneal lymph node dissection, radiation therapy, 
chemotherapy. 

Normal Immune Response:  
 -The body’s ability to resist disease 
 -Serves 3 functions 
  -Defense 
  -Homeostasis 
  -Surveillance 
Antigens: Substances the body recognizes as foreign that elicit an immune response 
-Most are composed of protein 
Antibodies: Immune globulins produced by lymphocytes in response to antigens. 

Humoral Immunity: B-cells, antibodies, present. 
Protection: Bacteria, Viruses (extracellular), respiratory pathogens, GI pathogens. 
Cellular Immunity: T-lymphocytes, macrophages, sensitized T cells, Cytokines, present. 
Protection:Fungus, viruses (intracellular), chronic infectious agents, Tumor cells. 
 Dendritic Cells: Important in activating the immune response 
 -Capture antigens at sites of contact with the external environment. 
 -Transport an antigen until it encounters a T cell with specificity for the antigens. 
 Cytokines: Soluble factors secreted by WBC’s and a variety of other cells in the body. 
-Act as messengers among cell types 
-Instruct cells to alter their proliferation, differentiation, secretion, or activity. 
-Currently at least 100 different cytokines 
-Have a beneficial role in hematopoiesis and immune function 
-Can have detrimental effects 
-Chronic inflammation 
-Autoimmune diseases 
-Sepsis 
 Cytokine Types:  
 -Interleukins 
 -Interferons 
 -Tumor necrosis factor 
 -Colony-stimulating factor 
 -Colony-stimulating factors 
 -Erythropoietin 

Variables that Effect Immune System Function 
-Age and gender 



-Nutrition 
-History of infection or immunization 
-Allergies 
-Presence of conditions or disorders: autoimmune disorders, cancer or neoplasm, chronic illness 
surgery or trauma. 
-Medications and transfusions 
-Lifestyle 

Development of Cells of the Immune System 

Bone Marrow -> Lymphoblasts 

Lymphoblasts-> Bone marrow Maturation-> B Lymphocytes-> Memory Cells & Plasma Cells -> 
Antibodies (Humoral Response) 

Lymphoblasts-> Thymus->Regular T cells-> helper T cells & Suppressor T cells 
        -> Effector T cells-> Cytotoxic T Cells 
   (Cellular cell mediated response) 
B-Lymphocytes mature in the bone marrow. 
T-Lymphocytes mature in the thymus, where they also differentiate into cells with various 
functions. 

Phagocytic Immune Response:  
Mononuclear Phagocytes:Include monocytes in the blood and macrophages found 
throughout the body. 
 -Capture, process, and present antigens to lymphocytes to initiate an immune response 
 -Capture antigens by phagocytosis 

Humoral Immunity: Anti-body mediated immunity 
Antibodies produced by plasma cells (B Lymphocytes) 
-Primary immune response is evident 4-8 days after initial exposure to antigens 



5 Classes of immune globulins 
-Each has a specific characteristic 
IgG- Largest component of total immune globulins; found in plasma and interstitial fluid; only 
Ig to cross placenta and provide newborn with passive acquired immunity 

IgA- Found in body secretions: Saliva, tears, breast milk. Lines mucous membranes. 

IgM: Largest of immune globulins is found in plasma; responsible for primary immune 
response; forms antibodies to ABO blood antigens. 

IgD: Found in plasma; present on lymphocyte surface; assists in differentiation of B 
lymphocytes. 

IgE: Found in plasma and interstitial fluids; causes symptoms of allergic reaction. 

Cellular Immune Response:  

T-Lymphocytes: Cellular immunity 
 -Attack invaders directly, secrete cytokines, and stimulate immune system responses. 
 -Helper T cells 
 -Cytotoxic T-Cells 
 -Memory Cells 
 -Suppressor T cells (suppress immune response) 

Assessment of The Immune System 
-Health history, including nutrition, infections, immunizations, allergies, autoimmune disorders, 
cancer, and chronic illness. 
-Physical exam including lymph node assessment in addition to other body systems. 

Signs of Primary Immunodeficiencies 
-Vary according to type, severe or recurrent infections, failure to thrive or poor growth, positive 
family history. 
10 Signs of Primary Immunodeficiencies  
1. Four or more new ear infections within 1 year. 
2. Two or more serious sinus infections within 1 year 
3. Two or more months on antibiotics with little effect 
4. Two or more pneumonias within 1 year 
5. Failure of an infant to gain weight or grow normally 
6. Recurrent, deep skin or organ abcesses 
7. Persistent thrush in mouth or fungal infection on skin 
8. Need for intravenous antibiotics to clear infections 
9. Two or more deep seated infections including septicemia 
10. A family History of PI. 



Tests to Evaluate Immune Function 
-WBC count and differential 
-Bone Marrow Biopsy 
-Humoral and cellular immunity tests 
-Phagocytic cell function test 
-Complement component test 
-Hypersensitivity tests 
-Specific antigen-antibody tests 
-HIV infection tests 

Management of patients with HIV infection and AIDS 
-Survival Rates have increased dramatically in the past 20 years 
-1.2 million people in the US are living with HIV; 1 in 5 are unaware they are infected. 
-50,000 new infections per year 
-Number of new HIV infections, globally, declined 19% over the past decade 
 Transmission of HIV 
 -Transmitted only through contact with body fluids under specific conditions 
 -Blood, semen, vaginal secretions, and breast milk. 
 -Sexual contact with an infected partner is the most COMMON mode of transmission. 
 -Contact with blood and blood products 
 -Sharing drug-using equipment is risky 
 -Infection through transfusions of blood or clotting factors is now unlikely with   
 implementation of screening measures. 
 -Puncture wounds are most common means of work-related HIV transmission. 
 Perinatal Transmission 
 -Can occur during pregnancy or breastfeeding 
 -An average of 25% of infants born to women with untreated HIV will contract the  
 infection. 
 -Treatment can reduce the rate of transmission to less than 2%. 
Prevention 
-Safer sex practices and safer behaviors 
 -Abstain from sharing sexual fluids 
 -Reduce the number of sexual partners to one 
 -Always use latex condoms; if allergic to latex, use non latex condoms. 
-Do not share drug injection equipment 
-Blood screening and treatment of blood products 
Pathophysiology of HIV 
-HIV uses the chemokine receptors CXCR4 and CCR5 as Co-receptors (CD4 is the main 
receptor) to support binding and entry into the CD4+T cell. 
-HIV is a ribonucleic acid (RNA) Virus, which replicated by using its RNA as a template to 
produce deoxyribonucleic acid (DNA), which is then integrated into the human genome. 



-Immune dysfunction in HIV infection is caused by damage and destruction of CD4+T cells 
(also known as T helper cells or CD4+T lymphocytes) 

-Like all viruses, HIV cannot replicate unless it is inside a living host. 
-HIV is surrounded by an envelope made up of proteins and contains a core of viral RNA and 
proteins. 
-HIV has gp120, glycoproteins that attach to CD4 and chemokine CXCR4 and CCR5 receptors 
on the surface of CD4+T cells (fusion) 
-Viral RNA then enters the cell, produces viral DNA in the presence of reverse transcriptase, and 
incorporates itself into the human genome in the presence of integrates, causing permanent 
cellular infection and the production of new virions. 
 -There are 2 consequences of this action. 
 1: Because all genetic material is replicated during cell division, all daughter cells will  
 also be infected. 
 2: Viral DNA in the genome will direct the cell to make new HIV. 
New Viral RNA develops initially in long strands that are cut in the presence of protease and 
leave the cell through a budding process that ultimately contributes to cellular destruction. 

Immune problems start when CD4+T-cell counts drop to Less than 500 cells/ul 
Severe Problems develop when less than 200 cells/ul 
Normal range is 800-1200 cells/ul 
Insufficient immune response allows for opportunistic diseases 

Viral Load in the Blood 
Initial Infection: 
-Viremia (large viral levels in blood) for 2-3 weeks. 
-Transmission is more likely when viral load is high. 
-Followed by prolonged period (years) of low viral load. 
During the time of low viral load, which may last for more than 10 years, clinical symptoms can 
be limited. Even without symptoms, HIV replication occurs at a rapid and constant rate in the 
blood and lymph tissues. 

A major consequence of rapid replication is that errors can occur in the copying process, causing 
mutations that can contribute to resistance HIV and limit treatment options. 

Stages of HIV Disease 
-Primary (Acute) Infection 
-HIV asymptomatic 
-HIV symptomatic 
-AIDS 

Primary Acute Infection 



-Seroconversion (When HIV specific antibodies develop), is often accompanied by a 
mononucleosis like syndrome that may be mistaken for the flu. May take several weeks to detect 
antibodies (Window-period) 
-These symptoms generally occur 2-4 weeks after the initial infection and last for 1-2 weeks, 
although some symptoms may persist for several months. 
-Some people also develop neurologic complications, such as aseptic meningitis, peripheral 
neuropathy, facial palsy, or Guillain-Barre syndrome. 
-During this time, a high viral load (the amount of HIV circulating in the blood) is noted, and 
CD4+T cell counts fall temporarily but quickly return to baseline or near baseline levels. 
-Many people, including health care providers, mistake acute HIV symptoms for a bad case of 
the flu. 

HIV Asymptomatic 
-The interval between untreated HIV infection and a diagnosis of AIDS. Median interval of 11 
years between infection and diagnosis of AIDS. 
-During this time, CD4+T cell counts remain above 500 cells/ul (normal or only slightly 
decreased), and the viral load in the blood will be low. 
-Because people are often unaware of their disease status, they have little reason to seek 
treatment or make behavior changes that could improve the quality and length of their lives and 
can unknowingly transmit HIV to others. 
-Fatigue, headache, low grade fever, night sweats, and other symptoms. 
-Upon reaching the viral set point, chronic asymptomatic state begins. 
-Body has sufficient immune response to defend against pathogens. 

HIV Symptomatic 
-CD4T cell count begins to drop to 200-499 
-Symptomatic Infection 
 -Shingles 
 -Persistent Vaginal Candidal Infections 
 -Herpes 
 -Bacterial Infections 

AIDS 
-A diagnosis of AIDS cannot be made until the HIV-infected patient meets criteria established by 
the CDC. 
-AIDS is characterized by: 
 -Severe immune system suppression and CD4+T cell counts less than 200 cells/ul 
P 

“Undetectable” indicates the viral load is lower than the test is able to report, “undetectable” 
does NOT mean the virus has been eliminated from the body, or that the individual can no longer 
transmit HIV to others. 



Diagnostic Studies: 
-Abnormal blood test results are common in HIV infection and may be caused by HIV, 
opportunistic diseases, or complications of therapy. 
-Decreased white blood cell (WBC) counts, especially below-normal numbers of lymphocytes 
(lymphophenia) and neutrophils (neutropenia); low platelet counts (thrombocytopenia) and 
anemia are often seen. 
-Altered liver function, caused by HIV infection, drug therapy, or co-infection with a hepatitiss 
virus, is common. Early identification of co-infection with hepatitis B virus (HBV) and/or 
hepatitis C virus is extremely important because these infections have a more serious course in 
patients with HIV, may ultimately limit options for ART, and can cause liver-related morbidity 
and mortality. 
  Two Types of RESISTANCE TESTS can determine if a patients HIV is resistant to drugs  
 used: 
 Genotype Assay detects drug resistant viral mutations that are present in reverse   
 transcriptase and protease genes. 
 Phenotype Assay: measures the growth of HIV in various concentrations of antiretorviral  
 drugs (much like bacteria-antibiotic sensitivity tests). These assays help to determine new 
 drug combinations for patients who are not responding to therapy. 
Collaborative Care: 
-Care of the HIV infected patient focuses on 
 -Monitoring HIV disease progression and immune function 
 -Initiating and monitoring antiretroviral therapy (ART) 
 -Preventing the development of opportunistic diseases 
 -Detecting and treating opportunistic diseases 
 -Preventing or decreasing complications of treatment  
 -PREVENTING CACHEXIA AND WASTING 
 -Preventing further transmission of HIV. 
  
Antiretroviral Therapy (ART) 
-ART can significantly slow disease progression but it 
 -Is complex 
 -Has side effects 
 -Does not work for everyone 
 -is EXPENSIVE 

Drug Therapy 
-Nucleoside, non-nucleoside, and nucleotide reverse transcriptase inhibitors 
 -Inhibit the ability of HIV to make a DNA copy early in replication. 
-Protease Inhibitors 
 -Interfere with activity of enzyme protease 
-Fusion Inhibitors 
 -Interfere with HIV CD4 Receptor site binding and entry into cells 
-Combination antiretroviral therapy 



 -Three or more drugs from different groups are prescribed at full strength. 
Drug Side Effects 
-Depression 
-Diarrhea 
-Peripheral Neuropathy 
-Pain 
-Nausea/Vomiting 
-Fatigue 
-Hyperlipidemia 
-Insulin Resistane 
-Bone disease 
-Lactic acidosis 
-Renal Disease 
-Cardiovascular disease 

Clinical Manifestations of HIV/AIDS - Respiratory  
Pneumocystic Carinii Pneumonia (PCP):Most common life threatening infection. 
-Initial symptoms may be nonspecific and may include nonproductive cough, fever, chills, 
dyspnea, and chest pain. 
-If untreated, progresses to pulmonary impairment and respiratory failure. 
-Treatment: TMP-SMZ or pentamidine, prophylactic TMP-SMZ 

Mycobacterium Avium Complex (MAC) 

Tuberculosis 

Clinical Manifestations of HIV/AIDS- GI 
Oral Candidiasis: May progress to esophagus and stomach. 
Treatment with Mycelex troches or nystatin, ketoconazole 

Diarrhea related to HIV infection or enteric pathogens 
-Octreotide acetate (Sandostatin) for severe chronic diarrhea. 

Wasting Syndrome: 10% weight loss and chronic diarrhea or chronic weakness and fever with 
absence of other cause. 
-Protein energy malnutrition 
-Anorexia, diarrhea, GI malabsoprtion, and lack of nutrition may contribute. 

Clinical Manifestations of HIV/AIDS: Oncologic 
Kaposi’s Sarcoma 
-Cutaneous lesions but may involve multiple organ systems. 
-Lesions cause discomfort, disfigurement, ulceration, and potential for infection. 



Management of patients with Allergic Disorders 
-History and manifestations; comprehensive allergy history 
-Diagnostic Tests 
-CBC: Eosinophil Count 
-Total serum IgE 
-Skin Tests: Note precautions! 
Screening procedures 

Medications 
-Oxygen, if respiratory assistance is needed. 
-Epinephrine used for anaphylactic reactions 
-Antihistamines 
-Corticosteroids 

Prevention and Treatment of Anaphylaxis  
-Screen and prevent 
-Treat respiratory problems, oxygen, intubation, and cardiopulmonary resuscitation as needed. 

Assessment and Management of Patients with Rheumatic Disorders 
-Hay fever, seasonal allergic rhinitis 
-A common respiratory allergy presumed to be mediated by a type 1 hypersensitivity  
-Affects 10% to 25% of the population 
-Symptoms includes sneezing and nasal congestion, clear watery discharge, nasal itching, itching 
of throat ands soft palate, dry cough, hoarseness, headache. 
-May affect the quality of life, producing fatigue, loss of sleep and poor concentration. 

Nursing Process: The Care of the Patient with Allergic Rhinitis- Assessment 
-Health history 
-Include personal and family history 
-Allergy assessment 
-Subjective data include symptoms and seasonal changes, emotional problems, or stress 
-Note relationship between symptoms and seasonal changes, emotional problems, or stress. 
-Identify nature of antigens, seasonal changes in symptoms and med history 
Diagnoses 
-Ineffective breathing pattern related to allergic reaction 
-Deficient knowledge about allergy and the recommended modifications in lifestyle and self-care 
practices 
-ineffective individual coping with chronicity of condition and need for environmental 
modifications 
Planning 
-Goals may include: 
-Restoration of normal breathing pattern 
-Increased knowledge about the causes and control of allergic symptoms 



-Improved coping with alterations and modifications 
-Abscence of complications  

Assessment and Management of patients with Rheumatic Disorders 

Rheumatic Diseases 
“Arthritis”: Affect primarily the joints but also the muscles, bone, ligament, tendons, and 
cartilage. 

Clinical Manifestations: 
Pain 
Joint Swelling 
Limited Movement 
Stiffness 
Weakness 
Fatigue 
Assessment 
-Health history: Include onset of and evolution of symptoms, family history, past health history, 
and contributing factors. 
Functional Assessment: 
-Arthrocentesis 
-Radiography, bone scans, CT, and MRI 
-Tissue Biopsy 
-Blood Studies 
Diagnoses 
-Acute and chronic pain 
-Fatigue 
-Disturbed Sleep Pattern 
-Impaired physical mobility 
-Self-Care deficits 
-Disturbed body image 
-Ineffective coping 
Planning 
Major Goals may include: 
-Relief of pain and discomfort 
-Relief of fatigue 
-Promotion of restorative sleep 
-Increased mobility 
-Maintenance of self-care 
-Improved body image 
-Effective coping 
-Abscence of complications 
INTERVENTIONS of arthritis 



-Anti-inflammatory meds 
-Heat to joints for pain management 
-Splints, but maintain mobility 
-Provide rest 

Diffuse Connective Tissue Diseases 
-A group of chronic disorders characterized by diffuse inflammation and degeneration in the 
connective tissue. 
-Cause is unknown but thought to have an immunologic basis 
-Characterized by a clinical course of exacerbation and remissions 
-Includes RA, SLE, scleroderma, polymyositis, and polymyalgia rheumatica 
Systemic Effects: Extraarticular Features 
-Fever 
-Fatigue 
-Anemia 
-Lymph Node enlargement 
-Raynaud’s phenomenon and Sjogrens syndrome (Dry eyes, mouth) 
-Any organ system may be involved; neuropathy and other neurologic manifestations, 
pericarditis, pleural effusion, splenomegaly, renal involvement. 
-Skin and mucosal manifestations. 


