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[image: image2.emf]Osteoarthritis (OA)

• Noninflammatory  disorder of the synovial 

joints

• Formation of new joint tissue in response to 

joint insult and cartilage destruction

• No extraarticular manifestations

• Slowly progressive and chronic
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[image: image3.emf]Etiology 

• Osteoarthritis

• Idiopathic

• Cause is unknown 

• Genetic factors

• Secondary

• Known event or condition that directly 

damages cartilage or causes joint instability

• Obesity / trauma
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[image: image4.emf]Pathophysiology

• Cartilage damage triggers a 

metabolic response in 

chondrocytes

• Normal articular cartilage

• Smooth, white, translucent

• Affected cartilage

• Dull, yellow, granular

• Soft, less elastic

• Less able to resist wear

• Body’s attempts at repair 

ineffective → fissuring and 

erosion, joint space narrowing

145



	

	
[image: image5.emf]Pathophysiology
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• Central cartilage becomes 

thinner, subarticular bone 

thickens due to bone on 

bone friction (grating)

• Cartilage and bony growth 

(osteophytes) increase at 

joint margins

• Incongruity in joint surfaces 

create

• Uneven distribution of 

stress across the joint

• Reduction in motion



	

	
[image: image6.emf]Joint Deformity in Hands with 

Osteoarthritis

• Heberden’s nodes

• DIP joints

• Indication of osteophyte

formation, loss of joint 

space

• Bouchard’s nodes

• PIP joints

• Nodes may be red

, 

swollen, tender
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[image: image8.emf]Pathologic Changes Seen With Osteoarthritis      
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[image: image9.emf]Clinical Manifestations 

• Joint pain

• Predominant symptom

• Relieved by rest in early stages

• Generally worsens with joint use

• Signals “inclement weather” 

• Affects joints asymmetrically

• Early morning stiffness

• Resolves within 30 minutes

• After periods of rest or static position stiffness recurs

• Crepitation

• Grating sensation in joint

• Stiffness or loss of function
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[image: image10.emf]• Most commonly 

affected joints

• DIP / PIP 

• Carpometacarpal joint 

of thumb

• Weight bearing joints

• Hips, knees, ankles

• Cervical / lumbar spine
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Joints Involved in Osteoarthritis 



	

	
[image: image11.emf]Diagnostic Studies 

• No laboratory test

• Radiographic 

• X-ray

• Loss of joint space

• Osteophyte

formation

• Bone scan, CT, MRI
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Normal Osteophytes



	

	
[image: image12.emf]Collaborative Care 

• Goals

• Pain Relief

• Functional independence

• Maintenance of quality of life

• Approach

• Exercise (balance of rest and exercise)

• Topical treatments and heat

• Acetaminophen, NSAIDS, synthetic 

prostaglandin, COX-2

• Dietary supplements
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[image: image13.emf]Collaborative Care 

• Nutritional Counseling and Therapeutic Exercise

• Weight reduction plan

• Low impact aerobic exercise

• Walking 

• Regular basis

• Complementary and Alternative Therapies

• Acupuncture

• Yoga

• Tai Chi

• Massage

• Guided imagery

• Glucosamine 

• Chondroitin
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[image: image14.emf]Collaborative Care 

• Drug Therapy

• Based upon the severity of symptoms

•

•

•

•

155



	

	
[image: image15.emf]Osteoarthritis

• Nursing Management

• Goal is promotion of a healthy, positive 

adaptation

• Client education

• Collaboration of care

• Reinforce and encourage client to notify 

physician of changes in condition
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[image: image16.emf]Osteoarthritis

• Surgical Management

• Osteotomy

• Arthrodesis

• Total Hip Replacement

• Total Knee Replacement
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[image: image17.emf]Surgical Complications

•

Deep Venous Thrombosis (DVT)

• Higher incidence after lower extremity joint 

surgery

• Prophylactic measures

• Aspirin, warfarin, LMWH

• Pneumatic compression device

• Source of pulmonary emboli
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[image: image18.emf]Rheumatoid Arthritis (RA)

• Chronic

• Systemic disease characterized by inflammation of 

connective tissue in the synovial joints

• Autoimmune disorder

• Extraarticular manifestations

• Periods of remission and exacerbation
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[image: image19.emf]Etiology 

•

Cause is unknown

• Familial tendency 

•

Autoimmune etiology 

• Smoking is linked to the development 

and severity of the disease

• Usually average to below average 

weight for size
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[image: image20.emf]Pathophysiology

•

Autoimmune theory

• Changes begin when a susceptible host experiences an 

initial immune response to an 

antigen

• Trigger formation of 

abnormal IgG

•

Autoantibodies develop (Rheumatoid factor – RF)

against 

abnormal IgG

•

RF and IgG form immune complexes which deposit

on 

synovial membranes or articular cartilage in joints

• An 

inflammatory response

results

•

Joint changes occur from chronic inflammation

of synovial 

membranes 
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[image: image21.emf]•

Autoimmune theory

• Hypertrophied synovial 

membrane invades the 

surrounding

• Cartilage

• Ligaments

• Tendons

• Joint capsule

• Pannus forms within joint, 

erodes the surface of the 

articular cartilage
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[image: image22.emf]• Autoimmune theory

• Pannus erodes the 

entire surface of the 

articular cartilage

• Pannus scars and 

shortens supporting 

ligaments and tendons 

causing joint laxity, 

subluxations and 

contracture
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[image: image23.emf]Clinical Manifestations

• Nonspecific 

manifestations may 

precede onset of 

arthritic complaints

• Fatigue

• Anorexia

• Weight loss

• Generalized 

stiffness

• Articular involvement

• Symmetrical

• Pain

• Stiffness

• Limitation of 

motion

• Signs of 

inflammation

• Heat

• Swelling

• Tenderness
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[image: image24.emf]Rheumatoid Joint Inflammation

165


	

	
[image: image25.emf]Clinical Manifestations

• Joint pain

• ↑ with motion, varies in intensity

• May not be proportional to the 

degree of inflammation

• Tenosynovitis

• Difficult to grasp objects

• Joint stiffness

• Often after periods of inactivity

• Morning stiffness may last 60 

minutes to several hours or all 

day

• Joints involved

• Small joints of hands 

and feet

• Metacarpal / PIP 

typically swollen

• Larger peripheral joints

• Wrist, elbows, 

shoulders, knees, 

hips, ankles, jaw

• Cervical spine

• Symmetrical 

involvement
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[image: image26.emf]Clinical Manifestations

•

Deformity and 

disability 

• Around the joint

• Atrophy of muscles

• Destruction of 

tendons

• Subluxation of 

articular surfaces

• Ulnar drift

• Swan-neck

• Boutonniẽre

• Hallux valgus
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[image: image27.emf]Rheumatoid Extraarticular Manifestations

• Systemic 

disease with 

multisystem 

involvement

• 3 common

• Rheumatoid 

nodules

• Sjőgren

syndrome

• Felty

syndrome
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[image: image28.emf]Rheumatoid Extraarticular 

Manifestations

• Rheumatoid Nodules

• 25% of all patients

• High titers of RF

• Firm, nontender, granuloma-

type masses

• Usually over extensor surfaces 

of joints such as fingers and 

elbows

• Develop insidiously

• Can persist or regress 

spontaneously

• Usually not removed
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[image: image29.emf]Rheumatoid Extraarticular

Manifestations

• Sjőgren Syndrome

• 10 -15% of patient with RA

• Can occur as a disease by itself or 

in conjunction with other arthritic 

conditions

• Diminished lacrimal and salivary 

gland secretion

• Burning, gritty, itchy eyes

• ↓ Tearing

• Photosensitivity

• Felty Syndrome

• Occurs most common in 

severe, nodule-forming 

RA

• Characterized by

• Splenomegaly

• Blood dyscrasias
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[image: image30.emf]Diagnostic Studies 

• X-rays

– not specifically diagnostic of RA

• Serum Studies:

• RF is positive in 80% of patients

• ESR & C-reactive protein; general indicators for active 

inflammation

• Bone scans -

useful in detecting early joint changes and 

confirming diagnosis
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[image: image31.emf]Collaborative Care

• Relieve Pain and Inflammation

•

• Protect Articular Surfaces

•

• Maintain Function

•
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[image: image32.emf]Collaborative Care 

• Control Systemic Involvement

• Salicylates

• Nonopiods and opioid analgesics

• NSAIDs

• Corticosteroids

• Disease-Modifying Antirheumatic Drugs

Methotrexate (Rheumatrex) &   Hydroxychloroquine (Plaquenil) 

• Immunosuppressants

• Biologic Therapy- Remicaide
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[image: image33.emf]Collaborative Care 

• Health Maintenance

• Education on exercise, joint protection, pain 

management, adaptation for functional 

independence, and medication regimens, etc.
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[image: image34.emf]Surgical Management 

•

Synovectomy

• Removal of the synovial membrane

• Best performed early in disease process

• Slows the disease progression

• Improved pain, weight bearing, ROM

•

Arthroplasty Joint Replacement

• Reconstruction or replacement of a joint

• Hemiarthroplasty replacement of one articulating 

surface

• Total arthroplasty replaces both articulating surfaces

• Relieves pain, improves or maintains ROM, corrects 

deformity
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[image: image35.emf]Total Hip Arthroplasty (THA)

• Relief of pain, improved function

• Cemented

• Femoral components loosen 

over time and require 

revision surgery

• Less active, older adult with 

compromised bone strength

• Cement-less

• Younger individual

• Prolonged device lifetime

• Long term implant  stability
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[image: image36.emf]Total Knee Arthroplasty (TKA) 

• Relief of unremitting pain 

and instability from severe 

destructive deterioration of 

the knee joint

• All of the knee joint is 

replaced with a metal and 

plastic prosthetic device 

177


	

	
[image: image37.emf]Minimally Invasive THA / TKA

• Traditional 

• 20-40 cm incision

• Incision made through 

muscle

• Greater blood loss

• Longer length of stay

• Longer recovery period

• Severely obese, heavily 

muscled, heavy revisions 

required require 

traditional technique

• Minimally Invasive

• Smaller incision 2-10 cm

• Preserves muscle and 

ligament / reduced 

surgical trauma

• Less blood loss

• Shorter length of stay

• Faster recovery

• Severely obese, heavily 

muscled, heavy revisions 

needed not candidates
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[image: image39.emf]OA     VS.    RA 
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[image: image40.emf]Systemic Lupus Erythematosus 

• Chronic multisystem inflammatory disease associated with 

abnormalities of immune system

• Affects skin, joints, serous membranes, and renal, 

hematologic, and neurologic systems

• SLE affects 2-8 persons per 100,000 in US

• Most cases occur in women of childbearing years

• African, Asian, and Native Americans three times more 

likely to develop than whites
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[image: image41.emf]Etiology & Pathophysiology 

• Etiology is unknown

• Most probable causes:

• Genetic influence

• Hormones

• Environmental factors

• Certain medications
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[image: image42.emf]Etiology & Pathophysiology 

• Disease onset occurs after onset of menarche

• Autoimmune reactions triggered

• Autoantibodies produced

• Generate immune complexes

• Deposited in body tissues 

• Inflammatory response

• Tissue damage
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[image: image43.emf]Clinical Manifestations 

• Multisystem & mild to rapidly progressive

•

Dermatologic 

• Cutaneous vascular lesions

• Butterfly rash

• Oral/nasopharyngeal ulcers

• Alopecia
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[image: image44.emf]Clinical Manifestations 

• Musculoskeletal

• Polyarthralgia

• Arthritis

• Swan-neck 

fingers

• Ulnar deviation

• Subluxation

with hyperlaxity

of joints

• Cardiopulmonary

• Tachypnea

• Pleurisy

• Arrhythmias

• Accelerates CAD
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[image: image45.emf]Clinical Manifestations 

• Renal

Nephritis

Proteinuria

Glomerulonephritis

• Nervous system

• Generalized/focal 

seizures

• Peripheral 

neuropathy

• Organic brain 

syndrome

• Disorientation

• Memory deficits

• Psychiatric 

symptoms
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[image: image46.emf]Clinical Manifestations 

• Hematologic

• Formation of antibodies 

against blood cells

• Anemia

• Leukopenia

• Thrombocytopenia

• Coagulopathy

• Antiphospholipid

antibody syndrome

• Infection

• Increased 

susceptibility to 

infections

• Fever should be 

considered serious
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[image: image49.emf]Diagnostic Studies 

No Specific test 

• SLE is diagnosed primarily on a distinct criteria relating to 

patient history, physical examination, and laboratory 

findings

• Antibodies to Sm and ribosomal P proteins

• C-reactive protein

• LE cells in the serum, other tests

• Antinuclear antibodies (ANAs) assay and compliment 

testing
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[image: image50.emf]Diagnosis

• Diagnosis

• American 

College of 

Rheumatology 

Criteria for SLE 

• 4 or more of the 

11 criteria 

present

• Malar rash

• Discoid rash

• Photosensitivity

• Oral ulcers

• Arthritis

• Serositis

• Renal disorders

• Neurologic disorders

• Hematologic disorders

• Immunologic disorders

• Antinuclear antibody
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[image: image51.emf]Outcome Management

• Manage Organ System Involved

• Suppress end-organ inflammation or interfere with 

immune function; supportive therapy

• Reduce inflammation & minimize complications

• Complications

• Pericarditis, Pleural Effusion, Cutaneous

Manifestations, Renal Disease, Others
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[image: image52.emf]Outcome Management

• Drug therapy

• NSAIDs

• Antimalarial drugs (Plaquinil)

• Steroid-sparing drugs

• Corticosteroids for exacerbations

• Immunosuppressive drugs (Cytoxin, Imuran)

• Methotrexate

Other Treatment Modalities: 

Plasmapheresis & Dialysis
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[image: image53.emf]Outcome Management

• Health Promotion

• Education on periods of remission and exacerbation, a 

healthy life and stress reduction, adaptation for functional 

independence

• Education on pain management, medication regimens, 

skin care, good nutrition, & minimization of infection

194



	

	
[image: image54.emf]Systemic Sclerosis 

(Scleroderma)

• Disorder of connective tissue

• Immunologic & vascular abnormalities

• Clinical Manifestations

• Localized: Skin thickening & tightening

• Generalized:  limited subcutaneous & diffuse 

subcutaneous forms (CREST)

• Progressively fatal SS
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[image: image56.emf]Systemic Scleroderma

• C

–

• R –

• E –

• S –

• T –
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[image: image57.emf]Scleroderma: Outcome 

Management

• Medical Management

• Vasoactive agents, CCB & Serpasil - Reynauds

• Corticosteroids

• NSAIDS

• Antihypertensive agents if renal involvement

• Nursing Management

• Avoid cold 

• No smoking

• Stress management

• Small, frequent meals, chewing foods well
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[image: image58.emf]Fibromyalgia Syndrome

• Looks like, acts like, but isn’t arthritis

• Chronic musculoskeletal pain disorder 

• Epidemiology

• Unknown etiology

199



	

	
[image: image59.emf]Fibromyalgia Syndrome

•

Multiple theories exist:

•

CNS:

seritonin, Substance P, Norepinephrine

• Affect mood, sleep, and pain perception

•

Hyperfunction of hypothalmic-pituitary-adrenal axis

• Major role in stress response, depression

•

Dysfunction in autonomic nervous system

• Changes in vascular system; B/P, HR

•

Viral Illness, Lyme Disease

• Infectious trigger

•

Decreased growth hormone

• Muscle pain
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[image: image60.emf]Fibromyalgia - Manifestations

• Widespread burning pain, 

difficult to discriminate 

origin

• Joint tenderness at 11 of 

18 identified sites

• Difficulty swallowing

• Inc freq/urge to void

• Difficult menstruation

• Irritable bowel 

• Difficulty concentrating

• Memory relapses

• Feeling overwhelmed

• Depression, anxiety

• Numbness or tingling 

in hands or feet

• Restless leg syndrome
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[image: image62.emf]Fibromyalgia - Diagnostic

• History of widespread pain noted for at least 3 months

• Muscle biopsy

• Nonspecific moth-eaten appearance or fiber atrophy

• Occasionally low ANA titer

• 11 of 18 tender points on palpation
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[image: image63.emf]Fibromyalgia Syndrome

• Medical Management

• Rest, Analgesics, low-dose tricyclic

antidepressants or skeletal muscle relaxants, 

SSRIs, Benzodiazapines

• Nursing Management

• Massage, gentle stretching PT, Yoga, Tai Chi, 

limit sugar, caffeine & alcohol, vitamins, 

relaxation strategies
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21

Osteoarthritis

Surgical Management

Osteotomy

Arthrodesis

Total Hip Replacement

Total Knee Replacement
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Osteotomy (OA)

Bone is cut with resection of bone fragment

Done to change the joint alignment and shift weight bearing

Corrects deformity, improves function, relieves pain

ARTHRODESIS (OA):  surgical joint fusion procedure, articular joint surfaces are cut away and bones edges are united like a fracture (may use bone graft), initial fixation may be provided by pins, braces, or cast  

Indicated only if articular surfaces are too severely damaged or infected to allow joint replacement; irreparable joint damage or instability

Produces sound, painless limb; disadvantage loss of movement, shortened limb

Wrist, ankle, cervical spine, lumbar spine, metatarsophalangeal joint of the great toe  



JOINT REPLACEMENT / ARTHROPLASTY (OA, RA): reconstruction or replacement of a joint

Performed to restore joint motion by replacing arthritic bone with metal components

hemiarthroplasty replacement of one articulating surface

total arthroplasty replaces both articulating surfaces; total joint

Elbow, shoulder, phalangeal joint of the finger, hip, knee, ankle, foot
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Osteoarthritis

+ Surgical Management
- Ostastomy
Jp—

Totsitip Repiscament

Tots knsa Repisazment





Collaborative Care 

Control Systemic Involvement



Salicylates

Nonopiods and opioid analgesics

NSAIDs

Corticosteroids

Disease-Modifying Antirheumatic Drugs

    Methotrexate (Rheumatrex) &   Hydroxychloroquine  (Plaquenil) 

Immunosuppressants

Biologic Therapy- Remicaide
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Drug therapy

Salicylates and NSAIDs and New generation NSAIDs, COX-2 Inhibitors to promote physical comfort

Salicylates continue to be included in drug regimen; high dose 4 to 6 g per day (10 to 18 tablets)

Motrin (ibuprofen, naprosyn) NSAID have anti-inflammatory and analgesic properties to treat inflammation and pain when high doses of aspirin not tolerated; do not change disease progression

Full effectiveness may take 2 to 3 weeks; some relief is usually noted in days

New generation NSAIDs, COX-2 inhibitors:  anti-inflammatory effect of Celebrex, Vioxx, Bextra 



DMARDs (disease-modifying antirheumatic drugs) early on to prevent irreversible joint changes

Lessens joint erosion and deformity; irreversible joint changes occur as early as the 1st year

MILD DISEASE – PLAUENIL (antimalarial drug); SE nauseas, abd discomfort, rash, rare irreversible retinal degeneration – ophthalmologic examination before therapy and every 6 months

MODERATE to SEVERE Disease with symmetrical joint involvement and +RF 

METHOTREXATE  1st drug of choice (slows the progression of the disease.)

More aggressive drug regimen with rapid anti-inflammatory effect ↓clinical symptoms in days to weeks

SE bone marrow suppression and hepatotoxicity; frequent lab monitoring needed (CBC, chemistry panel) 

Gold therapy if no response to Methotrexate

Gold has anti-inflammatory action

Weekly injection for 5 months, then biweekly or monthly to sustain the clinical effects

SE minor:  skin rash, mouth sores, GI problems (diarrhea)

Imuran or Cuprimine if no response to Methotrexate or Gold therapy

SE mild pancytopenia (↓WBC, RBC, plateletes)



Biologic therapy new class of drugs to slow the progression of RA in patients with moderate to severe disease that do not respond to DMARDs;  these drugs target specific cells or cytokines involved in inflammatory response

Enbrel, Remicade, Humira, Kineret are TNF inhibitors; inhibit TNF in doing so inhibit the inflammatory response, slowing the disease

Enbrel is a biologically engineered copy of TNF cell receptor; it binds to TNF in circulation so that the TNF does not bind to the cell surface receptor and cause an inflammatory response

Administered by subcutaneous injection two times a week

Remicade and Humira are antibodies against TNF; bind to TNF and prevent it from binding to TNF receptors of cells

Remicade administered IV weekly basis

Humira administered subcutaneously every other week

Kineret blocks biologic activity and is given by subcutaneous injection to reduce swelling and pain; can be used with DMARDs, NOT with TNF inhibitors



Corticosteroids may temporarily relieve pain and inflammation associated with disease flare-ups

Long term oral steroid use should not be a mainstay treatment due to risk of osteoporosis and AVN; low dose prednisone for limited time to decrease disease activity until effect of DMARDs are seen
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Collaborative Care

+ Control Systemicnvalvement






Clinical Manifestations 



Multisystem & mild to rapidly progressive



Dermatologic 

Cutaneous vascular lesions



Butterfly rash



Oral/nasopharyngeal ulcers



Alopecia
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Generalized complaints of fever, weight loss, arthralgia and excessive fatigue may precede an exacerbation of disease activity.



Cutaneous vascular lesions appear most  likely in sun exposed areas, can appear in any location

Classic is the butterfly rash over the cheeks and the bridge of the nose (50% of patients)

Ulcers in the oral/nasal membranes (1/3rd of patients)

Alopecia is common, may be underlying scalp lesions

May grow back during remission, may be permanent over lesion areas; scalp is dry, scaly and atrophied
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Clinical Manifestations






Etiology & Pathophysiology 

Disease onset occurs after onset of menarche



Autoimmune reactions triggered

Autoantibodies produced

Generate immune complexes

Deposited in body tissues 

Inflammatory response

Tissue damage
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Pathophysiology

Genetics; Hormones; Environmental: exposure to UV light, stress, smoking; Medication 

triggers an immune response, leads to production of autoantibodies; antibodies generate circulating immune complexes and activates the complement system

the large immune complexes are deposited in body tissues causing tissue damage

the activated complement produces an inflammatory response in those tissues, which causes further tissue damage

These pathologic findings occur throughout the body; manifested by inflammation, blood vessel abnormalities, and immune complex deposition; tissue inflammation and damage / death
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Etiology & Pathophysiology
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Systemic Scleroderma

C –  

R – 

E –  



S – 

T – 

197







197



image1.jpeg









Systemic Scleroderma






Fibromyalgia - Manifestations

Widespread burning pain, difficult to discriminate origin

Joint tenderness at 11 of 18 identified sites

Difficulty swallowing

Inc freq/urge to void

Difficult menstruation

Irritable bowel 

Difficulty concentrating

Memory relapses

Feeling overwhelmed

Depression, anxiety

Numbness or tingling in hands or feet

Restless leg syndrome
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Clinical manifestations

Fatigue most common symptom

The most common cause of fatigue is chronic depression



Morning stiffness, non-refreshing sleep (lack of Stage 4), postexertional muscle pain



1/3 of people experience IBS, tension headaches, premenstrual syndrome, numbness & tingling, and Raynaud’s phenomenon



Physical exam reveals tender points 

9 paired tender points
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Fibromyalgia - Manifestations






Fibromyalgia - Diagnostic

History of widespread pain noted for at least 3 months



Muscle biopsy

Nonspecific moth-eaten appearance or fiber atrophy



Occasionally low ANA titer



11 of 18 tender points on palpation
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Fibromyalgia - Diagnostic






Total Knee Arthroplasty (TKA) 

Relief of unremitting pain and instability from severe destructive deterioration of the knee joint



All of the knee joint is replaced with a metal and plastic prosthetic device 
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Presence of osteoporosis may necessitate bone grafting to augment defects and to correct bone deficiencies.
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Total Knee Arthroplasty (TKA)

+ Relief o unremiting pain
and instability from severe
destructive deterioration of
theknee joint

- Alofine knee orntis
replacedvitha metl and
» plastic prosthetic device
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Fibromyalgia Syndrome

Medical Management

Rest, Analgesics, low-dose tricyclic antidepressants or skeletal muscle relaxants, SSRIs, Benzodiazapines



Nursing Management

Massage, gentle stretching PT, Yoga, Tai Chi, limit sugar, caffeine & alcohol, vitamins, relaxation strategies
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Medications

L-tryptophan to increase sleep

Tri-cyclic antidepressants to inhibit serotonin uptake

Benzodiazepines for anxiety, depression

Corticosteroids & NSAIDs for pain control

Low-intensity exercises

Biofeedback, acupuncture, hypnotherapy may have some success

Cognitive behavioral therapy to assist with coping needs – “view themselves as significantly disabled”

Coping with “daily hassles” is difficult

Sense of loss of control over their lives
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ibromyalgia Syndrome

+ Medical Management
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Fibromyalgia Syndrome

Looks like, acts like, but isn’t arthritis



Chronic musculoskeletal pain disorder 



Epidemiology



Unknown etiology
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Epidemiology

2 - 5% of general population

Predominately in girls & young women
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Fibromyalgia Syndrome
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Fibromyalgia Syndrome

Multiple theories exist:

CNS: seritonin, Substance P, Norepinephrine

Affect mood, sleep, and pain perception

Hyperfunction of hypothalmic-pituitary-adrenal axis

Major role in stress response, depression

Dysfunction in autonomic nervous system

Changes in vascular system; B/P, HR

Viral Illness, Lyme Disease

Infectious trigger

Decreased growth hormone

Muscle pain
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Scleroderma: Outcome Management

Medical Management

Vasoactive agents, CCB & Serpasil - Reynauds

Corticosteroids

NSAIDS

Antihypertensive agents if renal involvement

 

Nursing Management

Avoid cold 

No smoking

Stress management

Small, frequent meals, chewing foods well
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Scleroderma: Outcome

Management

+ Medical Management






Systemic Sclerosis (Scleroderma)

Disorder of connective tissue

Immunologic & vascular abnormalities

Clinical Manifestations

Localized: Skin thickening & tightening

Generalized:  limited subcutaneous & diffuse subcutaneous forms (CREST)

Progressively fatal SS
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Multisystem inflammation 
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Diagnostic Studies 

No Specific test 

SLE is diagnosed primarily on a distinct criteria relating to patient history, physical examination, and laboratory findings



Antibodies to Sm and ribosomal P proteins

C-reactive protein

LE cells in the serum, other tests

Antinuclear antibodies (ANAs) assay and compliment testing
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Laboratory findings:

Presence of ANA (antinuclear antibody)

2 tests most specific for lupus

Anti-double stranded DNA antibody – high levels of anti-DNA rare in other conditions except SLE

Anti-Sm (Smith) antibody – almost exclusively found in SLE



190



image1.jpeg









Diagnostic Studies

No specific test
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SLE is extremely variable in its severity ranging from relatively mild disorder to a more progressive one affecting many organ systems

Mild or Discoid form

involves only the skin on the face, neck, upper chest usually



SYSTEMIC (SLE)

Most severe form, involves major organ systems 

50% of SLE patients experience life threatening organ involvement

Any organ can be affected by the accumulation of circulating immune complexes

Most common are the skin, muscle, lining of the lungs, the heart, nervous tissue, and the kidneys

If well controlled, can be mild

If not, organ involvement and life threatening



REVERSIBLE FORM

Caused by medication reaction 

Disease reported after taking drugs such hydralazine, procainamide, isoniazid, chlorpromazine

Medication correlation thought to be related to an alteration in the person’s ability to metabolize the medication in people with a predisposition to develop SLE
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Outcome Management

Manage Organ System Involved

Suppress end-organ inflammation or interfere with immune function; supportive therapy

Reduce inflammation & minimize complications



Complications

Pericarditis, Pleural Effusion, Cutaneous Manifestations, Renal Disease, Others
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Once diagnosed the person and family need to have a clear understanding of the disease and treatment. 

Explanation of the disease process, clinical manifestations, prognosis

Clarification of what the physician stated

Visit physician every 3 months, lab analysis (renal studies)

Renal disease, leading to renal failure, is common outcome

If creatinine level >3mg/dl, dialysis is considered

Prescribed medications

Handouts, precautions, side effects, interactions

What to report to physician & when; Teach patient to report signs of infection quickly

Ongoing dental care and yearly ophthalmologic exam

Ophthalmic side effect with antimalarial therapy, cataracts with long term steroids

Dental care to detect/prevent systemic source of infection.

SLE triggers in environment & lifestyle

Promotion of healthy lifestyle with reduction of risk factors for coronary artery disease

Aggressively manage HTN ( renal failure & death)

Meds and diet, reduce salt, fat, cholesterol

Quit smoking, prevent obesity & hyperlipidemia

Vaccinations if on corticosteroids or immunosuppressed; Pneumococccal pneumonia vaccine; Influenza vaccine
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Outcome Management






Outcome Management

Drug therapy

NSAIDs

Antimalarial drugs (Plaquinil)

Steroid-sparing drugs

Corticosteroids for exacerbations

Immunosuppressive drugs (Cytoxin, Imuran)

Methotrexate 

 

Other Treatment Modalities: 

	 Plasmapheresis & Dialysis
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Medical treatment  based on organ system involved:

Conservative therapy if not organ or life-threatening:

Sunscreens to prevent trigger and rash

Medications to suppress end-organ inflammation 

NSAIDS if no renal involvement for mild polyarthralgias or polyarthritis (MSS manifestations), fever; prolonged therapy likely WATCH for GI effects

Antimalarial agent (plaquenil) for polyarhtritis, cutaneous manifestations; WATCH for retinopathy, usually reverses if discontinue drug

HTN and hypercholesterol treated aggressively

Medications that interfere with immune function

Oral corticosteroids or intravenous methyprednisolone for severe exacerbations of polyarthritis; very severe cutaneous SLE

Steroids are tapered once under control

Steroids-sparing drugs (methotrexate with folic acid to ↓side effects) alternate treatment

 If organ or life-threatening, requires more aggressive management

Immunosuppressive agents

IV corticosteroids (methylprednisolone) for more serious organ involvement & inflammation

Myocarditis, pericarditis, seizures, nephritis

Imuran or Cytoxan to halt glomerulonephritis to reduce the need for long-term steroid therapy

NOTE:  Abrupt cessation may precipitate exacerbation of disease activity!



Dialysis for end-stage lupus nephropathy

Kidney transplantation
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Outcome Management






Outcome Management

Health Promotion

Education on periods of remission and exacerbation, a healthy life and stress reduction, adaptation for functional independence



Education on pain management, medication regimens, skin care, good nutrition, & minimization of infection
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Outcome Management

+ Health Promation






Diagnosis

Diagnosis

American College of Rheumatology Criteria for SLE 

4 or more of the 11 criteria present



Malar rash

Discoid rash

Photosensitivity

Oral ulcers

Arthritis

Serositis

Renal disorders

Neurologic disorders

Hematologic disorders

Immunologic disorders

Antinuclear antibody
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AMERICAN COLLEGE OF RHEUMATOLOGY (1997) 

11 Criteria for SLE

 

SLE diagnosed if 4 or more of the 11 criteria are present, either serially or simultaneously, during any interval or observation
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Diagnosis






Clinical Manifestations 

Renal

Nephritis

Proteinuria

Glomerulonephritis



Nervous system

Generalized/focal seizures



Peripheral neuropathy



Organic brain syndrome

Disorientation

Memory deficits

Psychiatric symptoms
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Lupus nephritis (LN) occurs in 50% of SLE patients within 1 year of diagnosis

Mild proteinuria to rapid, progressive glomerulonephritis with involvement of the basement membrane of the kidney, leads to chronic renal failure



Renal failure #1 cause of death in SLE 

Renal outcomes worse for men and African-American females, than for Caucasian women

Poor survival associated with high creatinine, low hematocrit and proteinuria (reflect renal involvement)



Along with renal involvement, neurologic effects are most prevalent in SLE

Seizures most common neuro clinical manifestation (15% by time of diagnosis)

Sensory and motor deficits may be seen

OBS from deposits of immune complexes within the brain tissue
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Clinical Manifestations 

Hematologic

Formation of antibodies against blood cells

Anemia

Leukopenia

Thrombocytopenia

Coagulopathy

Antiphospholipid antibody syndrome



Infection



Increased susceptibility to infections



Fever should be considered serious
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Common feature of SLE

Coagulopathy either excessive bleeding or blood clot development

Antiphospholipid antibody syndrome: common cause of hypercoagulability in SLE patient = coumadin



Susceptible to infections due to 

defects in their ability to phagocytize invading bacteria

deficiencies in antibodies

immunosuppressive effect of anti-inflammatory drugs

Infection is a major cause of death, with pneumonia most common infection

All fevers investigated
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Clinical Manifestations 

Musculoskeletal

Polyarthralgia



Arthritis	

Swan-neck fingers

Ulnar deviation

Subluxation with hyperlaxity of joints



Cardiopulmonary

Tachypnea



Pleurisy



Arrhythmias



Accelerates CAD
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Morning stiffness often 1st complaint (may precede the onset of multisystem disease by many years)

Arthritis (90% occurrence in SLE patients)

Diffuse joint swelling, muscle pain



Tachypnea and cough because of restrictive lung disease

Pleurisy and possibly pleural effusions

Arrhythmias from fibrosis of the SA and AV nodes = ominous sign of advanced disease; contributes to morbidity and mortality of disease

Accelerates CAD and risk of its development so need aggressive attention to HTN and hypercholesterolemia 
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Minimally Invasive THA / TKA

Traditional 

20-40 cm incision

Incision made through muscle

Greater blood loss

Longer length of stay

Longer recovery period

Severely obese, heavily muscled, heavy revisions required require traditional technique



Minimally Invasive

Smaller incision 2-10 cm

Preserves muscle and ligament / reduced surgical trauma

Less blood loss

Shorter length of stay

Faster recovery

Severely obese, heavily muscled, heavy revisions needed not candidates
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In the 1990’s surgical instrumentation and technique advancements allowed new surgical approach to hip & knee replacements.  Required orthopedic surgeons to be trained and competent in the new surgical technique.  Customized instrumentation is needed, and the operating room staff who are assisting must be familiar with the procedure / trained.  Various surgical approaches can be used with either.  Under the skin the operation is the same as that performed through a standard incision. 

AMBULATE EARLIER – day of surgery

LESS CPM – can flex knee in recovery

LESS time with cane, walker & crutches.

STILL need to monitor the incision, H & H, anticoagulation if on coumadin (not needed with lovenox)

 LOS – teach a lot more preop in a clinic setting
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Minimally Invasive THA / TKA






Systemic Lupus Erythematosus 

Chronic multisystem inflammatory disease associated with abnormalities of immune system



Affects skin, joints, serous membranes, and renal, hematologic, and neurologic systems



SLE affects 2-8 persons per 100,000 in US



Most cases occur in women of childbearing years



African, Asian, and Native Americans three times more likely to develop than whites



181





BRIEF INTRO HERE

SLE “Lupus” is a chronic disease that results from an abnormal reaction of the body against its own tissues, cells and serum proteins 

immune system is messed up and there is decreased self-tolerance; body’s immune system is directed against itself

characterized by variability within and among persons (which organs and how it will affect the person), and its chronic unpredictable course is marked by alternating periods of exacerbations and remissions

it affects multisystem producing widespread damage to connective tissues, blood vessels, serous and mucous membranes

Mainly a disease of young women 15 to 40 years of age

The course of the disorder tends to be more severe when onset occurs at a young age



In immune disorders, the immunologic self-tolerance has been disrupted, with resultant damage to body tissues or cells normally recognized as self.

SLE results from an abnormal reaction of the body against its own tissues, cells and serum proteins

There is decreased self-tolerance; body’s immune system is directed against itself

SLE is characterized by variability within and among persons, and its chronic unpredictable course is marked by alternating periods of exacerbations and remissions
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Systemic Lupus Erythematosus






Etiology & Pathophysiology 

Etiology is unknown



Most probable causes:

Genetic influence

Hormones

Environmental factors

Certain medications
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Etiology

Unknown cause 

Genetic influence:  high prevalence among family members

Hormonal: occurs after onset of menarche, more common in women during childbearing years, associated with pregnancy and use of oral contraceptives, worsens in immediately postpartum period 

Environmental:  sun exposure and burns are most significant environmental triggers

Medications:  precipitate or aggravate SLE  - procainamide (Pronestyl), hydralazine (Apresoline), antiseizure medications



182



image1.jpeg









Etiology & Pathophysiology

+ Etiologyis unknown

+ Mostprobable cavses:
+ Geneticinfuence
+ Hormanes
+ Environmentalfactors
+ Certain medications





OA     VS.    RA 
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Need to know how to tell the difference between the two!
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Surgical Management 

Synovectomy 

Removal of the synovial membrane

Best performed early in disease process

Slows the disease progression

Improved pain, weight bearing, ROM



Arthroplasty  Joint Replacement

Reconstruction or replacement of a joint

Hemiarthroplasty replacement of one articulating surface

Total arthroplasty replaces both articulating surfaces

Relieves pain, improves or maintains ROM, corrects deformity
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SYNOVECTOMY (RA):  removal of part or all of the hypertrophied synovial membrane from the joint; 

prior to cartilage and bone destruction (prophylactic measure) and to decrease the pain (palliative treatment) 

only delays the progression of the disease; will again affect the regenerating synovium

disease appears milder after synovectomy; improvement in pain, weight bearing, and  ROM.

elbow, wrist, and fingers; less frequent in knees because knee replacement done



JOINT REPLACEMENT / ARTHROPLASTY (OA, RA): reconstruction or replacement of a joint

Performed to restore joint motion by replacing arthritic bone with metal components

hemiarthroplasty replacement of one articulating surface

total arthroplasty replaces both articulating surfaces; total joint

Elbow, shoulder, phalangeal joint of the finger, hip, knee, ankle, foot
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Surgical Management






Total Hip Arthroplasty (THA)

Relief of pain, improved function

Cemented

Femoral components loosen over time and require revision surgery

Less active, older adult with compromised bone strength

Cement-less

Younger individual

Prolonged device lifetime

Long term implant  stability
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Joint replacement surgery is the most common orthopedic operation performed on older adults.



Cementless has long term implant stability by facilitating biologic ingrowth of new bone tissue in porous surface coating of the prosthesis.

Prosthesis dislocation 

Post surgical complication for hip arthroplasty

Avoid for 4 to 6 weeks

Extremes of internal rotation of the hip and legs

Adduction of the hip

90-degree flexion of the hip

Hips being lower than knees
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Total Hip Arthroplasty (THA)
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Collaborative Care 

Health Maintenance

Education on exercise, joint protection, pain management, adaptation for functional independence, and medication regimens, etc.
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Rheumatoid Joint Inflammation
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Acute inflammation of the small joints of the hands (PIP and metacapophalangeal)

Swollen and red

Tender and painful

Warm to touch
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Rheumatoid Joint Inflammation





Rheumatoid Extraarticular Manifestations

Rheumatoid Nodules

25% of all patients

High titers of RF

Firm, nontender, granuloma-type masses

Usually over extensor surfaces of joints such as fingers and elbows

Develop insidiously

Can persist or regress spontaneously

Usually not removed
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The skin moves freely over the nodules.  Not removed because of high probably of recurrence.  They can break down and become infected. Complication of rheumatoid nodules is ulceration, similar to pressure ulcers. 

Nodules may also appear on sclera or lungs, spine, indicating active disease and poorer prognosis.

Complications

Cataract development and loss of vision possible from scleral nodules

Hoarseness from nodules on the vocal cords

Bone destruction from nodules in vertebral bodies
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Rheumatoid Extraarticular
Manifestations

+ Rneumatoid Nodules
- 2% lpatr






 Diagnostic Studies 

X-rays – not specifically diagnostic of RA

Serum Studies:

RF is positive in 80% of patients

ESR & C-reactive protein; general indicators for active inflammation

Bone scans - useful in detecting early joint changes and confirming diagnosis
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Diagnostic Studies
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Collaborative Care

Relieve Pain and Inflammation

 

Protect Articular Surfaces

 

Maintain Function
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Goals

Prevention of RA is not possible

Reduce pain and inflammation

Maintain joint function and prevent or correct joint deformity 

Functional independence and quality of life

Approach

Rest and joint protection

Work simplification  

Heat and cold application 

Therapeutic exercise

Nutritional therapy 

Drug therapy
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Collaborative Care
+ Relieve Pain and Inflammation
+ Protect Articular Surfaces

+ Maintain Function





Rheumatoid Extraarticular Manifestations

Sjőgren  Syndrome

10 -15% of patient with RA

Can occur as a disease by itself or in conjunction with other arthritic conditions

Diminished lacrimal and salivary gland secretion

Burning, gritty, itchy eyes

↓ Tearing

Photosensitivity	



Felty Syndrome

Occurs most common in severe, nodule-forming RA

Characterized by

Splenomegaly

Blood dyscrasias
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Sjogren:  other arthritic conditions such as lupus



Felty:  blood dyscrasias such as anemia, throbocytopenia, granulocytopenia
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Rheumatoid Extraarticular
Manifestations
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Clinical Manifestations

Deformity and disability 

Around the joint

Atrophy of muscles

Destruction of tendons

Subluxation of articular surfaces

Ulnar drift

Swan-neck

Boutonniẽre

Hallux valgus
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As disease progresses…..inflammation and fibrosis of the joint capsule and supporting structures may lead to deformity and disability.

Disability can be very significant from this disease process!

Flexion contractures and hand deformities

Cause diminished grasp strength

Affect the patient’s ability to perform self-care tasks

Nodular and muscle fiber degeneration

Can lead to pain similar to that of vascular insufficiency (ischemic type of pain)

Cataract development and loss of vision is possible from scleral nodules
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Clinical Manifestations

- Deformity and
aisability






Rheumatoid Extraarticular Manifestations

Systemic disease with multisystem involvement



3 common

Rheumatoid nodules

Sjőgren syndrome

Felty syndrome
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RA is a systemic disease in that it’s manifestations extend beyond the musculoskeletal system.  These clinical manifestations are seen most commonly in the 

  Integument system –  Rheumatoid nodules

  Exocrine glands - Sjőgren syndrome (dry eyes, dry mouth)

  Hematologic system - Felty syndrome (splenomegaly, neutropenia, anemia)	

Other areas:

  Respiratory system

  Cardiovascular system

  Sensory - eyes

Cardiopulmonary effects occur later in the disease

Pleurisy

Pleural effusion

Pericarditis, pericardial effusion, cardiomyopathy
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Clinical Manifestations

Joint pain

↑ with motion, varies in intensity

May not be proportional to the degree of inflammation

Tenosynovitis

Difficult to grasp objects

Joint stiffness

Often after periods of inactivity

Morning stiffness may last 60 minutes to several hours or all day

Joints involved

Small joints of hands and feet

Metacarpal / PIP typically swollen

Larger peripheral joints

Wrist, elbows, shoulders, knees, hips, ankles, jaw

Cervical spine

Symmetrical involvement
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Tenosynovitis affects the extensor and flexor tendons around the wrists, makes it difficult to grasp objects.

Joints become tender, painful, and warm to touch.
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Clinical Manifestations

+ Jointpain + Jointsinvolved

+ Jointstifness
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Pathophysiology

Autoimmune theory

Changes begin when a susceptible host experiences an initial immune response to an antigen

Trigger formation of abnormal IgG 

Autoantibodies develop (Rheumatoid factor – RF) against abnormal IgG

RF and IgG form immune complexes which deposit on synovial membranes or articular cartilage in joints

An inflammatory response results

Joint changes occur from chronic inflammation of synovial membranes 
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Joint changes from chronic inflammation begin when the hypertrophied synovial membrane invades the surrounding cartilage, ligaments, tendons and joint capsule. 

A - next slide shows the start of joint changes.



161



image1.jpeg









Pathophysiology

Sutaimmuns theory
o






Autoimmune theory

Pannus erodes the entire surface of the articular cartilage



Pannus scars and shortens supporting ligaments and tendons causing joint laxity, subluxations and contracture
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C – pannus causes focal destruction of bone – osteolytic destruction of bone causes the erosions seen on x-ray and the clinical manifestation of joint deformity

D – deformity and soft tissue swelling of RA in the hands; attacks the small joints in the hands (PIP, MCP), feet (pain and walking disability, bunions) , wrists, knees



There is repeated periods of inflammation of varying degrees throughout course of RA, leading to progressive debilitation. Marked by exacerbations and remissions.
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Clinical Manifestations

Nonspecific manifestations may precede onset of arthritic complaints

Fatigue

Anorexia

Weight loss

Generalized stiffness

Articular involvement

Symmetrical

Pain

Stiffness

Limitation of motion

Signs of inflammation

Heat

Swelling

Tenderness
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Usually affects joints symmetrically, may initially begin in a couple of joints only most frequently attacks the wrists, hands, elbows, shoulders, knees and ankles   

Rheumatoid arthritis is insidious in onset.  Generalized stiffness becomes more localized in weeks following the nonspecific manifestations.
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Autoimmune theory

Hypertrophied synovial membrane invades the surrounding

Cartilage

Ligaments

Tendons

Joint capsule



Pannus forms within joint, erodes the surface of the articular cartilage
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A – rheumatoid synovitis:  the synovium is inflamed and hypertrophied; joint changes from chronic inflammation begin when the  hypertrophied synovial membrane invades the surrounding cartilage, ligaments, tendons and joint capsule.



B – articular cartilage destruction, as pannus (a vascular granulation tissue) grows from the edges of the cartilage surface toward the middle eroding the cartilage beneath it, most marked at the joint margins in this picture
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Rheumatoid Arthritis (RA)

Chronic



Systemic disease characterized by inflammation of connective tissue in the synovial joints



Autoimmune disorder



Extraarticular manifestations



Periods of remission and exacerbation
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Rheumatoid occurs globally in all ethnic groups.  It is an autoimmune disease in which the body produces antibodies against itself.  Major distinctive feature is the symmetrical and erosive inflammation of the synovial tissue of joints.  

Younger age at onset, incidence increases with age



Female predominance, 

    2-3 times more frequent
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Etiology 

Cause is unknown

Familial tendency 



Autoimmune etiology 

Smoking is linked to the development and severity of the disease

Usually average to below average weight for size
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Rheumatoid Arthritis:

Cause is unknown

Familial tendency

No infectious agent has been found in blood and synovial tissue or fluid

Autoimmune etiology is currently the most widely accepted
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Surgical Complications

Deep Venous Thrombosis (DVT)

Higher incidence after lower extremity joint surgery

Prophylactic measures

Aspirin, warfarin, LMWH

Pneumatic compression device

Source of pulmonary emboli
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Surgical Complications
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Pathologic Changes Seen With Osteoarthritis      
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Pathologic Changes Seen With Osteoarthits






Collaborative Care 

 

Goals

Pain Relief

Functional independence

Maintenance of quality of life

Approach

Exercise (balance of rest and exercise)

Topical treatments and heat

Acetaminophen, NSAIDS, synthetic prostaglandin, COX-2

Dietary supplements
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Rest and joint protection

Balance of rest and activity – DO NOT STAY active the entire day, but balance rest with activity

Rest during any periods of acute inflammation; splints or braces to maintain joint in a functional position

Immobilization not to exceed one week; risk of joint stiffness with inactivity

Use of assistive devices

Use of a cane contralaterally can  joint stress during episodes of severe hip / knee pain 

Sit instead of stand if activity allows or is prolonged



Heat and cold applications

Alternating heat and cold to affected joint can pain and reduce stiffness

Ice is not used as often as heat

Ice with acute inflammation, pain after exercise

Heat with stiffness -  stiffness by increasing collagen elasticity & flexibility 

Hot packs, whirlpool baths, ultrasound, paraffin wax bath

WARM SHOWER  in the morning to relieve the stiffness
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Collaborative Care 

Drug Therapy

Based upon the severity of symptoms
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Drug therapy is based upon the severity of reported symptoms (Lewis table 63-3, p. 1719)

Acetaminophen (nonopioid analgesic) is best 1st line choice for mild to moderate joint pain

minimal side effects-safe, low cost, effective 

max dose 1 gram every 6 hours (4gram/24 hours)



Capsaicin blocks pain locally either alone or with acetaminophen

Applied topically to affected joints 4x daily, local burning sensation may accompany initial use, do not use with other heat source



Nonselective NSAID nonsteroidal antiinflammatory drug (ibuprofen-motrin, naprosyn-aleve) for moderate to severe pain or pain unrelieved by acetaminophen (especially severe pain in the knee)

NSAIDs inhibit the production of COX-1 (enzyme that primarily protects the stomach lining) and COX-2 (responsible for inflammation);  in blocking these enzymes it ↓inflammation BUT ↑the risk of GI erosion and bleeding

reported deaths in elderly

10 – 25% found to develop NSAID related ulcers

TAKE WITH FOOD and/or another drug prescribed to protect GI tract

Long term use has possible negative effects on cartilage metabolism



Selective NSAIDs or COX-2 inhibitors (celebrex, bextra, vioxx) considered as alternative to traditional NSAIDs

Block COX-2 enzyme pathway which is responsible for inflammation; thus decreases inflammation, but no COX-1 action, less GI effect

Potential side effects a problem;  RISK for MI is ! Celebrex less risk than other

FDA now recommends DO NOT use COX2 drugs if patient has history of CAD, lipids, or HTN



Intraarticular injections of corticosteroids for elderly with local inflammation and effusion

Systemic steroid use is usually contraindicated, may accelerate the disease



Surgical management when loss of function, unrelieved pain, diminished ability to independently perform self-care activities.

Arthroscopic to repair cartilage or ligament tears or remove bone bits or cartilage 

Reconstructive (arthroplasty) joint replacement surgery
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Collaborative Care

+ Drug Therapy
+ Based uponthe severity of symptoms





Osteoarthritis

Nursing Management

Goal is promotion of a healthy, positive adaptation

Client education

Collaboration of care

Reinforce and encourage client to notify physician of changes in condition
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Collaborative Care 

Nutritional Counseling and Therapeutic Exercise

Weight reduction plan

Low impact aerobic exercise

Walking 

Regular basis

Complementary and Alternative Therapies

Acupuncture

Yoga

Tai Chi

Massage

Guided imagery

Glucosamine 

Chondroitin
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Nutritional therapy and exercise

Weight-reduction plan

Low impact aerobic exercise ( brisk walking) that does not further injure damaged joint

Exercise stimulates cartilage growth by driving synovial fluid 	through the cartilage matrix 

cartilage lacks blood vessels, thus mechanical process of joint movement is essential to cartilage regeneration and joint mobility



Complementary and alternative therapies

Acupuncture for pain management and relief

Yoga

TAI CHI - increases joint flexibility over time and muscle strength without loading the joints 

IMPORTANT to rest affected joint if becomes painful 

Glucosamine and chrondroitin for pain relief and improving joint mobility

Both take weeks before results seen, if seen.  No overnight result.  If no results in several weeks, usually means none is coming.

Caution patients to check with doctor before using alternative therapies

Glucosamine 

May play a role in new cartilage synthesis

Taken with food

Not used in patients with DM, enhances effects of hypoglycemic drugs, lowers glucose levels

Chondroitin enhances anticoagulants
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Collaborative Care






Most commonly affected joints

DIP / PIP 

Carpometacarpal joint of thumb

Weight bearing joints

Hips, knees, ankles

Cervical / lumbar spine
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Joints Involved in Osteoarthritis 





Joints involved in Osteoarthritis (Lewis fig 63-2, p. 1717) – Articular surfaces of the 

DIP and PIP (distal proximal interphalangeal) joints of hands

Carpometacarpal joint of the thumb

Weight-bearing joints (hips, knees, ankles)

Cervical and lower lumbar vertebrae
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Diagnostic Studies 



No laboratory test



Radiographic 

X-ray

Loss of joint space

Osteophyte formation

Bone scan, CT, MRI
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Normal

Osteophytes





OA Laboratory tests

No lab test to confirm presence of OA!  Specific tests are done to “Rule Out” other conditions 

OA RADIOGRAPHICS

Bone scan, CT, MRI useful in early OA to show joint changes

X-rays confirm the disease and monitor the effectiveness of treatment

Show joint space narrowing, osteophyte formation (bony outgrowths)

X-ray findings do not always correlate with the clinical picture - degree of pain or lack of pain experienced by patient



Osteoarthritis - articular cartilage and bony surface worn away with loss of joint space and the presence of osteophytes 
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Clinical Manifestations 

Joint pain

Predominant symptom

Relieved by rest in early stages

Generally worsens with joint use

Signals “inclement weather” 

Affects joints asymmetrically

Early morning stiffness

Resolves within 30 minutes

After periods of rest or static position stiffness recurs

Crepitation

Grating sensation in joint

Stiffness or loss of function
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Osteoarthritis

Mild discomfort to significant disability

Predominant symptom is joint pain; typically provoked by activity

Localized pain and stiffness in one or more joints, typically the hands, knees, hips, spine

May have difficulty rising from a chair when hips are lower than the knees

Pain worsens with activity, relieved by rest; Worse at night after on feet all day

May become worse as barometric pressures fall before inclement weather

Crepitus indicates the loss of cartilage integrity and is present in 90% of patients with knee OA

grating sensation caused by loose particles of cartilage in the affected joint cavity, joint destruction with bone on bone; ROM affected; causes stiffness or loss of function 
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Clinical Manifestations






Pathophysiology

Cartilage damage triggers a metabolic response in chondrocytes



Normal articular cartilage

Smooth, white, translucent



Affected cartilage

Dull, yellow, granular

Soft, less elastic

Less able to resist wear



Body’s attempts at repair ineffective → fissuring and erosion, joint space narrowing
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Chondrocytes, cellular component of cartilage, constantly remodel and maintain the integrity of articular cartilage that protects bone ends in the joint.  Chondrocytes produce the cartilage matrix, part of which is hydrophilic (water-attracting) collagen & proteoglycens that add to the ability to resist wear with heavy joint use.  Good stuff.  

Healthy cartilage is smooth, glistening, white with unique viscoelastic and compressive properties that act as shock absorbers.

Body’s attempts at repair cannot keep up with destruction.  Cartilage becomes dull……….etc.

Fissures and erosions occur, narrowing the joint space (evident on x-ray).
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Joint Deformity in Hands with Osteoarthritis

Heberden’s nodes

DIP joints

Indication of osteophyte formation, loss of joint space



Bouchard’s nodes

PIP joints

Nodes may be red, swollen, tender
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Bony enlargement of joints / deformity or instability associated with OA is specific to the involved joint.

Heberden’s nodes tend to be familial in nature (seen in family members as early as age 40).

These OA nodes are visible disfiguring, however, usually do not cause loss of function.
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Joint Deformity in Hands with
Osteoarthritis
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Osteophyte formation seen here in DIP & PIP joints with a narrowing of joint space and resultant deformity.
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Pathophysiology
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Central cartilage becomes thinner, subarticular bone thickens due to bone on bone friction (grating)



Cartilage and bony growth (osteophytes) increase at joint margins



Incongruity in joint surfaces create

Uneven distribution of stress across the joint

Reduction in motion









Bone on bone (grating clinically).

Osteophytes produces inequality in joint surfaces, interrupts normal distribution of joint stress =  results in pain & restricted motion.



Inflammation of joints is not typical, though mild swelling possible from localized inflammatory response to pieces of cartilage floating in the joint space (secondary synovitis) → early pain and stiffness.
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Osteoarthritis (OA)

Noninflammatory  disorder of the synovial joints



Formation of new joint tissue in response to joint insult and cartilage destruction



No extraarticular manifestations



Slowly progressive and chronic
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Osteoarthritis is the most common form of joint disease in North America.  Formerly known as degenerative joint disease.

Characterized by the formation of new joint tissue in response to cartilage destruction.

are chronic in nature and incurable.

90% of adults have cartilage destruction by age 40, symptoms by age 60



After age 50,

    2:1 female to male
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Etiology  

Osteoarthritis

Idiopathic

Cause is unknown 

Genetic factors

Secondary

Known event or condition that directly damages cartilage or causes joint instability

Obesity / trauma
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Osteoarthritis:

Idiopathic

Suggests the existence of a gene trait that contributes to early cartilage destruction

Secondary

Incidence in aging females thought to be due to estrogen ↓ at menopause

Obesity - when stand / walk displace 3x weight on hip & 6x weight or force across the knee

Trauma / mechanical stress (repetitive physical activities)

Selected drugs 
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Clinical manifestations usually will reflect the systems that are involved

Skin lesions

CLASSIC Butterfly rash over bridge of nose and cheeks

Erythematous discoid lesions (which can result in permanent scars on the scalp, ears, face or neck)

Alopecia

Photosensitivity

Gastrointestinal painless mouth ulcers

Musculoskeletal aches & pains, polyarthritis & polyarthralgias 90%, pain in small joint of the hands, feet, wrists, knees

Pleural effusion, basilar pneumonia

Pericarditis, tachycardia 

Hepatosplenomegaly

Nephritis

Delirium, convulsions, psychosis, coma
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 Arthritis & Connective Tissue Diseases



Lewis Chapter 65
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