Natural(Innate) nonspecific @ birth.. Response occurs no matter the composition. Has a broad spectrum of defense. Distinguishes between “self” and “non-self”. Natural killer enzyme- recognizes “missing self” cells transformed/ infected by pathogens no longer  usual cell markers Initial response to pathogens through cytokines ( hormone like molecules released, impact growth development and activation of immune system cells & inflammatory response). Cells involved: macropahges, dendrite cells, NK cells> directly recognize and respond to a variety of pathogens before the development of antigen.Stage 1-immediate w/ in 4hrs.Stage 2-delayed (4-96 hrs after)Physical * Chemical-inheritedPrevents/delays entry into the body of various pathogens –physical skin, mucous membranes, cilia of resp. tract-chemical mucus, acid gastric secretions, enzymes in tears & saliva, sebaceous and sweat secretions interferon viricidal protein naturally produced by body to activate other components of immunity Inflammatory-  tissue injury & pathogens.Minimize blood loss, wall off pathogens, activate phagocytes, promote formation of scar tissue & regenerate injured tissue Facilitated by physical and chemical Immune-involves balance and counterbalance immune components are inactivated or when they remain active long after beneficial effects. Immunodeficiency is inactivated or impaired immune components. Disorder w/ inflammatory (asthma, allergy, arthritis) persistent inflammation Immune system thinks body’s own tissues are foreign = autoimmune T cell and cytokines in excess cause tissue damage. Production of cytokines &transformation of growth factor that inhibit macrophage activation, stop production when needed Acquired(adaptive) specific, develops as result of exposure to an antigen through immunization or by contracting disease defend against re-exposure.Relies on recognition of specific foreign antigens Cell mediated, involves T-cell activation and effector mechanisms, B-cell maturation and the production of antibodies Combo of acquired and natural allows the body to fight off infection immediately and in the future Active- Ex. Bodies response to immunizations Passive- ex. Mother to baby, immunoglobulin, or antiserum, obtained from plasma of people w/ acquired immunity to certain diseases to provided temp. immunity in certain emergencies  Allergic reaction tissue injury due to interaction between antigen and antibody.Unnecessary response to harmless substances Binding of antigen & antibodies on mast cells can cause the release of mediators affecting blood vessels, smooth muscle, and glandular secretions Primary mediators- preformed and found in mast cells or bsophils Secondary mediators- inactive precursors that are formed & released in response to primary IgE causing hypersensitivity, allergic reaction. IgE located in resp.and intestinal mucosa. 2 or more IgE triggering mast cells and basophiles to release chemical mediators (histamine/ leuoktrienes). intensity of histamine reached in 15min. causes- erythema, localized edema( wheals), wheezing, broncospasm, increased secretion of gastric and mucosal cells.Treat with Benadryl, tagamet, zantac Leukotrienes causes smooth muscle contraction, bronchial constriction, mucous secretion in airways, and wheal and flare reaction of skin. 100 to 1000 more potent than histamine in causing bronchospasm. Contribute to inflammationTreat with zyflo, accolate, singulair Hypersensitivity Abnorm, heightened reaction. Usually does not occur with first exposure.Excessive or atypical immune response Anaphylactic type I Most severe. Unanticipated sever, explosive onset,Edema in many tissues including larynx, hypotension, bronshospasm, cardio vascular collapse. Cytotoxic type II mistakenly identifies something normal in the body as foreign Myasthenia gravis- generates antibodies against normal nerve ending receptors, goodpasture syndrome- antibodies generated against lung and renal tissues, associated with drug induced immune hemolytic anemia, Rh-hemolytic disease of newborns, and incompatibility in blood transfusion.Immune complex type III when antigens bind to antibodies . complexes cleared from circulation by phagocytic action. If deposited in tissue or vascular endothelium.Injury= increased amount of circulating complexes and presence of vasoactive amines. Increase in vascular permeability and tissue injury Joints and kidneys are susceptible Associated with lupus, rheumatoid arthritis Delayed type IV 24-72 hours after exposure to allergen Ex. Intradermal reaction of TB or PPD Edema and fibrin are responsible for positive TB Contact dermatitis , resulting from cosmetics, adhesive tape, topical agents, medication additives, and plant toxins latex- risk atopic allergies, multiple factories,female,spins bifida 2nd most common cause of anaphylaxisis total knee-pain & functional disability(osteoarthritis,rh arthritis, posttrauma, bleeding into joint) postop- compression, flexion every hour awake prevent thrombolemb, nerve plasy, infection limit ROM.CPM device increase circulation & ROM.Total hip-idiopathic arthritis,acetabular dyplasia,rh arthritis, avascular necrosis, post trauma. Position leg in abduction prevent dislocation. Infection2-4 week prior surgery will postpone.skin prep 1-2 days before surgery prophylactic antibiotic administered. Hip never flexed 90 head of bed no more than 60. Hip precaution 4+ mth after surgery.amputation-lower-peripheral vasc disease, diabetes, gangrene, trauma,burns, frostbite osteomyelites. Upper-traumatic injury/tumor. Preservation of joint is desired. Complications- hemorrhage,infection,skin break down, phantom limb, joint contracture. Cast changed 10-14 days, if comes off wrap with elastic compression bandage immediately. Residual limb should not be placed on pillow contracture can occur.Fractures- alert liver injuries w/ rib 6-12, spleen 9-11.completebreak across entire bone displaced. Incomplete-greenstick, break only part usually child oblique diagnole 45-60 degree.comminutes split severl fragments impacted fragment driven into another closed/simple no break in skin.compound/open skin/musous membrane extend to bone.Spiral: A fracture that twists around the shaft of the bone child or elder abuse. Transverse: A fracture that is straight across the bone shaft. wrist= collels stress= athlete tibia, metatarsal. Compression=vertebrae osteoporosis.SS pain,loss of function, deformity,shortening,crepitus,swell,discolor.  
**Immediate priorities include immobilization, assessment of neurovascular status, infection prevention, and maintenance of hemodynamic stability.p’s pain,poikilothermia,pallor,paresthesia,pulselessness COMPLICATIONS: Fat emboli: traveling clot. promote immediate immobilization of fracture, minimal fracture manipulation, fluid and electrolyte balance, and adequate support for the fractured extremity.onset 24-72. Trauma,long pelvic bone,crush injury young adult 20-30Delayed union: prolonged healing for the union of the fracture; may be due to inadequate blood supply, infection, or incorrect immobilization of the fracture.Malunion: Flawed union of the fractured bone.Nonunion: Failure of  ends of a fractured bone to unite in normal alignment. DVT/PE: reduced skeletal muscle contractions and bedrest.AVN: bone loses its supply and dies. poor circulation from a cast. Reaction to an internal or external fixation devices: pain & decrease function cause of removal.
Complex regional pain syndrome: Painful sympathetic nervous system problem with pain, swelling, limited ROM, discoloration, vasomotor skin changes, and abnormal nail and skin hair changes. Heterotopic ossification: Abnormal formation of bone, near bones or in a muscle, in response to soft tissue trauma after blunt trauma, fracture, or total joint replacement. Compartment syndrome acute-sudden/severe decrease blood tissue distal of injury result in ischemic necrosis. Permanent damage in few hours.chronic-pain aching tightness. Muscle volume ^ 20% stretch fascia inflame. Crush-rhabdomylosis acute renal failure lead to MODS-Late signs of compartment syndrome are pulselessness and pallor (paleness). Important to report immediately to provider.
Fasciotomy- skin fasia opened to relieve pressure.Traction-control muscle spasm immobilize before surgery 6-8lbs avoided.Bucks extension- lower leg.skin & circulation must be healthy.usu 5lbs. skeletal tract- femur,tibia, cervical spine. Metal pin/wire.OA. chronic noninflam.cartilage deterioration in synovial joint & vertebrae.knees hips DIP,PIP. Idiopathic.2nd joint, inflame disease. Risk-age,obese,trauma,female after50.erosion articular cartilage,hypertrophy bone,oteophytes new bone formation. Pain, stiffness, loos function.Patellar tap or elicitation of a fluid thrill (wave test).Arthroscopy is the “gold standard” of evaluation Synovial fluid analysis can be done to differentiate OA from RA (rheumatoid arthritis)Nonpharmacologic tx are core measures for management (heat/cold, weight reduction, joint rest, avoidance of overuse of joints, orthotic devices, exercise regimen) Persistent moderate to severe OA: reconstructive therapy and corticosteroids surgery: arthroplasty RA autoimmune synovial tissue, macro,T,B,fibro ,chrondro,dendritic - Swelling of three or more joints or morning stiffness are significant manifestations Categorized as early or late and articular or extra-articular  joint pain, swelling, warmth, erythema (redness,) and lack of function (symptoms are usually bilateral and symmetric) morning stiffness lasting from 30-45 minutes Deformities in the hands and feet caused by misalignment resulting from swelling, progressive joint destruction, or partial dislocation-Palpation of joints: spongy/boggy tissue. Often, fluid may be aspirated from the joint  small joints of the hands, wrists, and feet., the knees, shoulders, hips, elbows, ankles, spine, and temporomandibular joins are affected. In later stages of RA, nodules are present. nontender and moveable in the subq tissue. 
exam of all synovial for evidence of tenderness, swelling, and range of movement -NSAIDS are first of choice for RA (provide relief, NSAIDS do not prevent joint damage or slow down disease progression)Glucocorticoids (i.e. prednisone/prednisolone) exacerbations or “bridging” of medication while waiting for other medications to take affect. Long term use cause toxicity, limited failed to respond to other tx options, 
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HIV/AIDS
	Risk factors: sharing needles (drugs, tattoos), sex with those infected, received HIV infected 	blood or blood products, infants born to mothers with HIV not taking antiretroviral meds. Blood 	borne transmitted through bodily fluids
