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Rheumatology:  Conditions 

Botanical Materia Medica for Autoimmune Conditions
Arthritides, Non-Inflammatory


Menopausal

Osteoarthritis
Arthritides, Inflammatory


Ankylosing Spondylitis

Infectious (Septic) arthritis
        Lyme Disease

Psoriatic arthritis

Rheumatoid arthritis 

Collagen Vascular Diseases
Lupus:  SLE
Scleroderma
Polymyalgia rheumatica
Polyarteritis nodosa
Mixed Connective tissue disease
Fibromyalgia 

Gout
Peripheral synovitis
Myofibritis/Adhesions
A rheumatic disease is a symptom of pain or dysfunction in an articular or periarticular tissue.

Elderly patients should be dosed lower and less frequently. Body mass should be considered as well.
Elevated TNF has been observed in many autoimmune disease.  Melatonin, fish oil and Tripterygium wilfordii reduce TNF levels in vivo.  Many other substances have been shown to reduce TNF in vitro.  

Rheumatology and Autoimmune Materia Medica

· Apium graveolens is a diuretic  particularly suited to arthritic conditions, including those of an autoimmune  nature.  (Mills and Bone:
)
· Bupleurum falcatum is used in chronic inflammatory diseases especially involving the liver and kidneys.  Chronic autoimmune disease such as systemic lupus erythematosus and multiple sclerosis are particularly responsive to this plant.

· Glycyrrhiza glabra:  large doses

· Juglans nigra is a general alterative and laxative remedy.  Its eliminative properties can be utilized in the treatment of inflammatory diseases with an autoimmune component.  (Mills and Bone) 

· Larrea tridentata provides overall anti-inflammatory, anti-hepatotoxic and anti-allergic effects.  These effects are useful in conditions such as arthritis, autoimmune disease, atherosclerosis, and hormonal dysregulation. (Bastyr notes)

· Piccorhiza kurroa has been shown to be effective against a variety of autoimmune conditions such as vitiligo, psoriasis, rheumatoid arthritis, ankylosing spondylitis.  (Bastyr notes)
· Rhemania glutinosa:  renal conditions
· Symphytum officinalis:  As an anti-inflammatory comfrey may be helpful in arthritic, skin and other chronic inflammatory conditions. (Mills and Bone
)

· Trifolium pratense has eliminative properties as a lymphatic and expectorant being utilized in skin and joint disease, including those of an autoimmune nature. (Mills and Bone
)

· Tripterygium willdorforii

· Withania somnifera: immunomodulating:  autoimmune 
Arthritis: Menopausal

	Vitamin B6
	50 mg, 1-3 times per day
	This condition, described by John Ellis, M.D., resembles what used to be called "rheumatism," and frequently responds to vitamin B6, (clinical observation – Ellis JM, and others). Symptoms typically begin around the time of menopause and may include pain in the finger joints; swelling, numbness, and tingling in the fingers and hands; reduced grip strength; pain and stiffness in the shoulders and elbows; and in some cases swelling and/or pain in the knees.


Arthritis:  Osteoarthritis 

Alternative Names: “the wear and tear disease”; “Degenerative joint disease: DJD”’ and just “arthritis.”

Other terms:
degenerative spondylosis/discopathy (vertebral interbody degeneration)


enthesopathy (degeneration at ligament and tendinous attachment sites)

DESCRIPTION AND ETIOLOGY 


Degenerative Joint Disease (DJD) is a disorder of hyaline cartilage and subchondral bone, although all tissues in and around the joints are affected. It is the most common type of arthritis. Osteoarthritis is often classified as idiopathic, with no known cause. 


Trauma to joint structures is considered a common aggravating factor, although it has been found that the health of cartilage depends upon the pumping action of weight bearing use. Joint compression functions to expel joint space fluids and joint release apparently functions to help absorb essential nutrients (cartilage is avascular, aneural, and alymphatic). Because cartilage is avascular and circulation of nutrients to cartilage is limited, the repair of cartilage tends to be slow. Despite information to the contrary, it is observed that cartilage can regenerate and undergo repair. 

Etiology: 

· abnormal stresses and strains, chronic wear and tear

· decreased blood supply

· systemic nutritional insufficiencies

· hereditary, especially at the distal IP joints with Heberden's nodes

Epidemiology

This is the most common form of arthritis and can affect all the joints, but has special affinity for the weight-bearing joints (knees, hip, spine), but also affects interphalangeal (IP), 1st  metacarpal-phalangeal (MCP) and 1st carpal-metacarpal (CMC) joints. It is seen in both men and women, men usually before 45 years-old, and women after 45-55 years-old.  OA is universal and appears to have a hereditary tendency.  The initiating factors include poor diet, trauma, and repetitive forceful stress to a joint, although the exact cause is unknown. We only understand about 50% of the etiology of osteoarthritis.  Etiological factors include wear and tear due to overuse or inappropriate use.

Early DJD may be seen in: 

· traumatized or malformed joint surface (Ex: Perthe's hip)

· others: acromegaly, multiple epiphyseal dysplasia, Morquio's, okranosis

Pathophysiology:


If calcium intake is marginal over a prolonged period of time, calcium transport into and out of skeletal tissue tends to increase. Calcium storage increases during periods of calcium intake surplus, while calcium retrieval from bone tissue occurs during periods of calcium deficiency. This increased calcium transport across periosteal tissues may contribute to periosteal soft tissue calcification and may be an underlying factor in the production of DJD. 
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      (particularly at sites of trauma in articular cartilage) 

Signs and Symptoms:  Onset is gradual and begins in one or a few joints.

· Pain: deep, aching; worse movement and reducing barometric pressure, and better rest with warmth

· Stiffness: worse morning and upon rising, and after periods of rest during the day; last 15-30 minutes; better moving

· Trouble sleeping at night from pain and stiffness

· Usually no joint swelling (at least not a prominent factor)
· Chronic symptom picture may be punctuated by acute flare-ups of pain, stiffness and joint weakness.

Joints Affected:  May result in changes in bone alignment and/or intraarticular and periarticular ossification
· First CMC (carpal-metacarpal)

· DIP (Heberden’s nodes)

· PIP (Bouchard’s nodes)

· Hips (local pain & limp)

· Knee (pain, swelling, instability-commonly affected)

· MTP (metatarsal-phalange)

· Spine:  ankylosing hyperostosis



Cervical

I)
disc narrowing, lipping, spurs, fusion






II)
C5, 6, 7 most common






III)
neck pain, stiffness, hand and arm parasthesias if cervical plexus involved



Lumbar

I)
disc narrowing, lipping, spurs, fusion






II)
radicular pain, vascular insufficiency






III)
may have coldness at waist, tingling sensation

OA is unlike RA



In OA, there is a lack of: swan neck deformity, boutoniere deformity, ulnar deviation; no systemic signs of extended morning stiffness (>1hr.) or profound fatigue.  RA presents with deep, poorly localized pain, better with rest, worse with use




OA may have night time pain, moderate stiffness following inactivity and deformity is rare and late.

PE AND LAB

Essential: 

· Musculoskeletal: joint tender to palpation, joint enlargement, mild effusion, crepitus on passive motion, limitation of ROM, valgus/varus  deformities of knees, gait disturbances and muscle splinting, weakness of the joint on weight bearing.  Tenderness to palpation and Heberden’s nodes (distal interphalangeal joints) and Bouchard’s nodes (proximal interphalangeal joints) can sometimes be palpated (they are especially seen in women with OA). 

Other systems:   n/a

Lab: 
· X ray:  Degeneration and loss of the articular cartilage, with concurrent subchondral bony sclerosis, cartilage and bony proliferation at the joint margins.
· narrowing of the joint space:  earliest change due to destruction of the articular cartilage; almost always uneven, according to


weight-bearing or stress

· subchondral sclerosis  (old term: eburnation)
· spurring:  begins with sharpening of the articular margins that develops into marginal lipping; larger spurs occur, even 


producing marked irregularities of the ends of the bones; only rarely produces ankylosis

· subchondral cysts:  deep to the articular surface surrounded by dense wall of sclerosis; most common in the hip

· osteophytes
Diagnostic Criteria:  clinical presentation, X-ray findings

ICD-9-CM

DDX: 

TREATMENT

Dietary Therapeutics

· Diet: A 4- to 6-month trial of avoiding "Nightshades" (white potato, tomato, bell pepper, eggplant, tobacco) may be relieve symptoms in some cases (anecdotal). 

· Identification and avoidance of allergenic foods appears to relieve symptoms in about 25% of cases.

· Other natural therapies include alkaline diet, sodium restriction, bioflavonoids, alkaline water, and treatment as for increased PTH.

Botanical Therapeutics

Natural therapies for degenerative joint disease includes alkaline botanicals:  Harpagophytum procumbens (devil's claw root), Yucca spp. (yucca leaf), Equisetum arvense, Centella asiatica, Larrea tridentata (chaparral leaf)

Natural therapies also traditionally include anti-inflammatory botanicals: Actea racemosa (formerly Cimicifuga racemosa (black cohosh herb)), Alpinia galanga, Boswellia, Bromelain Curcuma longa (turmeric root), Harpagophytum procumbens, Sa/ix alba (white willow bark), Spiraea spp. (spirea branch tips), Tanacetum parthenium and Zingiber officinalis (ginger root), (feverfew herb). 
Nutritional Therapeutics

Nutritional therapies for degenerative joint disease include calcium, magnesium, vitamins B6, borage oil and EPO (GLA), cod liver oil, zinc, copper, selenium, and adequate trace minerals.  Other nutrients with potential benefit include: DHEA, NAG

	Possible "chondroprotective" or "disease modifying" agents 

	sustained release niacinamide
	500 mg 3-6 x day 

1000 mg bid (although frequent administration of lower doses is more effective: 500 mg qid)
	Controlled and uncontrolled trials:  90% of patients benefited who had mild to moderate disease

Progressive improvement with long-term therapy was reported in a large, uncontrolled trial. Frequent administration (such as 6 times per day) of lower doses was more effective than less-frequent administration of higher doses. Clinical improvement was confirmed in a 12-week double-blind trial. If nausea or queasiness occurs, discontinue treatment and then resume at a lower dose. Monitor transaminase levels (liver enzymes) after 3 months and periodically thereafter, particularly when using more than 1,500 mg/day.

	Glucosamine sulfate
	500 mg tid
	double-blind studies:  Was significantly more effective than placebo, ant a least as effective as NSAIDs.  Improvement is typically seen within 1 month, GS may help prevent damage to articular cartilage and promote its regeneration.  GS is generally well tolerated and does not appear to affect glucose metabolism adversely.  

	Chondroitin sulfate
	800-1,200 mg qd
	double-blind studies: CS was significantly more effective than placebo at reducing pain and improving function. Results were typically assessed after 3 months. Preliminary evidence suggests that about 12% of orally administered CS is absorbed as high-molecular-weight compounds. CS has anti-inflammatory activity. X-rays taken after 1 year of treatment suggested that CS may prevent or delay the progression of osteoarthritis (double-blind study).

	MSM
	1,000 mg tid
	More likely better for pain relief than GS but may not have the cartilage sparing effects 

	SAMe
	400 mg tid
	double-blind studies: S-Adenosyl-L-methionine (SAMe) has been shown in numerous double-blind trials to be as effective as NSAIDs and better tolerated. The dosage used in most double-blind trials was 400 mg, 3 times per day. SAMe was effective in one uncontrolled trial at a dosage of 400 mg/day. Animal studies suggest that SAMe has a chondroprotective effect. The product is relatively expensive.

	Vitamin E
	400-1,200 IU/day
	Vitamin E has a mild anti-inflammatory effect and has been shown to relieve symptoms in 2 short-term, controlled trials that used 600 and 1,800 IU/day, respectively.

	Vitamin C
	500-3,000 mg/day
	to support connective-tissue metabolism: Epidemiological and uncontrolled studies suggest that vitamin C may be protective.

	Boron
	1-3 mg bid
	double-blind study:  Supplementation with 6 mg/day for 8 weeks resulted in symptomatic improvement.

It is possible that boron supplementation is helpful only when dietary intake of boron is low (which is partly a function of soil content).


Note: There is no research on the use of any of these compounds in combination.

Conventional Tx.: 

· Nonsteroidal anti-inflammatory drugs (NSAIDs) are commonly used to treat DJD and can reduce pain and stiffness. However, there is evidence that long-term use of NSAIDs can actually increase the severity of the degenerative changes in DJD. In some studies glucosamine sulfate has demonstrated better long-term effects than NSAIDs after an initial few weeks of treatment. 

· COX-2 Inhibitors:  Celebrex, Vioxx.  Still interfere with renal prostaglandins causing hypertension as with other NSAIDS.  Renal excretion decreases in the elderly as well.

· Acetaminophen:  up to 400 mg qd

High Force Interventions:  

COMPLICATIONS/REFERRAL GUIDELINES

Neurogenic Arthropathy (Charcot's Joint)
Greatly exaggerated and fulminating DJD following damage to sensory and proprioceptive innervation resulting in astonishing destruction and/or new reparative bone forms, with disproportionate lack of symptoms.  Causes joint effusion and complete loss of joint stability.


Hypertrophic type (6 D's): distension, density, debris, dislocation, disorganization, destruction.


Atrophic type: resorbed articular surface, tapered bone ends.

Causes: syphilis, diabetes (ankle and foot), spinal cord injury, peripheral nerve section, syringomyelia, leprosy, pernicious anemia, congenital indifference to pain.

Note:
prolonged corticosteroid therapy may cause severe enough destructive changes to mimic neurogenic arthropathy.

REFERENCES:
Radiographic Interpretation 2 Class Notes, Winter 2002.  Susan Vlasuk DC

Diet and Nutrient Therapy 2 Class Notes, Winter 2001 

Ankylosing Spondylitis

Alternative names: “Marie Strumpell disease.”
Definition:

A chronic and generally progressive inflammatory arthritic disease affecting the spinal joints and adjacent connective tissues resulting in calcification of spinal ligaments. 

Epidemiology
AS appears to be a disease mainly of young men aged 10-35 years old, M>F 10:1.  It seems to have a genetic component, as it is seen in male relatives especially in patients with histocompatibility complex HLA-B27 (who have a 300 times greater risk of developing AS, particularly in white men).  The etiology is unknown.  It is seen throughout the world.

Signs and Symptoms:
Onset is gradual and insidious. AS usually begins at the S-Is and ascends.  May have "skip" involvement.  In inflammatory state, there is pain and tenderness, especially over bony protuberances, with increasing stiffness.  After ankylosis, there is no inflammatory pain, but there could be mechanical pain.

Initial Symptoms:
· Low back pain – especially in sacroiliac and lumbar areas, may appear to be sciatic pain.

· Stiffness on awakening.

· Nocturnal pain and stiffness causing insomnia (which is abnormal in healthy young men)

Advanced Disease:
· Pain spreads up spine often into the mid-back and neck.

· Hips and shoulders may also be involved in a third of patients.

· Fatigue

· Weight loss and anorexia

· Slight anemia

· Muscle stiffness or cramping

· Pain on breathing or decreased ability in draw in deep breath

· Limited mobility of spine, bent-over stance, increased dorsal kyphosis, waddling gait

· Normal neurologic examination

· Chronic iritis

Joints Affected:
· Sacroiliac – nearly always

· General spine (neck to lumbar) – always eventually

· Hips – often

· Shoulders – often

· Peripheral joints – rarely

Physical Exam
· Musculoskeletal

· Reduced spinal ROM

· Loss of lumbar lordosis

· Accentuation of thoracics

· Stooped posture

· Decreased expansion of chest

· Shuffling gain

Labs

· ESR and CRP elevation when active.
· Negative RA latex (seronegative). 
· Laboratory Testing: HLA-B27 is found in 90% of patients with AS and in 8% of the normal population.  However, 10% of AS patients are negative with the same prevalence of disease severity.  Only 1 in 20 who have HLA-B27 have AS; only 1 in 3 who have back pain and HLA-B27 have AS.  Thus HLA typing is rarely indicated in the diagnosis of AS.

X-Ray:  Initial changes usually in the S-I joints; tends to be very symmetrical.  Then thoracolumbar and lumbosacral and remainder of spine, usually 

in ascending order.  May be skip areas, and entire spine may not always completely ankylose. Up to 50% have rhizomelic involvement 

(hips, shoulders).  Again, usually symmetrical.

· Osteoporosis.

· Erosions are not readily seen in the vertebra but are common in the SI joints with surrounding sclerosis (sclerosis of ilium around SI joint also seen postpartum in women).  Erosions may cause tapered spinous processes, odontoid erosion, possible atlanto-axial instability.

· Enthesopathy, esp. at S-I joints.  "Whiskering"

· Early changes in the spine occur at the discovertebral junction, apophyseal, and costal articulations.  Erosions (Romanus lesion) and anterior "squaring," erosion surrounded by reactive sclerosis ("shiny corner" sign).  Both erosions and sclerosis will disappear once ankylosis occurs.

· Fine, marginal syndesmophytes appear as fine vertical ossifications in the outer annulus and bridge the lateral vertebral body margins.  When multiple contiguous segments are involved, the result is the classic "bamboo appearance."  Thoracic hyperkyphosis is usual.

· Apophyseal joints in spine show erosions, sclerosis, and ultimate bony ankylosis.

Diagnostic Criteria

ICD-9

DDx:  Diffuse Idiopathic Skeletal Hyperostosis (DISH), syndesmophytes are coarse (High incidence with diabetes ( order fasting glucose)


Psoriatic arthritis: syndesmophytes are coarse

Treatment
Conventional treatment does not stop the progression of the disease.  Stretching exercises and careful adherence to correct posturing are absolutely required to maintain as much mobility as possible over time.  Occasionally surgery is used to replace a badly affected joint or to straighten the spine.

Complications

iritis, aortitis, valvular incompetence, aneurysms, conduction blocks, upper lobe pulmonary fibrosis, inflammatory bowel disease

(17%), renal failure due to secondary amyloidosis, carrot stick fractures, Anderson lesions, prosthesis ankylosis.

References:

Radiographic Interpretation 2, Winter, 2002.  Susan Vlasuk DC

INFECTIOUS ARTHRITIS
Etiology:
· bacteria:


· young children is Staph, Hib, gram neg.  bacilli

· older children/adults:  Gonococci, Staph, Strep, Pneumococcus
· virus (any age):rubella, mumps, hepatitis B (exanthems)

Clinical picture:
· can masquerade as any other arthritis

· more susceptible in patients with pre-existing arthritis, diabetes, chronic alcohol abuse, malignancy and immunosuppression

· presence of infection elsewhere in the body

Signs and Symptoms:
· usually monoarticular

· joint is warm, red, tender and swollen

· intense pain on motion

· onset is rapid but not as abrupt as gout

· constitutional symptoms of infection:  fever and leukocytosis are typical

· patient may appear quite sick if infection is disseminated or quite well if only joint is affected

· knee most common

PE and Labs:

· musculoskeletal exam

· synovial fluid analysis

· blood culture

LYME DISEASE

Definition:
A zoonotic inflammatory disorder recognized clinically by an early skin lesion, erythema chronicum migrans (ECM), appearing soon after the bite and that may be followed weeks to months later by neurologic, cardiac or joint abnormalities. ECM does not always appear  Cryoprecipitates (resulting from cooling), and immune complexes may occur in the serum early in the condition, as well as in the synovial fluid.  Lyme disease appears to be a systemic, immune mediated inflammatory disorder that becomes localized to the joints.

Etiology:
Tick-borne infection of spirochete Borrelia burgdorferi.

Signs and Symptoms:
The distinctive lesion (ECM) has an indurated central area (target lesion) with heavy infiltration of all layers of the epidermis with mononuclear cells.  It begins as a red macule or papule that expands to as large as 50 cm.  Most patients report being bitten by a tick 3-12 weeks before.  The lesion is usually hot to the touch.  Soon after onset many patients develop multiple, smaller lesions without indurated centers.  ECM usually lasts for several weeks.

The most common symptoms accompanying ECM are:

· malaise and fatigue

· chills

· fever

· headache

· stiff neck

Other less common symptoms include myalgia, nausea, sore throat, lymphadenopathy and spleen enlargement.

· Arthritis may occur two weeks to months after ECM in various joints, but with the knees being very susceptible.

· Neurologic abnormalities may occur in about a quarter of the patients with ECM and  before onset of arthritis.  These may last for months but resolve completely.  They include lymphocytic meningitis, chorea, meningoencephalitis, cerebellar ataxia, cranial neuritis, bilateral Bell’s palsy, motor and sensory radiculoneuritis, myelitis.

· Myocardial abnormalities may occur in one in ten patients.  They include varying degrees of atrioventricular blocks myopericarditis and cardiomegaly.

· ESR may be elevated.

· Synovial membranes in affected joints appear similar to those seen in RA.

Course and prognosis:
Onset: ECM appears from 3-32 days (median is 7) after tick bites (which may not have been noticed).  The condition usually persists for some weeks or months, with transition from ECM to neurologic or cardiac symptoms then arthritis.  The arthritic stage may remit and exacerbate for years; and may lead to chronic arthritic conditions.  Conventional sources suggest that administration of tetracycline during the ECM stage may reduce the severity of later stages.

Psoriatic Arthritis

Alternative Names: 
DESCRIPTION AND ETIOLOGY 

An inflammatory arthritis associated w/ psoriasis of the skin or nails.  
Epidemiology


5-7% of patients (1:1000 people vs. RA 2:1000).  Only about 10% of patients with psoriasis have psoriatic arthritis. One-third psoriatic arthritis may develop ankylosing spondylitis.
Pathophysiology:

Unknown hypersensitivity reaction, similar to rheumatoid, but a distinct entity.

SIGNS AND SYMPTOMS

· common: fatigue, AM stiffness, joint swelling

· less common: myalgia, weight loss, fever, malaise

· familial or personal history of psoriasis

PE AND LAB

Essential: 

· Musculoskeletal: Similar to rheumatoid, but often not as severely symptomatic to the patient and rheumatoid nodules are not found..  Subungual hyperkeratosis are present  


Joint Distribution: 

· predilection for distal phalanges, especially terminal tufts 

· asymmetric synovitis of any joint, especially DIP’s

· may affect PIP’s on either hand or feet

· may become bilateral over time

· “sausage” digits, due to fusion or flexion tendon sheaths

· not progressive or disabling

· onychodystrophy – nails pitted and discolored

· symmetrical arthritis of any joint

· 50% have destructive and deformity of joints

Lab: 
· ESR and CRP increased

· rheumatoid factor negative

· electrophoretic pattern does not have the characteristic rheumatoid findings
· HLA-B27 is present in some patients, especially is spine is involved
X-ray:
· marginal erosions

· very coarse, asymmetrical syndesmophytes in spine

· probably normal bone density

· may be resorption of terminal tufts of phalanges, or whittling of tips of distal phalanges

· may be widening of proximal interphalangeal joints, due to fibrous deposition

· may be soft tissue swelling and fluffy periostitis, esp. of distal I-P joints

· may be bony ankylosis

· may possibly be indistinguishable from rheumatoid; however, usually there is a lack of bilateral symmetry, a sparing of the MC-P joints, and


less osteopenia, as compared to RA.

Diagnostic Criteria

ICD-9-CM

DDX: 

· Diffuse Idiopathic Skeletal Hyperostosis (DISH), syndesmophytes are coarse and at all levels but no other symptoms
· Rheumatoid arthritis
TREATMENT

Conventional Tx.: 

COMPLICATIONS/REFERRAL GUIDELINES

REFERENCES:

Rheumatoid Arthritis

Alternative Names: arthritis deformans
DESCRIPTION AND ETIOLOGY 

Rheumatoid arthritis is a chronic polyarthritis usually involving symmetrical presentation in the peripheral joints that can lead to destruction of the bone and cartilage resulting in characteristic deformities; systemic manifestations can also occur.  The disease can appear in many forms from a mild short lasting oligoarthritic illness that causes little damage to a severe progressive polyarthropathy that leads to marked joint destruction.  Most patients present with an intermediate course of the disease.


Pain and swelling precede joint changes.  Small joints are usually affected first with a predilection for carpal and MC-P joints  (hands, wrists, 

feet).  Because it is a systemic disease, it is not limited to weight-bearing stresses.

Epidemiology:  Rheumatoid arthritis (RA) occurs in about 1% of the population, with women presenting three times as often as men.  RA usually comes on between the ages of 35-50.  It has a genetic association.

Juvenile onset RA (Still’s disease), the most common cause of chronic synovitis in kids, is similar to the adult disease.  There are three subtypes:


· Polyarticular:  Mostly seen in girls, it accounts for 40-50% of all JRA.  There is no eye involvement.  Usually the patient presents with multiple symmetrical joint involvement.  10% have a (+) RF and a (+) ANA, have the disease onset late in childhood and are usually affected quite severely.  30% have (-) RF, (-) ANA, and experience a milder form.  In either presentation, there is commonly a mild anemia and a slight leukocytosis.

· Pauciarticular:  This is responsible for another 30-40% of JRA patients.  It affects only a few asymmetrical joints.  This group also presents in two ways:  1) early onset before the age of 5; 30% of cases; patients often develop iritis, (-), RF and (+) ANA.  Late onset mainly seen in boys, with frequent hip and sacroiliac problems but no iritis, and (-) RF and (-) ANA.  In the latter sub-type, there is a high association with HLA-B27.

· Systemic Onset:  This is responsible for 20% of JRA, is found at any age, and affects boys slightly more than girls.  It entails constitutional Sn/Sx:  fevers, chills, a macular rash, splenomegaly, pleuritis and/or pericarditis, abdominal pain, severe anemia and marked leukocytosis, followed by the appearance of polyarthritis.  RF and ANA tests (-).  Nonspecific complaints
Pathophysiology:  


The etiology is idiopathic and it is classified as an autoimmune or "sensitivity" disease.  Rheumatoid arthritis is a systemic disease affecting connective tissue throughout the body.  The supportive tissues of the body, particularly the ground substance of collagen, are involved by an acute inflammation, pass through a stage of necrosis, and terminate

in masses of scar tissue. 


RA is characterized by pannus formation (Latin: "piece of cloth"), a layer of granulation tissue (highly vascular) grows over the articular surface 

of the joint, starting at its lateral recesses.  Pannus inhibits the nutritional effect of synovial fluid.

Course:  The prognosis for JRA is more favorable than that of adult RA, as about 75% of patients experience complete remission.  It has been suggested that RA in females may be related to low estrogens.  In both sexes liver “filtering” dysfunction and increased intestinal permeabilty leading to immune dysfunction have been suggested as well.

SIGNS AND SYMPTOMS

Onset may be sudden, resembling a cold or flu that does not resolve and has:

· Abrupt inflammation of many joints

· Fever

· Lymphadenopathy and splenomegaly

In 75-80% of patients, RA usually occurs insidiously; initial systemic complaints include:

· Anorexia

· Fatigue, generalized weakness

· Vague musculoskeletal symptoms


These initial symptoms may exist for months, resisting clear diagnosis (think AI disease!).  When specific symptoms begin, the joints usually involved are the proximal interphalangeal and metacarpophalangeal joints, feet, wrists, elbows and ankles; however, any joint may be inflamed.  Joint inflammation may present as red, hot joints, possibly fusiform swellings.  Most commonly the joints are symmetrically affected. Pain significantly inhibits movement.  Inflammatory nodules (Haygarth's nodes) may be present
Occasional pulmonary rheumatoid manifestations can occur.
PE AND LAB

Essential: abdomen, EENT, musculoskeletal

Other systems: lymph nodes, skin

Lab: 
· increased ESR and CRP

· positive serological tests for rheumatoid factor; usually only after active disease for >6 mos. (50-85%)

False Positive and False Negative Laboratory Testing:

· RF is present in 4% of normal population and 80% of RA patients, but is usually negative in the early stages of disease.  Therefore, RF 



is not a reliable diagnostic test in the early stages of disease.

· ESR may not be elevated in the early stages of RA.
· serum electrophoresis:  increase in globulins, especially gamma and alpha2, and decreased albumin.

· synovial fluid alterations

Imaging: 

· X-ray:
· bilateral symmetry
· osteopenia - often marked, especially periarticular - possibly systemic

· joints spacing may be widened in the early stages by joint effusion, but joint space narrows as the pannus spreads across the 


articular surface

· fusiform soft tissue swelling may be seen on x-ray

· marginal erosions - juxta-articular punched out areas in bone.  "Rat-bite" erosions.

· surface erosions at bone terminus.  Ex: phalanges, odontoid, distal clavicle.

· subluxations and dislocations - ulnar deviation of fingers; Result of joint effusion, bone erosion, ligamentous laxity, & muscle 

spasm.  Can form severe and characteristic deformities:  "boutonniere," "swan neck," "main-en-lorgnette," "pencil-in-cup," "arthritis mutilans"

· 25% of case progress to fibrous ankylosis.  Adhesions then undergo calcification and then ossification (bony ankylosis)

· hip: medial joint space narrowing - may progress to protrusio acetabuli.

· hand: MC-P and carpal joints; rare to reach distal I-P joints (DDx from DJD)

· 5% have thin periosteal new bone along distal tibia and femur, hands, and feet

Diagnostic Criteria

As defined by The Arthritis Foundation:

Classic RA:  Diagnosis needs seven of the following criteria with the symptoms of the first five lasting over six weeks:

· Morning stiffness > one hour

· Pain on motion in at least one joint

· Swelling (soft tissue – not just bony growth) in at least one joint

· Swelling of at least one other joint

· Symmetrical joint swelling not including terminal phalangeal joint involvement

· Subcutaneous nodules usually distal to the elbow

· X-ray changes typical of RA

· Positive agglutination test (+) RF

· Poor mucin precipitate from synovial fluid or inflammatory synovial effusion with over 2000 WBC/mm3 and no crystals

· At least three characteristic histologic changes in synovial membrane

· Characteristic changes in nodules.

Definite RA:  Diagnosis requires five of the above criteria:  in the first five the joint signs/symptoms must be continuous for at least six weeks.

Probable RA:  Diagnosis requires three of the above criteria:  of the first five criteria, only one must be continuous for six weeks.

Possible RA:  Diagnosis requires two of the following criteria and the duration of the joint symptoms must be at least three weeks:

· Morning stiffness

· Pain or tenderness on motion for at least three weeks

· History or present joint swelling

· Subcutaneous nodules

· Elevated ESR or C-reactive protein

· Iritis: only useful for diagnosis of JRA

ICD-9-CM

DDX: 

TREATMENT

Dietary Therapeutics:

· Identify and avoid allergenic foods.  This approach appears to work best with younger women who have seronegative arthritis of mild-

to-moderate severity 
· A vegan diet appears to reduce symptoms (uncontrolled trial).
Nutritional Therapeutics

· Zinc: 30 mg bid to tid, Balance with copper, 2-4 mg/day. Reduce the dose to 1-2 times per day after several months. Zinc has immunomodulatory effects, which are not known how they react in AI conditions.  However, double-blind studies have conflicting results.

· Essential fatty acids
Each of the treatments listed below has been studied individually. Borage oil seems to have produced the greatest degree of improvement. 

There have been no studies using combinations of the various oils, and it is not clear whether combining these treatments would increase 

or decrease the therapeutic effect.  In turn, as RA is a TH1 mediated disease, it is important to consider that omega 6 fats can be shunted 

into PGE2 production via arachidonic acid.  PGE2 promotes increased TH1:TH2.  

· Borage oil: supplying 1,440 mg/day of gamma-linolenic acid (GLA). In a 6-month double-blind trial, administration of 1,400 mg/day of GLA from borage oil resulted in pronounced clinical improvement.

· Fish oil: MaxEPA, 10-12 g/day or cod-liver oil, 15-20 ml/day (double-blind study)

· Black Currant seed oil: 10.5 g/day (double-blind study)

· Selenium: 200 mcg/day. In a double-blind study, clinical improvement was seen after 3 months; in another double-blind study, no improvement was observed

· Vitamin E: 400-800 IU/day. Possible mild anti-inflammatory action.  Vitamin E promotes TH2 dominance in the  TH1:TH2.  RA is a TH1 mediated disease. 
· Vitamin A:  Vitamin A deficiency is associated with TH1 dominance.  Theoretically, supplementation of vitamin A can shift T cell ratios toward TH2 dominance.
· Pantothenic acid: 500 mg qid.  A controlled trial demonstrated a possible beneficial role.
· Copper: 2-4 mg/day:  Has occasionally reduced symptoms.  In animal and uncontrolled studies the copper salts of NSAIDS are frequently more potent than the parent drug, with less toxicity.  In a controlled study:, wearing a copper bracelet has also reduced symptoms of rheumatoid arthritis apparently by causing copper to be absorbed transdermally.

· Calcium/ Magnesium:  to offset the osteoporotic side effects of prednisone.

· Folic acid: On opposite days of methotrexate administration to offset the propensity for folate deficiency with methotrexate administration.  

· Type 2 Collagen (chicken breast bone collagen):  20 (g-10 mg qd based on various studies.  
Botanical Therapeutics

· Zingiber officinalis: 500-1,000 mg/day of powdered ginger, or 5 g/day of fresh ginger.  In an uncontrolled trial, administration for 3 months resulted in pain relief, better joint movement, and less swelling and morning stiffness in 6 of 6 cases 

Pharmaceutical Therapeutics

· Anti-amebic Therapy: Metronidazole, for a 70 kg person 2 g/day in divided doses, on 2 consecutive days, each week for 6 weeks. Reduce the dose for individuals with lower body weight. Avoid alcohol during entire treatment period. A Herxheimer reaction may occur; this may include fever and increased joint pain. In cases of very active arthritis, it may be necessary to administer glucocorticoids intramuscularly prior to the first dose of metronidazole, in order to reduce the severity of the Herxheimer reaction. This treatment has been extremely effective in one-third to one-half of cases, resulting in sustained or permanent remissions in some cases. Other practitioners have claimed even better results. For additional information, see Med Hypotheses 1979;5:1237-1249, or contact The Arthritis Trust of America, 7111 Sweetgum Drive SW, Suite A, Fairview, TN 37062-9384.
· Methotrexate

· Corticosteroids

· Gold injections

High Force Interventions

COMPLICATIONS/REFERRAL GUIDELINES

REFERENCES:

Collagen Vascular Diseases

Lupus Erythematosus:  Systemic and Discoid

Alternative Names: 
DESCRIPTION AND ETIOLOGY 
Lupus is a chronic inflammatory autoimmune connective tissue disorder and a multisystem disease.  Autoantibodies and circulating immune complexes causing inflammatory changes in CT, vessels, and serosal surfaces.  It is of unknown etiology that can involve joints, kidneys, serous surfaces and vessel walls.  Generalized involvement of many tissues occurs with Systemic Lupus Erythematosus, which results in the creation of fever and lesions in almost any organ. Discoid Lupus is primarily skin associated without systemic complications
Onset:
SLE is seen mainly in young women aged 20-40 (90% of cases), but in 10% of the cases the patient is a child or a senior citizen.  Female to male ratio is  9:1, especially during child-bearing age (early 20’s). 1:700 of all females aged 20-60 years are affected.  Occurrence in blacks is  three times that of Caucasians. 1:245 black females are affected.

Pathophysiology: The cause is unknown.

Hypersensitivity reactions lead to IC (immune complex) deposition, which  result in lesions of the vasculature, skin, lungs and heart other tissues.

· Type 3  HSR:  circulating IC ( complement activation ( C5a ( neutrophil chemotaxis

· Type 2  HSR:  warm IgG AI hemolytic anemia, thrombocytopenia, neutropenia


Antibodies attack the nucleus ((chromatin ( combination of nucleus + Ig + (chromatin called an LE body.  Neutrophils or macrophages with a second, Ig-coated nucleus phagocytosed from another cell (LE body) form after ANA exposure and can be visualized. LE cells/bodies are not diagnostic, but used for screening


In the vasculature, fibrinoid necrosis occurs.  IC are also deposited in the  joints and glomerular basement membrane (Type 3 HSR).  In the skin rashes develop secondary to vasculitis and IC deposition in the basement of stratified squamous epithelium. IC deposition and resultant inflammation also occurs in serosal membranes (polyserositis). In the lungs, connective tissue undergoes fibrosis leading to decreased compliance.   In the heart, damaged aortic and mitral valves often occur.  In Libman-Sachs disease,  deposition of warty vegetations of fibrin, anti-inflammatory cells and IC occurs on valves. 


Increased levels of TNF result in decreased EPO resulting in anemia of chronic disease.  Iron sequestration also occurs.
SIGNS AND SYMPTOMS

SLE may have an acute or gradual onset. Symptoms can vary greatly.

· Constitutional:  Fatigue, malaise, fever, anorexia, nausea, weight loss, generalized lymphadenopathy.

· Cardiovascular: Peri and myocarditis, Vascular headaches, CVA from arteritis, Raynaud’s syndrome (33%), hypertension

· Connective Tissue: Polyserositis (generalized inflammation of serous membranes):  pleurisy, pericarditis, peritonitis (pain and ascites)

· Genitourinary:  glomerulonephritis which can rapidly lead to renal failure.


· Hematologic: ~100% blood phenomena, generalized lymphadenopathy (<10%), splenomegaly (<10%), thrombocytopenia

· Hepatic:  Hepatosplenomegaly – chronic active hepatitis (Lupoid hepatitis)

· Musculoskeletal: Polyarthralgia and arthritis are most common symptoms (90%).  The arthritis is symmetric, non-deforming and occurs in the digits, wrists, knees and MTP joints. Prolonged a.m. stiffness (50%), nodules (7%) and + RF (20%) occur.  The arthritis is difficult to distinguish from RA if other symptoms are absent.   Myalgia (25%) or occasional true myositis (painless proximal muscle weakness) can also occur.

· Neurologic:  CNS – mental changes ( psychosis and seizures, CVA from arteritis, Chorea, Cranial nerve palsies, Peripheral neuropathy. Aspetic meningitis

· Pulmonary:  Interstitial lung disease occurs, which is also seen in RA, scleroderma, and black lung disease (which occurs often with other autoimmune diseases as in  Coplan’s Syndrome)

· Reproductive:  In pregnancy, active SLE is exacerbated, especially glomerular disease in remission. Normal pregnancy without exacerbation may occur.  Children have an increased risk of congenital heart block

· Skin: 85% of patients have skin lesions, which may include “butterfly rash” (50%,) alopecia, painless oral ulcers, discoid skin lesions such as maculopapular rash on nose, scalp, trunk, etc, and photosensitive skin eruptions. 

· Many other possible symptoms based on the organ system involved (which may be 
any).

Course and Prognosis

Insidious onset is common and may start with one symptom which resolves.  However, onset can be rapid and multi-systemic.  The prognosis is highly variable.  Patients with kidney or cardiac involvement have a poorer prognosis than those whose condition is limited to joints, skin, and serous membranes. Glomerulonephritis is major problem and can have rapid progression to renal failure. Renal complications usually present within two years of onset in 50% of patients. 


SLE is characterized by exacerbations and remissions, although long-lasting remissions are only seen in 10% of patients.  The mortality rate is 5% per year.

Discoid – confined to skin only (does not go systemic)

Systemic – mild (moderate(fulminant life threatening:  rapid renal failure
PE AND LAB

    Essential: Cardiovascular, EENT, Skin

    Other systems:  pulmonary


Laboratory Testing: 

· Hematological:  when considering  cost order CBC then ANA before others tests
· CBC: anemia of chronic disease (normochromic, normocytic ), thrombocytopenia, leukopenia (2-3K)

· Antinuclear Antibodies (ANA): Ig against ribonucleoprotein exclusive of histone 

· Primary diagnostic marker that occurs in 60% of patients.  however, positive ANA tests occur in 1-5% of the normal population and are common in other diseases.

· High titer w/ a rim or homogenous pattern

· Most commonly:  Anti-dsDNA ,Anti Smith; less commonly:  anti- ssDNA, cytoplasmic IG, antimitochondrial Ig

· drug induced ANA:  1( antihistone  (95%?)

· LE Cell Prep

· RF positive
· Total serum protein elevated:  ( albumin: globulin ratio  (protein electrophoresis ( hypergammaglobulinemia (Ig electrophoresis 

· ESR or CRP elevated.  CRP is not increased in discoid lupus even with elevated ESR.

· Complement levels:  decreased in early course and in 70% of active patients

· Genitourinary:  
· Urinalysis:  Proteinuria, cellular casts, hematuria (micro):  active glomerulonephritis ( rapid end stage kidney disease

· X-ray
Diagnostic Criteria

DDX: (ICD-9-CM)

TREATMENT
Determinants of Health (Re-establish the basis for health)

· Dietary Therapy:

· Identify and avoid allergenic foods.  Celiac disease has a high occurrence in autoimmune diseases.  Case reports suggest that dairy 


and gluten grains are common triggers . 4 day water fast followed by introduction of individual foods may be a potential 


elimination therapy.(Pizzorno).

· There is one case reports of remission following consumption of a vegan diet.

· Avoid alfalfa products.  Alfalfa contains L-canavanine, which has been implicated as a possible trigger for SLE in animal studies and 


in 3 human case reports.
· Environmental Concerns:  Epidemiological evidence suggests that exposure to industrial emissions play an important role in the development of SLE.  Efforts should therefore be made to avoid pollutants and a “detoxification” program should be considered.  Limited exposure to intense sunlight should be emphasized.  

Stimulate the Vis Medicatrix Naturae

· Omega 3 Fatty Acids:  sig Fish oil concentrate: 6-20 g/day, Flaxseed oil 15 ml, 1-2 times per day.  Omega-3 fatty acids have been shown to reduce disease severity in animal models of lupus. Fish oil in varying doses up to 20 g/day has been reported to reduce disease activity in patients with SLE in some, but not all, studies. Balance with vitamin E, 400-800 IU/day .
· Vitamin E:  sig 400-800 IU/day. Vitamin E stabilizes cell membranes, including lysosomal membranes, and may therefore have an anti-inflammatory effect. Vitamin E has been reported to be beneficial for discoid lupus erythematosus, but has not been studied in cases of SLE.  

Correct Structural Integrity

Tonify Systems

· DHEA:  sig women 5-50 mg/day; men 10-100 mg/day.  15-20 mg bid usually gets patients to physiological levels  (for women start 5 mg bid, then increase by 5 mg weekly to avoid puberty Sx).  Studies have only used supraphysiolgical doses.  Serum DHEA levels are frequently low in patients with SLE. A dosage of 100 mg/day has been shown in a placebo-controlled trial to relieve symptoms and to improve general well-being in women with SLE. A dose of 200 mg/day was effective in an open trial. Lower doses may be helpful when used in combination with a comprehensive nutritional program. 100 mg/day of DHEA is a pharmacological dose and may cause acne or increased hair growth. The risks associated with using high doses of DHEA for long periods of time are unknown.
· Testosterone: Testosterone levels are frequently low in patients with SLE. Replacement therapy may reduce disease activity (case reports).  There are no studies in which DHEA and testosterone were used in combination.
Symptom Based (Nat RX)

· Bromelain:  sig 500 mg tid (2000 mcu min.) ic. Appears to prevent renal damage in early renal complications.
Symptom Based (Synthetic RX)

· Nystatin or other anti-Candida medications: Nystatin or other anti-Candida medications may be effective in selected cases.
COMPLICATIONS/REFERRAL GUIDELINES

REFERENCES:

PROGRESSIVE SYSTEMIC SCLEROSIS (SCLERODERMA)
Definition:
A chronic disease of unknown etiology characterized by inflammatory, vascular and fibrotic changes of the skin, internal organs (especially GI tract, esophagus, thyroid, kidney, heart, lungs and heart), and articular structures.  Atrophy and sclerosis of these organ systems results.  It is also called Progressive Systemic Sclerosis (PSS) and often includes Raynaud's phenomenon.  

Etiology:
The skin thickening and restriction follows an idiopathic overproduction of collagen.  The disease is highly individual in terms of severity and progression.  Some patients may experience only skin changes and restrictions in the hands and face for decades before visceral or organ involvement begins.  Others may rapidly develop generalized cutaneous thickening and often lethal internal organ disease.  The full manifestation of the disease is known as the CREST Syndrome: Calcinosis, Raynaud’s phenomenon, Esophageal dysfunction, Sclerodactyly, and Telangiectasia.

Scleroderma is seen in women four times as often as in men, and is rare in children.  It is found worldwide,  but more rarely in Asia.  The usual age of onset is around 20-40.

Signs and Symptoms:
Typical initial complaints include:

· Raynaud’s phenomenon:  Allen test is positive in this condition, usually neg. the syndrome

· Skin thickening of the fingers

· Swelling of the extremities

As the disease progresses:  targets upper half of body first

· Skin becomes hyperpigmented.

· Skin of the whole upper body may become firm, leathery; the face looks mask like.  The lower extremities are not usually affected.

· Flexion contractures of the fingers, wrists, elbows.

· Subcutaneous calcifications or ulcers develop on the bony prominences.

· Telangiectasias.

· Skin becomes dry and rough and loses hair and the ability to sweat. (calcinosis)

· Restricted opening of the mouth

· Esophageal dysfunction (most commonly involved visceral organ) dysphagia, regurgitation of stomach contents and peptic    

                esophagitis often occur.

· Joint pain/swelling/stiffness of fingers and knees.

· Small intestine involvement – malabsorption, steatorrhea, weight loss, bloating, abdominal pain.

· Large intestine involvement – chronic constipation and fecal impaction.

· Respiratory/cardiovascular involvement – fibrosis of the lungs causes exertional dyspnea, dry cough, pleurisy, cardia problems 

                causing 15% of PSS deaths – include arrhythmias, pericarditis and conduction disturbances.

· Renal involvement – causes half the deaths of PSS – acute failure causes rapid develop of severe (possibly malignant)  

                hypertension.

Course and prognosis:
Although the course of the disease is variable and unpredictable, it is characterized by a slowly progressing involvement of the skin and/or visceral organs.  Remissions are rare but do occur.  The disease is typically very gradual – 80% of patients will be alive after two years and 20% will be alive in 10 years.  The disease is most severe in black women; in whites, men are often affected worse than women.  The usual cause of death are renal, cardiac and/or lung complications.

Tx:   Centella asiatica, PABA, DMSO

POLYMYALGIA RHEUMATICA
Definition:  severe pain and stiffness in proximal muscle groups, without weakness or atrophy, associated w/ a markedly elevated ESR and nonspecific systemic symptoms.

Signs and Symptoms:  1( pain
· As if have RA in the muscles and fascia; severe pain and stiffness in proximal muscle groups.

· May be gradual or sudden

· Pain- deep and achy, stiffness may appear symmetrically in neck, shoulder, pelvic girdle muscles
· Weight loss, low grade fever, anemia may also be present

· Involvement in shoulder girdle -Very painfully stiff, proximal muscles vs. distal muscles

· In fingers – stiffness and aching, paresthesias, may look smaller

· No muscle weakness despite the pain

· No persistent synovitis or bony erosions

· ( ESR

Concomitant: tendency to temporal arteritis ( risk of permanent blindness

Very tender to touch, perhaps nodules, decreased pulse

One-third of patients who develop this and of this 1% develop blindness

Treatment: MD does therapeutic test of prednisone for 4-5 days (very effective use of steroids).

POLYARTERITIS NODOSA
A disease characterized by segmental inflammation and necrosis of medium sized muscular arteries w/ secondary ischemia of tissue supplied by affected vessels so that lesions are found throughout the body.

Etiology:
Autoimmune

Middle age male, 40-50 years, 3:1 over female

vasculitis affecting medium and small arteries throughout body ( downstream affects

Signs and Symptoms:  vague, unsuspecting, bizarre Sx
· Kidney – inflammation of renal arteries ( aneurysm ( hemorrhage ( glomerular destruction





severe hypertension





nephrotic syndrome





renal failure

· Heart – coronary arteritis





angina





MI





Pericarditis

· GI – non-specific abdominal pain





Intestinal bleeding, severe bleeding ( shock

· Arteries get inflamed ( produce aneurysms

· Neurological – peripheral neuropathies

· CNS – encephalopathy 20 to hypertension





cognitive disorders, seizures, strokes

· Skin – nodules on legs, arms – painful, pulsate

Prognosis:  85% mortality in 5 yrs

MIXED CONNECTIVE TISSUE DISEASE (OVERLAP SYNDROME)
Mixed connective tissue disease is an overlap syndrome combining scleroderma, systemic lupus, polymyositis, dermatomyositis, and a non-deforming arthritis, to varying degrees.  It has an insidious onset, 4th decade in females.  High titers of ANA to a nuclear ribonucleoprotein antigen are present.
Fibromyalgia

Alternative Names: myositis, fibromyositis
DESCRIPTION AND ETIOLOGY 
A group of nonarticular disorders characterized by achy pain, tenderness and stiffness of muscles, areas of tendon insertions and adjacent soft tissue structures.  Pain and stiffness > three months.  Fibromyalgia is six times more common in females 20-50 years-old who are stressed.
Pathophysiology: There are a variety of different theories.
· Decreased lactate production associated with decreased ATP production caused by mitochondrial deficiency
· Immune dysfunction
· Serotonin dysregulation

SIGNS AND SYMPTOMS

Musculoskeletal Pain

· Pain:  deep, aching,  usually at tendon insertions, in a diagnostic pain point pattern; Joint pain

· prolonged stiffness:   

worse with :  morning, changes in weather, especially damp and wet, stress, fatigue, uncaring physicians who think it is all in the patient’s head,  over activity or sedentary habits


better with:  deep tissue massage, heat, hot showers

· Generalized muscle aching

Other symptoms

· IBS Sx

· poor sleep:  cannot get comfortable

· Fatigue

· chronic h/a; anxiety attacks, IBS

PE AND LAB

   Essential: musculoskeletal

Appear healthy but many tender spots to palpation over joints.  Many trigger points especially upper traps, medial knees, lateral elbows, 


iliac crest, L spine.  When patient is feeling better they will expend their energy and feel bad again.

   Other systems: orthostatic hypotension

   Lab: ANA screen for autoimmune disease, ESR, RF

Diagnostic Criteria:  diagnosis by exclusion
DDX: (ICD-9-CM)

Sleep disorders, diet/chemical sensitivities, recurring infections, chronic fatigue syndrome

TREATMENT
Determinants of Health (Re-establish the basis for health)

· Sleep hygiene
Stimulate the Vis Medicatrix Naturae

· SAMe, oral or parenterally, conflicting results
· hydrotherapy
· hyperthermia, biweekly for 2 months with diaphoretics
Correct Structural Integrity

· acupuncture

· massage

Tonify Systems

· Magnesium, one treatment per week for 4 weeks, then prn:  IV magnesium (as part of Myers’ cocktail) is helpful for 50-75% of patients with fibromyalgia.  Magnesium citrate/malate may be an oral alternative.

· 5-HTP, 100 mg tid for 30 days  (L-tryptophan has not been studied for this condition); double-blind study:  Significantly reduced symptoms compared with placebo

· Melatonin, 20 mg hs; Sleep disturbance may impair growth hormone secretion resulting in decreased repair of tissues. (anecdotal:  Brignall M)

· MSM

· If hypotensive:  Glycyrrhiza, Rosmarinus, high sodium and potassium diet.

Symptom Based (Nat RX)

Symptom Based (Synthetic RX)

Conventional Tx.: 

High Force Interventions

COMPLICATIONS/REFERRAL GUIDELINES

REFERENCES:

Gout

Definition:
Arthritis nodosa or uratica – is an inherited disorder of metabolism causing recurrent acute arthritis of the peripheral joints (big toe, ears, ankle, wrist, elbow). Gout includes gouty arthritis, urolithiasis, tophi, uric acid nephropathy

Etiology:
A disorder of protein metabolism leading to hyperuricemic body fluids which cause deposition of crystals or monosodium urate in and around the joints and tendons.  Occurs more commonly in men (familial tendency). Diet is usually rich in animal protein, mushrooms, wine, beer, cheeses

Risk factors for gout include overweight, binging/overeating, renal stones, alcohol.

Uric Acid


Elevated uric acid is seen in 90% of people who have gout and is due to overproduction or undersecretion (Fructose can interfere with uric acid secretion).  However, most people with elevated serum uric acid do not have gout (i.e. patients taking diuretics for hypertension and 3-5% of the normal population), but need to be treated for hyperuricemia.  In turn, acute gout can occur in the presence of normal serum uric acid.  Treatment of misdiagnosed gout can lead to  allopurinol induced vasculitis.  Synovial fluid analysis is the definitive diagnostic method through identification of urate crystals in the synovial fluid.  
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XO =  xanthine oxidase

XO cofactors include iron and molybdenum

XO inhibitors include anthocyanidins, allopurinol, quercetin, folic acid

· High purine foods:  yeasts, organ meats, meat concentrates, fish, shellfish, legumes, spinach, mushrooms, asparagus.  Any of these combined w/ alcohol or dehydration can precipitate a gout attack.

· Uric acid does not stay dissolved well and is easily precipitated by changes in acidity or temperature (lower)

Signs and Symptoms  

· Acute gout presents with rapid onset of severe pain and inflammation.  DDX from infection by past Hx, diet Hx (see high purine foods above), absence of systemic infectious Sx (although may happen).  

· Crystal deposition ( tophi which erupt through the skin with a chalk-like substance.  

Laboratory testing: 

Serum uric acid is not a specific test for gout as unaffected patients can have elevated serum uric acid.  Synovial fluid or tophi analysis will demonstrate urate crystals.

Lifestyle Therapy:

· weight loss

· keep toes warm

Diet Therapy:  

· Avoid purine rich foods such as meats (organs, red meat, chicken, turkey), mackerel, seafood, beans, peas, spinach and yeast.  

· Avoid fructose, sucrose and alcohol.

· Identification and avoidance of allergenic foods may prevent attacks and reduce serum uric acid levels in some cases (3 case reports)

· Black cherries, 0.5 lbs. qd, or the equivalent amount of juice, has been reported to relieve acute attacks, prevent recurrences and 


reduce serum uric acid levels. Sweet yellow and red sour cherries were also effective.
  Anthocyanidin containing botanicals appear to 


be effective.  

Nutritional Therapy:


Natural xanthine oxidase inhibitors include:

· Quercetin

· Folic acid: 40-80 mg/day when combined w/ vitamin C 500+ mg/day  (5cc IM); May reduce serum uric acid levels through inhibition of xanthine oxidase (clinical observation:  K. Oster).  Dr. Bill Mitchell prefers photolysed folic acid.

· Vitamin C: 4000 – 8000 mg/day



Uncontrolled study:  Reduced serum uric acid levels by increasing urinary excretion of uric acid. This effect would presumably 


reduce the risk of gout. However, it has been argued that rapid mobilization of uric acid could trigger a gout attack, although such an 


effect of vitamin C supplementation has not been reported. To minimize this theoretical risk, one might start vitamin C at lower doses 


and build up gradually.

Physical Medicine Therapeutics

· Castor oil infused with Larrea tridentata, applied frequently.

Herbs:  

Agropyren repens

Angelica archangelica

Apium graveolens:  stimulates urinary uric acid secretion

Arctium lappa: The roots and leaves are useful in rheumatism and gout because they encourage the elimination of uric 


acid by the kidneys.

Atropa belladonna:  topical

Avena sattiva: Avena is also thought to lower uric acid levels.  For this reason, Avena is often included in 


arthritic formulas as a long-term tonic herb for gout.

Ceaphalus ipecac

Commiphora mukul

Cynara scolymus

Gelsemium semperivrens

Harpagophytum procumbens

Hyoscyamus niger

Juniperus communis

Lycopus virginicus

Spilanthes oleracea

Symphytum officinalis

Urtica dioica

Vaccinium myrtillus

Zingiber officinalis

Pharmaceutical Therapeutics:

· Allopurinol (prevention)

· Colchicine (acute attack):  1 mg/hr until remittance or N/V; black cherry juice (possibly mix the two to lower the dose of colchicine


600 (g  q hr until Sx remit.  Maximum daily dose is 6 g or 10 hourly doses.  Common side effects are nausea and diarrhea.  Toxic  


effects include bone marrow suppression, damage to liver or kidney. IV colchicine (1 g ) can bypass the GI side effects but is more 


prone to toxicity. Colchicum atumnale is the source of this drug.  The 1:10 tincture, 45% alcohol, 10% vinegar, 1 drop bid is very 


effective for gout.  

· aspirin is contraindicated as it pulls uric acid out of tissues, but increases deposition.  

PERIPHERAL SYNOVITIS
· Affects knee, ankle, shoulder and wrist, hips

· asymmetrical

· 11% with ulcerative colitis; 20% with Crohn’s, assoc. w/ AI Dx
· Sudden onset after Crohn’s

· as GI gets worse, joints get worse

· May persist for months and gradually resolve

· No erosion or deformity

MYOFIBROSITIS/ADHESIONS
Definition:
Scar-type tissue causing restriction of tissue motion.

Etiology:
Traumatic tearing of soft tissues (i.e. surgery) or long standing muscle spasms cause production of thixotropic gel which organizes itself into collagen scar tissue.  This is the body’s attempt to stabilize what is perceived as an injury.  Three problems result from this scar information:

· the scar tissue is more pain-sensitive than normal structural and contractile tissue

· the scar tissue is less flexible and therefore diminishes joint motion

· the scar tissue is more “brittle” than healthy tissue and susceptible to reinjury

Signs and Symptoms:
· Diminished joint play

· Pain with deep palpation of the tissue, constant pain

· A “gritty” feel especially in ligaments and muscles

· Local areas of muscle spasm – “trigger points”

Course and Prognosis:
This condition occurs after trauma or in long-standing overloading of muscles.  This can occur in a “postural strain” situation, for example, when a person works over a desk day after day causing constant relentless contraction of the neck and upper back muscles.  These muscles and the adjacent articular ligaments (rib joints and vertebral joints) may become infiltrated with scar tissue adhesions.

Prognosis is good with appropriate treatment and ergonomic changes designed to prevent chronicity.
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