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	Gout
	Deposition of uric acid crystals in joint and later in soft tissue. Attacked by Abs ( inflamm. Joint trauma, sepsis, EtOH, pH, temp changes.   
	Acute, then chronic.  Intermittent flares
	Monoarticular, podogra 1st. Ankles, knees, midfoot. Confused w/ cellulites. 
	Neutrophils via complement and synovial macrophage products, pain and edema via bradykinin system
	Diet high in purines. Increased production, decreased excretion of uric acid. Secondary from too much DNA breakdown.
	No, inflammatory
	M > F; M have a > tubular resorption of uric acid starting at puberty, F at menopause.
	Aspirate,  NSAIDs corticosteroid. Allopurinal colchicene chronic. Blocks xanthin oxidase that makes hypoxanthine ( xanthine ( uric acid  

	Osteoarthritis
	Loss of articular cartilage and attempted repair. Disruption of ECM by excess production of degrative enzymes
	Chronic
	Use-related joints—knees hips fingers Crepitus. 
	Bone abutting bone. Spurs X-ray: no joint space, inc density, osteophytes, sub-chondral cysts
	Encode cartilage collagen and proteoglycan.  Age, gender, race, weight, injury, activity
	No, NOT inflammatory!!
	F > M
	Cannot cure the disease. Knee and hip replacements.

	Rheumatoid Arthritis
	Disregulated production of TNF-alpha and IL1.  Attacks at site of synovial attach to bone. Makes pannus. Cartilage damaged via direct invasion of synovium,  PMN, chondrocyte  release proteolytic enzymes Macrophage ( fibroblast ( attracts neutrophils, vasodilation, proteases, GM-CSF 
	Sub-acute
	Polyarthritis w/ systemic and extra-articular features.  Fever, weight loss, cachezia.

Symmetrical morning stiffness, hand joints. Rheumatoid factor + (IgM against self IgG)
	Synovial hypertrophy. MHC/T cell contribution; immune comp; macrophage cytokines. Thicker intima and lots of inflammation, angiogenesis. Scleritis (eye), blood vessel inflammation, rheumatoid nodules
	B27 HLA +, specifically the DR4 molecule or Dr1 so it is called the shared epitope probably related to disease severity.   
	Yes! VERY inflammatory
	F > M
	Soluble TNF receptor (etanercept) to bind TNF before target or anti-TNF antibodies (infliximab, adalimab)  and/or TNF receptor antagonist. The former two options more successful so far.  Methotrexate old standard tx.

	Ankylosing spondylitis  
	Lymphocytic inflammation where tendon attaches to bone( bone remodeling ( ligament calcification.
	
	Pelvic, spine painosteophyte formation and fusion; GI invovement common. Weight bearing joint
	More CD8 than CD4 cells at inflammation sites. 
	HLA B27 +--how it grabs a peptide and the type of peptide it binds will or will not lead to disease OR…
	Yes
	M > F; Sx start at 20-30 yo.
	Physical therapy, NSAIDs, sulfasalazine
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	Reactive arthritis/ Reiters
	Chlamydia, salmonella, yersinia, campy, shigella. All of these reside and hide inside cell.  HSP60 is a shared molecule that we first recognized in the bacteria and then recognize in us. 
	1-2 wks post infection
	Infections involve mucosal compartment; systemic features; weight bearing joints; Skin, eye involved in most. Weight bearing joint
	Neutrophils in joint fluid. Macrophages involved because anti-TNF alpha works.  Also,  CD8 cells most prominent but not necessarily involved in pathogenesis.
	HLA B27+ in about 50%--maybe B27 makes a dimmer that is recognized by the disease producing CD4 T cells, even though B27 usually reacts w/ CD8
	Yes
	M > F; Young adults
	NSAIDs. Doxycycline, sulfasalazine

	Psoriatic arthritis
	Associated with psoriasis. 
	
	Peripheral arthritis, DIP, back 40%
	CD8 T cells predominate in skin, synovium
	
	Yes
	M=F; all ages
	Immunotherapy: anti-TNF, efaluzimab (anti-LFA1)

	Enteropathic arthritis
	Inflammatory arthritis associated with diseases or large and small bowel, cilical, intestinal bypass, infectious eteritis
	
	Monoarthritis common, usually of knees, ankles, feet
	
	HLA B27+
	Yes
	M=F (assumed); 15-50 yo
	Anti-TNF agents such as infliximab

	Vasculitis
	Immune complex: IC bind to platelet( complement ( attract PMN( lysozyme release ( bv destruction. Diseases include PAN, SLE, serum sickness. ANCA:  tolerance to PR3 broken by previous infection.  Next infection ANCA in serum reacts with PR3 on PMN membrane.Wegeners (Cyto) and MPA. Churg Strauss (Peri)
	Subacute
	Mononeuritis Multiplex; Skin; renal hypertension; GI bleeding; Cardiomyopathy, infarction, scleritis
	Large, Med, Small vessel inflammatory destruction.  Antigen load and response large; RES efficacy; Physical properties of bv; slight antigen excess
	
	Yes
	Giant Cell V (elderly); Takayasus (Young F)
	Prednisone to reduce inflammation, plasmaphoresis to remove immune complexes, lamivudine to stop viral infection 
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	Systemic Lupus Erythymoutas
	Apoptitic cells are potent toleragens in the thymus and periphery. If not rapidly and appropriately cleared, they will be a group of apoptotic cells not appropriately tolerized ( immune response.  Autoantigens unified by their being targets of an adaptive immune response. 
	Chronic w/ flares. Recurrance is central feature of disease!!
	Affects joints, skin, kidneys, blood, nervous system. Reflects cumulative inflamm damage from IC deposition at sensitive sites.
	LE cell: dying cell eaten by normal leukocyte in patients w/ Ab against dsDNA, splicing molecules.  IC deposition. Autoantigens from apoptotic cells bind to the surface of surrounding healthy cells, targets for ADCC and inflamm damage. 
	Classical complement component deficiency; IgM deficieny; lower T and B cell thresholds; Decreased T cell AICD; Inadequate source of toleragen so lack of knowledge of self. Inability to provide an adequate source of toleragen!!
	Yes!
	F > M
	

	Scleroderma
	4 processes: inflammation, tissue fibrosis, disease of sm, med arteries, autoimmunity. Tissue injury ( fibro-proliferative response ( fibrosis and scarring ( organ failure
	
	CD8 infiltrates ( cytokines TGF-beta ( activate tissue fibroblas ( make ECM ( disease; Raynouds phenomenon, telengiectasia; CREST; lung, heart, kidney in serious disease
	Fibrosis w/o inflammation. Dermal skin has an excess amt of ECM. Associat w/ inflamm process of skin & micro-vasculature disappears and become abnormal.
	General autoimmune disease risk factors, none mentioned
	Yes!  Initial insult leads to auto-Ag ( T cells, etc 
	F > M; 45-65 yo.
	

	
	
	
	
	
	
	
	
	


