	Name 
	Epidemiology 
	Etiology and pathophysiology 
	Signs and symptoms 
	Investigations 
	Treatment 

	OA 
	Most common form of arthritis 
- Leading cause of physical disability in >65y
- 6% >30y. knee
- 3% >30y hip
- ↑with age 
 - <50y: M>F; >50y:M<F

Risk (non-modifiable) 
- Age: older  
- Sex: female  
- Genetic: FHx, ethnicity
- Osteonecrosis
- Previous injury
/ infection 

Risk( potentially modifiable) 
- lifestyle, occupation 
- Load (overuse)  
- Impact 
- Mal-alignment 
- Instability (muscle weakness, ligament laxity)
- Certain medical conditions(gout, haemophilia, haemachromatosis, Paget’s, hyperlaxity) 

Risk: Modifiable
- smoking
- Obesity 

Total cost 2% GDP 

 
Hormonal status and BMD
1 HRT decrease xray changes of OA
2 inverse relationship OA and osteoporosis
3 Osteocalcin level lower in pt with OA. 
	Definition
- A painful chronic functional joint disorder
- Characterized by altered anatomy of the whole joint, especially the articular surface (loss of articular cartilage,
  development of osteophytes, 
  synovial inflammation, 
  subchondral bone changes, 
  meniscal damage,  muscle weakness and 
  ligamentous laxity). 
- it is not simple “wear and tear” but the active and complex pathological process which follows a course of injury, repair, repetitive injury and chronic repair. 
- it results from a complex interplay of 
   Genetic, metabolic, biomechanical, and biochemical factors 
Pathology 
1) Cartilage degeneration *Macroscopically:  
  Fibrillation, Erosion, Crackling Cartilage sloughs offloose body formation
full thickness loss of cartilage.
*Microscopically: 
  Depletion of proteoglycan from the matrix, chondrocytes apoptosis (later) 

-Early: anabolic response (↑chondrocyte activation, proliferation, ↑ synthesis & turnover of matrix collagens and proteoglycans, H2O chondroblast produces enzymes to destroy the matrix (collagenase, gelatinase, stromelysin) collagen fibre network disruption) 
  Mediated by IGF-1, FGF, TGFβ, BMPs, IL-4, proteinase inhibitors (TIMPs, PAI) 
-Late: catabolism (Chondrocyte apoptosis, ↓PG, aggrecan, collagen synthesis) 
   Mediated by NO, PG, IL-1β, TNFα, IL-6, IL-17, MMP-1,-8, -13, aggrecanases

2) Remodeling of joint
- Osteophytes: new bone form at margins of joints or protrude into the joint space 
- Eburnation: Compaction and sclerosis of adjacent subchondral bone (following healing of microfractures due to unprotected loading of joint)  loss of bone viscoelasticity steep stiffness gradients in the bone
- Subchondral cyst: in weightbearing area (Trabecular marrow replaced by polymorphous fibrochondral tissue) 
3) Synovitis
 -proliferation of synoviocytes, tissue hypertrophy, vascularity
- reduced lubricating capacity
- Inflammatory mediators release contribute to pain and joint damage
	1. Pain (main symptoms, cause unknown)
 -   Non-inflammatory nature 
 -   Use related 
 -   advanced disease: rest and night pain
 -  causes: subchondral bone (↑pressure, #); synovitis, inflammatory effusions, capsular distension, enthesitis, muscle spasm
Except articular cartilage( aneural)   

2. Stiffness after inactivity (<30min)
3. Loss of movement 
4. Malalignment: Varus (O), valgus (><)
5. Swelling (soft and hard) 
6. Crepitus
7. Feelings of insecurity and instability 
-knee giving way: 
a) internal derangement (meniscal tear, ACL tear)  
b) muscle weakness 
8. locking/ catching 

Joints involved 
- Knee
- hand: 
   DIP: Haberdens 
   PIP: Bouchards 
   1st CMC: squaring of base of thumb
- hip
- spinal zygaphophyseal joint 


	1 X ray: 
(does not correlate to clinical sx) 
- L: loss of joint space
- O: Osteophytes 
- S: Subchondral cysts 
- S: Subchondral sclerosis 

2. MRI
Chondral thinning and fissuring 

3. Aspiration: WCC<1000
	No known cure. 
Goal: pain control. 
          Maintenance of function
Non-pharmacological
- Weight loss
- smoking cessation. 
- Muscle strengthening program (PT, ROM)
- Walking aids, Crutches, strapping
- Load redistribution (orthotics, braces, insoles, Shock-absorbing footwear)
- compression (for swelling)
- Heat packs (for pain) 
- acupuncture
- Patient education, behavioural intervention, support groups (cope better with pain)  

Meds 
1. Paracetamol (raise pain threshold by inhibiting PG synthetase in hypothalamus )
2.Conventional NSAIDs  
(inhibit cyclo-oxygenase ( COX1))
- Ibuprofen 400mg TID or topical
- diclofenac 75mg BID 
- naproxen: 500mg BID (low CVD risk) 
3. COX 2 drugs (inhibit COX2)
- Celecoxib 200mg BID (low GI SE)  
- Etoricoxib: 90mg OD (high CVD risk) 
4. Strong analgesia
-codeine /DHC (binds to opioid receptor. DHC twice as effective) 
- tramadol: synthetic centrally acting opioids
- morphine 
- oxycondone
5. Neuropathic analgesia
- pregabalin gabapentin: nerve pain
6 TCA : amitriptyline 
7. Topical: capsaicin. NSAIDS topical gel 
  8. IA injection
- viscosupplementation: 
   glucosamine, chondroitin
-  PRP 
-  HA
 - Stem cells
Surgery
- Arthroplasty (total joint replacement) 
- arthrodesis
- arthroscopy
- amputation
- alignment

	
	
	
	
	Common cause of knee pain 
- OA
- RA
- Gout, pseudogout
- Hip arthritis 
- chondromalacia patellae 
- Anserine bursitis (distal medial knee pain)
- trochanteric bursitis: lateral hip pain
- Iliotibial band syndrome: iliotibial band pain 
- joint tumors
- Meniscal tear: +ve McMurray test 
- ACL tear: +ve Lachman test
	

	
	
	
	

IGF: insulin-like growth factor
FGF: fibroblast growth factor
TGF: Transforming growth factor
BMPs: bone morphogenetic proteins 
TIMPs: Tissue inhibitors of metalloproteinases 
PAI: Plasminogen activator inhibitor
  

  NO: nitric oxide
TNF: tumour necrosis factor
MMP: metalloproteinase


	
Common cause of hip pain 
- OA hip 
- Trochanteric bursitis 
- Meralgia paresthetica (lateral femoral cutaneous nerve entrapment) 
- Lumbar radiculopathy 
- Lumbar spinal stenosis 
(Lateral and posterior hip pain, radiate to lower leg or groin. Worse with walking, standing. Better with sitting, lying, leaning forward) 
- Chronic inflammatory arthritis (RA, SpA) 
- Osteonecrosis 
- Iliotibial band syndrome: (lateral hip pain radiates down the side of the leg)
- Metastatic cancer of the femur 
- Gout or pseudogout 
 
	

	Ankylosing Spondylitis 
   






















* ASAS: Assessment of Spondylarthritis International Society

SpA: Spondyloarthritis 
   
HLA
human leucocyte antigen
	1. Chronic seronegative  inflammatory autoimmune arthritis involving the SIJ and vertebrae
2. Enthesitis is a major feature

3. M: F= 3:1.
4. FHx
5. Young patient 15-45y

6. 0.5-1% prevalence. 



HLA-B27 (an MHC class I molecule, an antigen on the surface of the cell) 

1) HLA-B27 occurs in 8-10% of normal healthy Caucasian population

2) 50-95% AS patient have +ve HLA-B27 

3) 2% of HLA-B27 positive individuals have SpA.

	Exact etiology, pathogenesis: unclear 
- Genetic background (major role)
- Environmental factor
- Release pro-inflammatory cytokines 

Genetic predisposition: 
a)  Gene: HLA B27 (+/- ERAP1, IL-23 R)     
     Usual features of HLA-B27
     (Expression of B27 heavy chain on the cell surface without its usual partner (β2-microglobulin), or as heavy-chain homodimers, or unfolded B27 heavy chain)  activate CD4+ and CD8+ T cells and monocytes/macrophages 

b) Possible preexposure to some bacteria   
 (Certain HLA-B27 subtypes share sequence homologies with these bacterial antigens (Klebsiella pneumoniae) 

 Immune system to attack those otherwise healthy cells  
 
c) Inflammatory response
- IL-17, IL-22, TNF-α, COX involved 



* homodimers (2 identical copies of heavy chains) 
	Axial
- Mid and lower back pain, buttock pain (sacroiliitis), neck pain
- Prolonged morning stiffness>1h, 
- night pain, 
- better with activity
- Decreased ROM: 
   1) ↓Schober’s <20cm / FABER test (lumbar) 
   2) ↓ chest wall expansion (thoracic) 
   3)  ↓tragus to wall distance, cervical rotation (cervical, thoracic kyphosis) 
- Postural changes: ↓lumbar lordosis
↑thoracic kyphosis, ↑cervical flexion
Peripheral 
- Asymmetrical oligoarticular, large joint arthritis (shoulder, knees, ankles, hips)
- Enthesis: tibial tuberosity, AT, plantar fascia, heels, ischial tuberosities, costo-sternal junctions,  
- Dactylitis: toes or fingers (sausage digit- usually PsA and ReA)

Extra-articular manifestations
- Constitutional: fatigue 
- Ophthalmic: 
   acute anterior uveitis, scleritis
   Iritis (Synechiae: adhesion to the cornea or lens)
   glaucoma,
   cataract 
- Renal: IgA nephropathy
- GI: IBD
- Cardiac: aortitis, AR, pericarditis, CHF, conduction disturbance
- Resp. apical fibrosis (rare) 
- Neorologic: cauda equina (rare)
- skin: psoriasis 
	1. Xray of SI: pseudo-widening (erosion with joint sclerosis)  bony fusion (late). Symmetrical
2. xray of spine: squaring of edges, subchondral sclerosis erosion, bridging syndesmophytes (ossification of outer fibers of annulus fibrosis-> bamboo spine
3. MRI: detect early changes 
Bone marrow oedema, bone erosion, subchondral bone changes
T2 STIR images 
4. labs: CRP ESR. ALP, Ca2+, BMD, HLA-B27
	1. Non-pharmacological
   - educations
   - exercise 
   - physio (refer early) 
   - smoking cessation
   - patient associations, self help group
2. Pharmacological
   - NSAIDs
   - Steroids: topical eye drops, injection    
   - DMARDs: only for peripheral arthritis (Sulfasalaizine, MTX) 
   - Anti-TNF for axial / peripheral involvement 
    (adalimumab . Etanercept . infliximab)

	
	
	
	
	ASAS classification criteria for Axial SpA  

Age <45y. with >3months inflammatory back pain
Sacroiliitis on imagine Plus ≥ 1 AS Sx
HLA-B27 Plus ≥ 2 AS Sx 
	ASAS criteria for peripheral SpA in pt with peripheral features only
Arthritis or Enthesitis or Dactylitis 
PLUS ≥1 of 
- psoriasis
- IBD
- Preceding infection
- HLA-B27
- Uveitis
- Sacroiliitis on imaging (x ray or MRI)
PLUS ≥2 of the remaining
- Arthritis
- Enthesitis
- Dactylitis
- IBP in the past
- Positive FHx for SpA. 

	
	
	
	
	AS features 
- HLA-B27 positive 
- Inflammatory back pain
- Good response to NSAIDs
- Arthritis 
- Uveitis
- Enthesis (heel)
- Dactylitis 
- Psoriasis
- Crohn’s /colitis
- FHx: AS
- Elevated CRP
Sacroiliitis on imagine
1. active inflammation on MRI
2. Radiographic sacroiliitis ≥grade 2 bilateral or grade 3-4 unilateral
	

	Psoriatic arthritis 
	1-3%
5-40% psoriasis patient 
	Etiology unknown

1. “Koebner”phenomenon: intraarticular changes develop after trauma
2. Genes: HLA region (alleles of HLA-C and MICA)
3. ERAP1 may be associated 
	1. Dactylitis and Enthesitis 
2. Oligoarthritis (particularly in weight bearing joints) 
3. DIP joint involvement, usually psoriatic nail disease
4. Sacro-iliitis
5. Osteolysis: telescoping of digits following loss of bone from phalanges 
	1. HLA-B27 +ve (50%)
2. x ray: pencil-in-cup appearance 
3. USS: enthesopathy: plantar spurs, sacroiliitis
4. MRI: Sacroiliitis change 

Other signs: 
skin psoriasis, pitting nail changes 
	*Same to above 
*DMARDs choice: Leflunomide, MTX, 
Avoid hydroxychloroquine (exacerbate skin disease) 
* Anti-TNFα 

	Reactive arthritis 
	1. Is a form of spondyloarthritis 

2. Triggered by:
- chlamydia, or 
- Enteric infection 
- Others 
  Salmonella spp
  Campylobacter jejuni
  C. Coli
 Yersinia enterocolitica
 Y. Pseudotuberculosis
 Shigella spp
 C. Trachomatis 

	Not fully understood 
(Vigorous immune response in joint post infection). 

DDx:
Crystal arthritis 
Septic arthritis
	1. Oligoarticular arthritis common
 - Painful 
 -Swollen 
 - usually weight bearing joints
3. SpA Sx: Inflammatory backache and/or Sacro-iliac joint tenderness   
4. Cardinal sx: Fever, malaise common 
5. Extra-articular feature 
- GI,   
- Skin: psoriatic rash, 
- GU: circinated balanitis, urethritis
- Mucous membrane: painless ulcer
- Eye: conjunctivitis, rarely uveitis
- Entheses: plantar fasciitis, AT tendonitis
6  Previous history 
	1. Bloods: 
       ESR, CRP raised
       Neutrophilia 
       Autoantibodies: IgG, IgA, IgM
       HLA B27 typing
2. Joint aspiration: (must do test)  
      sterile but some wcc. 
3. PCR or LCR for Chlamydia in urine
4. Culture: stool, urine, 
  
	1. Full-dose NSAIDs + other analgesia 
2. Intra-articular steroids: 
      Only if infection ruled out 
3. DMARDs: only if persistent ds 
- Sulfasalazine
   - MTX. 
4. abs: Rifampicin + Doxycycline or azithromycin (Chronic Chlamydia) 

	Name 
	Epidemiology 
	Etiology and pathophysiology 
	Signs and symptoms 
	Investigations 
	Treatment 

	RA 



























ACR: American College of Rheumatology

EULAR: European Alliance of Associations for Rheumatology

ACPA: anti-citrullinated peptide 
	*Symmetrical erosive synovitis + multisystem involvement
* Chronic fluctuating course

1. 1%
2. F:M=2:1 
3. any age, peak 40-50th
4. FHx: 3-4% If 1st deg FM

Outcome if left untreated 
- progressive joint destruction
- deformity
- disability
- premature death

Positive Anti-CCP predict poor prognosis


Positive RF also found 
- Post vaccination
- viral infection
- Malignancy
- healthy elderly
- Others 
	1) Autoimmune disorder, Unknown etiology, multi-factorial origin chronic inflammation, 
* A Genetic predisposition
- HLA Class II molecule (HLA-DR4, -DR1) (strong association with RA)
- propensity for immune reactivity to neoepitopes, production of Anti-CCP.

*B  Environmental influences: 
  - cigarette smoking (induction of enzyme that convert arginine to citrulline)
  - Periodontitis 
*C.  Autoantibodies: 
1)  ACPAs: 
   IgG, IgA, or IgM isotype
  detectable up to 10 y. before dx (Pre-rheumatoid arthritis)
 2)  RF: (80% +ve), auto-antibodies against Fc end of IgG . 
 
* D.  inflammatory response
- Leucocyte infiltration into synovial compartment
- innate immune cells release (monocytes, dendritic cells, mast cells, innate lymphoid cells, adaptive immune cells{T-h-1, T-h-17, B cells, plasmablastis, plasma cells} 
- Regulated by Complex cytokine, chemokine network: TNF, IL-6, GMCSF)

	ACR/EULAR 2010 classification criteria 
Synovitis in at least 1 joint PLUS≥6/10 
1. Joints
  - 1 large (0)
  - 2-10 large (1) 
  - 1-3 small (2) 
  - 4-10 small (3) 
  - >10 joints (least 1 small joint) (5) 
2. Serology 
  - -ve RF CCP (0) 
  - low +ve RF or CCP (2) 
  - High +ve RF or CCP (3) 
 * (high +ve: >3ULN) 
3. Acute phase reaction
  - Normal CRP, ESR (0) 
  - Raised CRP, or ESR (1) 
4 Duration 
  - <6wks (0) 
  - ≥6 wks (1) 
	Clinical Examination
- Synovitis 
- Tenosynovitis 
- Bursitis 
Extra-articular features 
- Nodules (uncommon)
- Vasculitis
- Scleromalacia perforans
- episcleritis 
- Lung disease
- Felty syndrome: Splenomegaly, skin ulcer, neutropenia
- Pyoderma Gangrenosum
- Nerve entrapment: CTS, Cubital, Atlantoaxial subluxation
- Osteoporosis
- Cardiovascular disease 
- Infection
- Lymphoma 
DAS28 joint assessment 
- Shoulders (2) - Elbows (2) - Wrists ( 2) 
- Knees (2) - Joints of hands (20) 

Bloods : 
RA: 
Anti-CCP: (75% sens. 96% specificity)  
ESR, CRP, ANA, 
FBC: anaemia 
Imaging
1. x ray: 
    - erosion, 
    - peri-articular osteopenia 
CXR: rule out sarcoid, neoplastic arthritis
2. MRI: early detection 
3. USS
	Goals of tx: ↓pain; maintain function; prevent deformities 
Non-pharmacological
1 Multidisciplinary care: 
   -PT, OT, podiatry, nurse specialist
2 Patient education: 
   -smoking cessation
   - life style:  ↓CVD risk 
Meds 
1. NSAIDs: sx relief, 
  - NO change in disease progression
2. Low-dose prednisone (≤10mg/d)
  - if resistant or intolerant to NSAIDs
  - Bridging therapy
  - Consider bone protection 
3. Intra-articular steroids 
  - flares of individual joints 
4. DMARDs (slow/prevent ds progression)
- MTX: gold standard
- Sulfasalazine: 
- Hydroxychloroquine 
- cyclosporine, - Gold , - Azathioprin
* (monitor FBC LFT, renal function) 

	
	
	
	Inflammatory arthritis
- morning stiffness, pain, swelling >1 hr
- better with use, worsens with rest  
- responding to NSAIDs 
 
 Joints 
- MCP, PIP, MTP 
- Boutonnire 
- swan neck
- ulnar deviation of MCP
- Hammer toe, mallet toe, claw toe 
- Atlanto-axial subluxation( N. Impingement)  
	
	

	
	
	
	
	
	5. Biologics DMARDs 

	
	
	
	
	
	- Adalimumab (TNFi)
- Etanercept
- Infliximab
- Golimumab
- Certolizumab
	-Rituximab (B) 
- Abatacept (T)
- Tocilizumab(IL-6)
-Tofacitinib (jaki)


	
	
	
	
	
	6. Surgery: arthrodesis, synovectomy, arthroplasty 

	Gout 
	1. Painful acute or chronic arthritis with monosodium urate crystal deposits in joint or tissue (tophi)
2. 13.9% Maori men 
5.8% European
3. M:F 4:1
4. age 35-55y.o. 


 
	1. excess of uric acid results in hyperuricemia due to 
a. over production
b. renal underexcretion (main)
c. extra-renal underexcretion (gasro) 
d. diet: protein-rich (meat, shellfish) or purine -rich (beer) (NOT sole tx) 
e. Medications: thiazide, frusemide, low dose aspirin, pyrazinamide, ethambutol
2. Polymorphisms in SLC2A9 urate transporterfiltered MSU reabsorbed.  
3. UA crystal triggers inflammatory response by binding to various proteins
1) activating complement, Hageman factor
2) attach to cell (including platelets) 
  cell being phagocytosed   
3) Leading to production of 
- chemotactic factors
- superoxide anions
- prostaglandins 
- leukotrienes
4) Fever: due to  IL-1β 
5) Synovial lining cells clear crystals from joint space 
6) Macrophage uptake UA (important in bone resorption)
4. Advanced gout: infiltration of tophi into bone bone erosion, joint damage
	1. Single episode progressing to recurrent episodes 
2. acute gouty arthritis (acute synovitis) 
- severe pain, redness, joint swelling, limitation of ROM 
- common: 1st MTPJ.
- others: midfeet, ankles, heels, knees, wrists, fingers 
- self-limiting: by 2 weeks . May recur
3. Tophi: 
- MSU deposits on cartilage, tendons, bursae, soft tissue and synovial membranes 
- containing chalky or pasty white material 
- may take 3-42 y to develop chronic tophaceous gout chronic joint pain, activity limitation, structural joint damage, frequent flare. 
-more common in elderly due to diuretic
4. Kidney
   - gouty nephrophaty
   - MSU nephrolithiasis 
5. May have Systemic inflammation: fever
	1. Gold standard: joint aspirate
- negatively birefringent needle-shaped crystal;   yellow, cloudy, non-viscous cell<50000wbc/mL. -ve culture. 
2. x ray:  punched-out erosion
 Overhanging edges, Rat-bite 
 Tophi 
3. USS: double contour sign 
4. hyperuricaemia (not diagnostic, can be normal).  
CRP<100, WCC may also rise 
Cr, Lipids. HbA1c 
	Acute flare
1. NSAIDs: Naproxen 500mg stat, then 1g/day; Diclofenac 100mg stat then rpt 12h, then 75mg BID 
2.Colchicine: 0.5mg BID 
3. Steroids: 
  - PO prednisone 20-40mg stat then OD until relief, then 10-20mg for 2-3 d. then gradual reduction over 2-3 weeks 
  - IA injection: 
4. IL-1 inhibitors: canakinumab

Prophylaxis:  MSU lowering 
(target< 0.36mmol/L; <0. 3 for tophi)
  - xanthine oxidase inhibitors: 
1) Allopurinol (prevents production of UA. Does not increase load of UA on the kidney HLA-B 5801 asso. Hypersensitivity
100mg /d (eGFR<60 50mg, <30 50mg alt days. Increase by 50-100mg/months. Monitor FBC, LFT) 
2) Febuxostat: caution in CHF
  - Uricosuric agents    Probenecid, Sulphinpyrazone,     Benzbromarone

	
	
	
	
	Indications for long term treatment
Absolute 
- bone erosion
- tophus formation
- renal stones 
Relative: No. of attacks/year
	

	
	
	
	
	Comorbidities asso. With gout 
HTN, Hyperlipidemia, DM
Metabolic syndrome
CRD, renal stone
Coronary artery disease, CHF
	

	Name 
	Epidemiology 
	Etiology and pathophysiology 
	Signs and symptoms 
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	Treatment 

	Pseudogout 
	1. Calcium pyrophosphate Dihydrate crystal 
2. >60y
4. lack of symmetry, 

	Associated with 
- OA
- Hyperparathyroidism
- hypothyroidism
- haemochromatosis
- hypomagnesemia
- Wilson’s disease
- gout, DM,  
	1. Acute or sub-acute self-limited attack 
2. inflammatory: Morning stiffness, pain, 
2. fatigue
3. pitting oedema over joins 
4. unilateral if acute, bilateral if chronic. 
5. Severe deformities/joint destruction
6. Joint: wrist, 2nd 3rd MCP, knee (not 1st MTP) 
	1. arthrocentesis: blunted rhomboid weakly positively birefringent crystal 
2 x ray: chondrocalcinosis 软骨钙质沉着

	Acute: steroids: IA PO. 
 NSAIDs
 Colchicine 

Chronic 

	PMR 















ACR: American College of Rheumatology

EULAR: European Alliance of Associations for Rheumatology
	1. 700 per 100,000 per year over 50y.o
 Mean onset ~70y.o

2. F:M=2:1 

3. 15% will develop GCA
4. No muscle weakness 

Differential Dx
Malignancy
Infection
Inflammatory rheumatic ds
Drug-induced myalgia 
Chronic pain syndrome
Hypothyroidism
Hyperparathyroidism
Local shoulder/hip ds
Neurological conditions eg. Parkinson’s 

	1. Autoimmune condition
2. association with GCA, RA, 

3. Pathology
- Dendritic cells reside in the vessel wall  recruit T cells and macrophages  form granulomatous infiltrates 

- 2 major immune-response network: 
   IL-12 type 1 helper T-cell (Th1) - interferon-γ axis and IL-6-type 17 (Th17) or IL-21 axis

- HLA-DR4 gene involvement
-Seasonal variation( summer) 
 - infection 

 
	Constitutional symptoms
- Fever(low-grade)15% 
- weight loss 15%
- Malaise 30%
Pain of proximal muscle symmetrically
- Shoulder (70-90%), hips (50-70%) neck
- Others: elbows, wrist, knee, feet 30%

Morning stiffness>1h (inflammatory) 
Muscle tenderness (no weakness /atrophy) 
Dramatic response to steroids (<48hr) 

Others
- peripheral synovitis 
- pitting oedema 
- tenosynovitis 
*All PMR pt should be assessed for GCA

	1 blood test : 
   ↑CRP ESR (90% +ve.   -ve does not rule out) 
    Thrombocytosis , anaemia,
 Normal CK (muscle enzyme) .  
Others: U&E, LFT, TSH, Ca , RF
Consider: Anti-CCP, Myeloma scr, ANA, CXR 
2. USS: synovitis, bursitis 
3. PET CT- not yet routine  
4.MRI 
ACR-EULAR classification criteria (2012) 
Mandatory + ≥4 (W>O uss) or ≥5 with USS
Mandatory: 
 1. age ≥50y.o
 2. Both shoulder pain
 3. abnormal CRP, ESR or both
Additional criteria
 1. Morning stiffness >45min (2)
 2. Hip pain or reduced ROM (1) 
 3. -ve RF or Anti-CCP (2) 
 4. -ve peripheral synovitis (1) 
 5. USS: 1 shoulder/1hip bursitis, tenosynovitis (1) 
- both shoulders bursitis, tenosynovitis 1
	1. Steroids + bone protection
- 15mg OD 3 wks
- 12.5mg OD 3 wks
- 10mg OD 4 wks 
- then reduce by 1mg /4-8 weeks
* 1-2 steps backwards if relapse 
* stop if no relapse after 1mg /d for 4wks
- most ppl 18-36months 

2. NSAIDs: if mild ds 
3. Methotrexate , other DMARDs
4. Biological agents 
: Infliximab, adalimumab

Glucocorticoid complications
- weight gain
- bruising
- Osteoporosis, fracture
- diabetes 
- glaucoma: increased intraocular pressure. 
- HTN
- Accelerated atherosclerosis
- hyperlipidaemia
 - adrenal insufficiency

	GCA
	-Most common systemic vasculitis in Western countries 

- 12.7 per 100,000 over age 50 (NZ) 
- 40% also have PMR 
- F:M=3 

DDx
Herpes zoster
Migraine
Intracranial pathology
Cervical spondylosis
Sinus disease
TMJ disease
Dental pathology
Ear problems 
Primary systemic vasculitis 
	1. Granulomatous vasculitis of arteries arising from the arch of the aorta
2. Affects large to medium sized vessels with prominent elastic membrane and vasa vasorum (spares intracranial arteries) 


	- Abrupt onset new headache (2/3)
- Scalp tenderness (60%)
- Jaw claudication (50%)
- PMR symptoms (40%) 
* Visual loss (EMERGENCY) 
     (Anterior ischaemic optic neuropathy) 
     Painless complete loss of vision in 1 eye
      Involvement of posterior ciliary artery
      Untreated-> 2nd eye affected in 2wks
- Systemic sx: fever,fatigue, weight loss
- Arm claudication (15%)
- Tenosynovitis 
- URTI sx (10%) 

	1. blood test: ESR CRP (normal ESR does not exclude dx)  Normal ESR= less jaw claudication
   Normochromic, normocytic anaemia
Reactive thrombocytosis
Normal WCC
Microscopic haematuria 
Raised AST, ALP, (25-35%)
Raised Ig (Acute phase response) 
2. USS: cranial duplex uss (stenosis, occlusions, halo) 
3. MRA
4. CTA 
5. Temporal artery Biopsy within 1 wks of starting steroids (Gold standard)  -ve doesn’t rule out . 

ACR criteria (3 out of 5) 
1. Age of onset ≥ 50y
2. New headache
3. Temporal artery tenderness or decreased pulsation
4. ESR>50mm or raised CRP
5. Abnormal arterial biopsy 
(necrotizing arteritis with mononuclear infiltrate or granulomatous inflammation usually with multinucleated giant cell) 
	URGENT management
- Steroids ASAP 
- without visual sx: prednisone 40-60mg
-with visual sx: prednisone 60-80mg
-referral to hospital 

 40-60mg daily until resolution of sx 
Reduce by 10mg /2wks to 20mg 
By 2.5mg /2-4wks to 10mg 
By 1mg /1-2 months 
Uptitrating if relapse 
Stop after 1mon 1mg 
*Relapse if prednisone reduced too quickly 


	
	
	
	
	
	Others:
- Infliximab
- MTX, cyclophosphamide, azathioprine
- antimalarianl agent 
- aspirin 

	
	OA 
	RA
	Ankylosing spondylitis 
	Gout 
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	Back pain
	Features
	Investigations 
	Management 

	Mechanical lower back pain
	- Diffuse ache 
- Variable onset: often after trauma
- Older
- Usually made worse by activity 
- Evenings are usually worse 
- Moderate response to NSAIDs 
	- Asymmetrical 


	

	Inflammatory back pain 
	- Diffuse ache: Buttock pain typical of sacroiliitis 
- Insidious onset 
- Younger patients
- morning Stiffness prominent >30 min.  
- Morning usually the worse, may wake 2nd half of the night 
- alternating buttock pain. 
- Good Response to NSAIDs 
	- Usually symmetrical 
- ESR, CRP
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