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Grand Rounds Notes about Normal Mucosa and IBD
Other Diseases:

Various types of colitis

I. Comparing Crohn's disease (CD) and ulcerative colitis (U.C.):

A. Cause is unknown, however an immunological response to various stimuli is presumed.

B. Stimuli include:  

1. Protozoal, viral, mycotic and bacterial infections [certain strains of E. coli, Clostridium dificil (causes psuedomembraneous colitis), Saccromyces boulardii antibodies are found in Crohn’s disease, etc.]

2. noxious chemicals i.e. KCl

3. high refined sugar intake, SAD (standard American diet)

4. Jewish (Ashkenazi) E. European descent, N. European Caucasians, Urban dwellers

5. Food intolerances and allergies are not implicated in the conventional literature but clinically have a important part

6. Stress is a provocative agent rather than a causative one.

7. Smoking is directly associated with a risk for the development of CD.  Additionally, childhood passive exposure to cigarette smoke increases the risk of developing CD as an adult.  Smoking is also correlated with worse disease manifestations and greater morbidity. 


The Immunological mechanism of Crohn's disease is a condition of chronic T-lymphocyte activation, with tissue damage induced by secondary macrophage activation. This represents hyper-reaction of the local T helper 1 (Th1) response to numerous microbial (likely viral) and nutritional antigens normally present in the intestine.

a. The Th1 response is characterized by granulomatous immune responses with high production of IL-12 and interferon 


gamma, both of which perpetuate inflammation to the mucosa leading to apoptosis.

b. An initiating event (infection, toxins, NSAIDS) along with perpetuating factors (luminal bacteria, bacterial products, 


dietary antigens) promote immunoregulatory abnormalities, to which the patient may already be genetically 


predisposed.  These immune reactions lead to tissue damage and clinical symptoms.

1. In ulcerative colitis (U.C.) humoral mechanisms predominate resulting in the production of auto-antibodies to the colonic 




mucosa

a. Autoantibodies include:  anti-colonocyte Abs, perinuclear antineutrophil cytoplasmic Abs (pANCAs).

b. The autoantibodies are likely the result of cross-reactivity to bacterial antigens and are secondary to the disease process, but may contribute to systemic symptoms.

c. The T helper 2 (Th2) response to parasitic infections and allergens with high production of IL-4 and IL-5, but low production of IFN gamma.

d. Other causation theories:

1.) Infectious (low grade, as-of-yet unrecognized pathogen)

2.) Inherited or acquired dysregulation of immune response leading to inflammation

3.) Defect in mucosal repair especially in cytokines that are essential for this repair:  epidermal growth factor, IL-1, IFN-(, IL-2, IL-4, IL-15.  This defective mucosal barrier allows inappropriate entry of food or bacterial factors with a consequent cascade of inflammatory events.  

2. Both conditions lead to inflammation with local macrophage production of cytokines, arachidonic acid metabolites, eosinophils, and reactive oxygen and nitrogen radicals.  

a. In both diseases, cytokines (TNF-alpha, IL-1, IL-6, IL-5) that are produced are most likely responsible for the systemic symptoms.

b. In Crohn's disease, the activated T lymphocytes also produce IL-2 and IFN-gamma (the latter being responsible for the granuloma formation and MHC class II antigen expression on colonic epithelial cells seen in Crohn's).

c. These cytokines initiate and maintain immune-mediated inflammation that will eventually cause apoptosis of intestinal cells.

d. In both diseases, even with remission, there is likely some degree of sub-clinical inflammation occurring.  

Gut hyperpermeability allows antigens to enter circulation and head toward the liver.  Immune complexes are formed in the liver and 

travel to the joints and kidneys.

C. Signs and symptoms

Onset and course of symptoms


Both Crohn's disease and UC usually begin in childhood or early adulthood.  U.C. can develop at any age with a second peak of incidence in middle-aged men.  Crohn's disease incidence can peak again in the elderly. 

Crohn’s Disease
Ulcerative Colitis

Hyperpermeability is a main issue
Possibly more of a humoral mechanism

Small intestine based
Large intestine based

Chronic pain in small intestine area
Crampy pain in large intestine area

No blood in stool
Bloody stools

May have masses
No abdominal masses

Transmural problem
Mucosa problem (more epithelial based)

Skip lesions 
Begins in rectum and moves proximally

No increase of cancer risk
Increased risk of colon cancer

Ulcerative colitis (U.C.)


One percent of all individuals in N. America and Europe may experience U.C. in their lifetime.  Two peak incidence populations include young people and middle-aged men.  UC is rare in the elderly.  


Common signs and symptoms primarily involve blood in stool and diarrhea as the most prominent symptoms.  Usually there is urgency with bouts of bloody diarrhea.  Crampy lower abdominal pain is common as is often relieved by defecation. Acute episodes involve frequent bowel movements (i.e. 16 BM/qd) and may last several days to several weeks.  Acute episodes can be self-limiting or may require treatment. Dehydration is often present after acute episodes with symptoms of tachycardia, decreased skin turgor, orthostatic hypotension.  If the patient cannot be rehydrated immediately, refer to emergency care.  


Other symptoms include low-grade fever and 95% of patients have rectal involvement with rectal abscesses, pallor of anemia. 

Extra-intestinal manifestations may include:

1.) Joints:  arthritis, sacroiliitis, ankylosing spondylitis, peripheral arthropathy

2.) Eyes:  iritis (5%-10% of all U.C. patients)

3.) Liver:  pericholangitis and sclerosing cholangitis, fatty liver infiltration, chronic active hepatitis, hepatic abcesses, bile duct CA

4.) Skin:  erythema nodosum (3% of U.C. patients), ulcerations of extremities, necrotising cutaneous vasculitis)

5.) Blood:  anemia (iron/B12, hemolytic), thrombocytosis, hypoprothrombinemia 


Most patients experience intermittent exacerbation with almost complete remission between attacks.  Some patients have one episode without subsequent symptoms for decades.  Flare-ups can be initiated by stressful events including dietary changes so be careful working with the diet in such patients

Smoking and appendectomy each decrease the risk of UC. (the reason appendectomy lowers the risk is unclear. Perhaps the cause of appendicitis is involved in the development of UC)

Laboratory studies usually demonstrate leukocytosis, elevated ESR, hypoalbuminemia, 

a. Eosinophilic colitis:  flare-ups are most active 11 pm to 2 am.  In a patient whose diarrhea is worse at night, eosinophil activation should be considered.  These patients respond the best to high dose steroids.  During a flare-up do a stool test for:  fecal leukocytes, eosinophils, Charcot-Leyden crystals (associated with inflammation).  The presence of these factors are all evidence eosinophilic colitis.  Allopathic Tx is corticosteroids for which this condition is more receptive than UC in general.  Naturopathic Tx includes quercetin and Glycyrrhiza



Anoscopic exam:  UC:  fissures (spread the tissue folds around the anus),

Crohn's dz (CD)



Abdominal pain is the chief symptom.  Pain is usually steady,  periumbilical or diffuse/difficult to localize pain, worse after eating due to ileal inflammation and crampy lower abdominal-RLQ- discomfort due to colonic inflammation.  Pain is worse before bowel movement and relieved by bowel movement.


Clinically, distinguishing between Crohn’s and UC  can be difficult .  However, in Crohn’s disease, bowel movements are frequent, explosive and urgent.  Chronic diarrhea (serous or secretory diarrhea) is often present in moderate daily numbers (3-6 times) of watery to loose stools suggest ileal disease while incontinence, urgency, or rectal bleeding suggest colonic involvement. Blood is present in Crohn’s colitis or proctitis.


Other presenting signs and symptoms include weight loss, fatigue, anorexia, recurrent fevers, growth failure in younger patients, fistula formation with purulent drainage and (perianal) abscesses, signs of malnutrition and nutrient deficiencies, palpable LRQ abdominal mass (illeum). (Crohn’s masses are really obstructions that lead to dialated loops of bowel which block persistalsis and feel like a mass – Dr. Ross) . Crohn’s may also lead to fistulas.                                                          


Extraintestinal manifestations can be the same as ulcerative colitis.  Arthritis and iritis are the most common extraintestinal manifestations (seronegative arthritides (reactive arthritides, ankylosing spondylitis, colitic arthritis (IBD), psoriatic arthritis).  Arthritis tends to be polyarticular, symmetrical, peripheral, cumulative and migratory.


Genitourinary involvement includes recurrent urinary tract infections and oxalate stone formation due to decreased fat absorption and decreased fat soluble vitamin absorption, namely vitamin D.  Oxalate stone formation can present with hematuria.  


Low bone mineral density occurs in 30%-60% of all patients with CD due to two factors.  One of the causes is the administration of corticosteroids to control the disease symptoms.  The other are the cytokines released by the inflammatory cells of the intestines in CD, namely TNF-(, interferon-( and IL-6.  These cytokines disproportionately stimulate osteoclast activity.  In contrast, the predominant cytokines in UC (IL-4, IL-10) are not known to affect bone remodeling, and, fittingly there is less osteoporosis seen in UC patients. Therefore, screen your Crohn’s patients with DEXA.  


Mucosal involvement includes fistulas formation with mucous discharge, recurrent apthous ulcers and apthous stomatitis.  

D. Diagnosis:  ultimately, diagnosis is by biopsy and colonoscopy
For ulcerative colitis:  


Hematologic studies should include CBC, ESR, complete chemistry panel and levels of specific indicators, such as zinc or ferritin, should be rechecked at a rate of expected improvement.  Gastrointestinal studies include malabsorption studies and visualization through sigmoidoscopy or colonoscopy with biopsy.  Also, rule out infectious or parasitic causes with stool O&P and antigen studies (E. hitolytica, Giardia), stool cultures (Shigella, Salmonella, Campylobacter, C. difficile, Yersinia, Candida) and fecal leukocytes.





In regard to visualization, sigmoidoscopy is an important test in the diagnosis of U.C. The mucosal surface appears 




irregular and granular and is friable and may even bleed spontaneous.  In some patients pseudopolyps develop.


Colonscopy and barium enema are contraindicated in active disease due to risk of mucosal rupture or perforation during active inflammation.  However, in remission states they are helpful.  Colonoscopy is also useful for assessing progression of the disease through visualization and biopsy and for screening patients for cancer and precancerous changes.  Colonoscopy findings include infiltration of mucosa with inflammatory cells, flattening of the surface epithelial cells, decrease in goblet cells, thinning of the mucosa, branching of crypts, and crypt abcesses.  Barium enema reveals normal or a diffuse granular appearance of the mucosa in early disease.  In more severe disease there is loss of haustration, ulcerations, psuedopolyps, and shortening of the bowel.





Plain films of the abdomen can be helpful as well.  In severe disease, the transverse colon may become dilated. 

For Crohn's disease (new test pANCA according to Donovan, Alschuler says only for Crohn’s)

a. Similiar to U.C. (rule outs)





Plain films also reveal dilation of the transverse colon in severe dz. In Crohn’s, changes in the haustration pattern 





may 
indicate skip lesions.

b. Malabsorption studies

c. Colonscopy with biopsy and Barium enema

1.) Colonoscopy findings are the same as U.C. with the additional findings of substantial submucosal inflammation 


or fissuring of the mucosa suggesting Crohn's dz.  Flare-up is a risk but a low one.

2.) Barium enema reveals presence and location of the disease and shows narrowing of the bowel from fibrosis or 

edema and formation of fistulas (d/t transmural involvement), presence of skip areas in large or small bowel, and deep ulcers and linear fissures are all characteristic of Crohn's dz.

d. Upper G.I. series establishes terminal ileal involvement (75% of patients)

e. Sigmoidoscopy

1.) The rectal mucosa is normal in patients without rectal involvement.

2.) With rectal involvement, the appearance is similar to that of U.C. or may include linear ulcerations and fissures.

f. Small bowel series/ swallowed barium

g. air contrast barium enema

h. CT scan of abdomen w/ oral contast is excellent for Dx of Crohn’s

E. Surveillance colonoscopy

1. Recommended every 3 years in patients with colitis for 7-20 years and every year for patients with colitis for over 20 years.

2. Each colonoscopy should also involve > 30 biopsy specimens (which still only samples 0.15% of surface area).  

3. Patients with 7-10 years of pancolitis (disease extending past splenic flexure) or with > 15 years of L-sided disease (above rectum, but not beyond splenic flexure) should initiate cancer prevention protocols.

4. Cumulative incidence of cancer with pancolitis:  8-42% by 25-35 years after symptom onset.

F. Complications

1. U.C.:  Extraintestinal manifestations, dehydration and electrolyte imbalances, malabsorption and resultant deficiencies, toxic megacolon (colon becomes atonic and dilated because of transmural inflammation), strictures, hemorrhage, colonic perforation, cancer (if disease is past the splenic flexure). Crampy, LLQ, better w/ defecation, blood stool, may not have any obvious physical findings, continuous lesion beginning w/ rectum and extending back up the colon with progression of the disease.   
Classified as mild moderate or sever

· Mild:  most patients, cc is rectal bleeding, possible crampy pain, no systemic symptoms

· Moderate:  significant diarrhea (6-12 BM qd), bloody, cramping relieved w/ defecation, beginning of systemic signs:  low grade fever, arthralgias

· Severe (15% of pt):  fever, dehydrated, pale, tachycardic, >12 BM qd, anemia, leukocytosis

2. Crohn's dz:  Intestinal obstruction, fistula formation, abcesses, renal stones, extraintestinal manifestations, dehydration and electrolyte imbalances, malabsorption and resultant deficiencies, strictures, cancer. Constant,RLQ, worse after food, stool not bloody, soft to loose, pt. pale, underweight, fatigued, lower abd. mass, fistulas, transmucosal, skip lesions affecting the entire gut
II. Celiac disease

A. Cause/pathophysiology

1. Celiac disease is caused by an immune mediated reaction to the ingestion of wheat gluten and gliadin.

a. Normal intestinal immunity is mediated by sIgA.  sIgA is secreted into the intestinal lumen to exclude luminal antigens.  This recognition is accomplished in several steps.

1.) Peyer's patch M cells sample antigens.

2.) The lymphoid cells process these antigens and produce HLA class II molecules to immunocompetent T-cells.

3.) These specifically primed T-cells (and B-cells) travel through mesenteric lymph nodes and peripheral blood back to the intestinal lamina propria.

b. In celiac disease the small intestinal enterocytes expression of class II major histocompatibility complex (MHC) molecules is increased. [HLA-DR]

c. Gliadin is translocated into vacuoles that are positive for the HLA-DR MHC on jejunal enterocytes.  This translocation is mediated by sec IgA.  (This does not occur in people without celiac disease.)

d. These enterocytes then process the gliadin into an antigen that is presented to antigen sensitive T lymphocytes. 

e. The antibody proliferation is thought to be the cause of the pathology of Celiac disease.  It is postulated that these antibodies cause autoimmune reactions in the intestinal mucosa. 

f. This is not the same as wheat allergy.

B. Signs and symptoms

1. Diarrhea, steatorrhea, muscle cramps, vertigo, nervousness, weight loss, failure to thrive, weakness, lassitude, fatigue, large appetite, abdominal distention, explosive flatulence (abdominal pain, nausea, vomiting are rare)

2. Chronic diarrhea with intestinal malabsorption of virtually all nutrients is the most common symptom picture.

3. Anemia is most often present.

4. Extraintestinal manifestations:  hypoplasia of dental enamel, osteoporosis, perihperal neruopathy, infertility, miscarriage, fatigue, anemia,  up to 4% of AI thyroid or type 1 diabetes.

C. Onset and duration

1. Incidence peaks at age 1 and in the 60's.  

2. 3 females: 2 males incidence

3. If untreated, celiac disease can lead to severe malnutrition and death.

D. Diagnosis

1. Symptoms 

2. Full chem screen, CBC [look for nutrient deficiencies especially folate, B12, iron, calcium, cholesterol, Vit. A, total protein, anemias]

3. Positive serum anti-gliadin IgG and IgA.  This test is less specific (92 and 94% respectively) and less sensitive (88 and 52% respectively) than anti-reticulum and anti-endomyseal antibodies. [$45-$145] which,  combined is called a Celiac panel by most labs.  Titer is not associated with clinical severity.

a. Interestingly, high antigliadin antibodies (IgG, IgA, or both) can be found in patients with neurological dysfunction (cerebellar ataxia, peripheral neuropathy) of obscure etiology.

b. Only 35% of these patients have histological evidence of celiac disease.  

c. The remaining 65% have gluten sensitivity where the target organ is the cerebellum or peripheral nerves, or the skin as in dermatitis herpetiformis.

4. Positive anti-reticulin and anti-endomysium antibodies.  [specificity = 98%, sensitivity = 97%]  These antibodies, while used primarily to mark the presence of celiac disease, may also play a pathological role in the disease.[$100-$225 for both tests]

5. 72 hour fecal fat showing greater than 7% fat malabsorption.

6. D-xylose test showing malabsorption of this sugar.

7. Decreased prothrombin time

8. Decreased serum Vit. C

9. Endoscopy with Small bowel biopsy shows flattened villi, hyperplasia and lengthening of crypts, infiltration of plasma cells and lymphocytes in lamina propria

10. Upper GI series shows flocculation of barium, edema and flattening of mucosal folds.

11. Firm diagnosis is made after a biopsy of duodenal mucosa with repeat endoscopy and normal biopsy on a gluten-free diet.

E. Complications

1. Malignancy:  less than 10% of patients of which 50% are small bowel lymphoma( fatigue, weight loss, anemia, fat malabsorption.  Therefore if you put someone on a gluten-free diet and they do not improve then you need to investigate for malignancy

2. Refractory celiac sprue

3. Chronic ulcerative jejunoileitis (multiple ulcers, intestinal bleeding, strictures, perforation, obstruction, peritonitis) 7% mortality

4. Osteoporosis

5. Dehydration and Electrolyte depletion

6. Death (rare)


F.  
Treatment:  elimination of all gluten and generally all grains with the exception of white rice.  Some patients tolerate millet and 



buckwheat.  Within the first day, patients usually feel a change.  Generally, patients fully recover by 3 months.


Celiac Disease

Celiac Sprue, gluten enteopathy

Description
A chronic intestinal malabsorption disorder  caused by intolerance to gluten: type 4 hypersensitivity to epitopes of gliadin from gluten.  Immune complexes form in the intestinal mucosa. Gliadin is present in wheat, barely, oats and rye.

Etilology
->1:5,000 in North America

-hereditary, particularly in northern Europeans

-usually appears in early childhood

Pathology/ Morphology
-80% have HLA-B8

-atrophy of villi in jejunum ( flattening of mucosa ( ( absorptive area

-chronic inflammatory cells in lamina propria

Onset/ Course


· onset of symptoms occurs with gluten consumption in childhood

· presentation in women occurs 10-15 yr.  earlier as amenorrhea or anemia of pregnancy may heighten suspicion.

· may cause short stature, infertility,recurrent apthous stomatotis or be associated with dermatitis herpetiformis

· tends to cause iron deficiency anemia in children, and folate deficiency anemia in adults

· Returns to normal w/ a gluten free diet.  Gluten reintroduction is possible in some cases.  In severe cases, death occurs in adults due to lymphoreticular disease (the effect of gluten in this condition is unknown).

Sn/Sx
· may be asymptomatic, sometimes diarrhea is not present in Sx picture ( there is no typical presentation.

· GI distress:  chronic diarrhea, steatorhea

· general  malabsorption (loss of disaccharidases and peptidases)

· Sx due to deficiency states: anemia, cerebellar atrophy(Ca2+),  spinal cord demyelination w/ sensory ataxia (Ca2+), weight loss, bone pain (Ca2+), paresthesia, edema, skin disorders.  

· Children:  FTT, “pale, querulous child, with wasting of the buttock and a potbelly, who has an adequate diet.”- Merck

Physical Exam
stool is malodorous, bulky and may display oiliness.

Labs
· Fecal fat:  7-50 g fatty acid/day

· Chem panel:  Any combination of low:  albumin, Ca, K, Na with elevated alk phos (bone involvement) and PT

· D-xylose:  low

· Antigliadin Antibodies

· biopsy of the small intestine

Tx
· Dietary:  Gluten free diet, response usually occurs within a few days to one month (occassionaly10 % respond within 2 months and another 10% respond over 24-36 months).  Elimination of other suspected food allergens.

· Clinical nutrition:  Common deficiencies include calcium, iron and folate. Celiac disease will be refractive to dietary therapy if an underlying zinc deficiency is present.  

· if  elevated PT( vitamin K

· Pharmaceutical therapy:  prednisone 10-20 mg bid

DDx
Whipple’s disease, tropical sprue

III. Naturopathic Treatment of IBD

A. Celiac disease is best treated by removing gluten (wheat, rye, barley) from the diet.  (Rice, corn and soy are o.k.)

B. For both Crohn's and U.C.:

1. Address psycho-emotional aspects which can include:  obsessive-compulsive, fear of losing control, fear -- "don't have the guts" 

2. Consider constitutional homeopathic remedies, i.e. Arsenicum is a classic remedy for the “typical” colitis patient [fear, control issues]

3. Rehydrate:  miso is an excellent rehydrating liquid, also vegetable broths, meat stocks from bone w/ marrow.

4. Protein:  whey (not rice, see Gotschall diet) which has lactoferrin

5. Fats:  Dr. Donovan does not use any source of (6 FAs including flax due to AA cascade.

6. Nutrient deficiencies must be addressed-- because nutrients are not absorbed well especially in Crohn's disease. Therefore, give higher doses of supplements in their most bioavailable forms, which are generally water soluble forms.

a. U.C. patients:  lower serum levels of B-carotene, magnesium, selenium and zinc at time of diagnosis.

b. C.D. patients:  lower serum levels of B12 at time of diagnosis.

c. The water soluble forms of vit A and E are more absorbable (usually available micellized)

1.) Vit. A is important for the health of the epithelial tissue.  Patients can't convert carotenes very well into Vit. A and vit. A is directly absorbed by colonic cells.  Therefore, start with higher vit. A and lower beta-carotene and over time switch.  vit A 100,000 iu ( 10-25,000 iu daily; carotenes 100,000 i.u. ( 300,000 iu daily

2.) Vit. E is important in autoimmune dz in order to quell O2 burst reaction in neutrophils.  800-1000 iu/day

3.) Folic acid is necessary for cell repair and to replenish methotrexate-induced depletion.

4.) Omega-3 fatty acids are anti-inflammatory and immunomodulating.

5.) Vitamin K given IM prmotes cell repair.

d. Zn, Cal, Mg, Fe

1.) Zn is the primary co-factor that converts beta-carotene to vitamin A:   30-45 mg daily zinc monomethionine (citrate is good as well, avoid picolinate as it does not release the zinc easily)

2.) Ca2+  to correct deficiency:   500-800 mg/day citrate, aspartate or fumarate or lactate which is the salt form of calcium found in cells and is highly bioavailable, used for long-term use (Standard Process:  1 cap tid)

3.) Mg2+ to correct deficiency and to relax intestinal spasm; do not dose at laxative doses.   100-300 mg/day

4.) Fe2+ to correct anemia.     20-60 mg/day (do not give oral iron to a patient with active inflammation as it aggravates inflammation.  Use Ferroplex IM 1-2 x week for 6 weeks)

e. Buffered vit.C to decrease the occurence of fistulas, proctitis and fissures 1-2 gm or 2 gm TID or rose hips S.E.



Dr. Donovan likes Sea Care Forte.  4 tablets 2-3 x day x 2 weeks and taper by 1 tab qd / week and maintain at 2 tabs qd  

C. U.C.:

1. Butyric acid enemas BID to enhance colonic mucosal repair.  Butyric acid enemas can also quell flare-ups.  Retention enema:  lying on back with buttocks higher than chest (propped up on a board resting on a pillow or other such set-up.  16-32 oz. bid. Retain for 15 minutes.  Repeat for 3-5 days.  Some will leak out and will be evacuated with bowel movement.  Best to use right at the beginning of a flare-up to prevent progression.  Dr. Donovan asks the compounding pharmacist to add 1 g glutamine to the butyrate enema vials.

2. Robert's Formula [Althea o., Gernaium m., Echinacea a rt., Okra, Hydrastis c. rt., Ulmus f. bk., Phytolacca a. rt.]  

· During flare-ups dose at 4-6 caps TID (High dose!)

· For maintenance dose at 2 TID

3. Folic acid:  necessary for cell repair and is depleted with immunosuppressant therapy.  10-25 mg daily

4. DGL for mucosal repair

5. Quercetin for reduction of allergically mediated inflammation and to strengthen connective tissue.

Mix 1:1 Quercetin powder and DGL.  Take 1 tsp. 4-6 x day during a flare-up.  

6. Semi-fasting liquid diets in exacerbation periods.

7. Chlorphyll and Aloe juice help soothe the inflammed mucosa.

8. Lactobacillus is not advised during colitis flare-ups because the patient can become sensitized to the bacilli.  Some evidence suggests cross reactivity with microflora antigens.  In the post-acute period, probiotic supplementation may be added.  

9. Test DHEA levels and treat if low:  10-15 mg daily

10. Diet changes: avoid orange juice and citrus if sensitive

Gaby Protocol for UC

1.  Diet: Identify and avoid allergenic foods.

2.  Butyrate or short-chain-fatty-acid enemas, twice a day for 14 days, then as needed (for distal ulcerative colitis). See Reference Manual, Section 12, refs. 150-155 for details.

3.  Fish-oil concentrate, 6-15 g/day; reduce the dose as improvement occurs. Balance with vitamin E, 400 IU/day.  

4. Supportive nutrients that may help reduce inflammation and promote healing:

a) Vitamin A, 25,000-100,000 IU/day for active inflammation; reduce the dose to 25,000 IU/day after 2-6 weeks. With higher doses, watch for early-warning side effects of vitamin A toxicity and caution against pregnancy.

b) Zinc (picolinate or citrate), 30 mg, 1-3 times per day. Balance with copper (2-4 mg/day). Reduce the dose to the lower end of the range, after 1-3 months.

c) Vitamin E, 400-800 IU/day.

d) Vitamin C (buffered), 1-2 g/day.

e) High-potency multiple-vitamin-and-mineral formula.

5.  DHEA, 5-50 mg/day for women, 10-100 mg/day for men, if levels are low (clinical observation – Lamson D, Gaby AR).

D. Crohn's:

1. L-Glutamine to supply the small intestinal cells with their preferred fuel. 1-3 gm/day up 10-15 g/day.

2. Glycyrrhiza, Althea, Ulmus to soothe the inflamed mucosa.

3. Hydrastis, Geranium as styptic, astringent herbs to reduce inflammation.

4. Quercetin to reduce inflammation. 

5. Sacchromyces boulardii reduces symptoms of Crohn's including frequency of bowel movements and abdominal discomfort.  250 mg TID  [Note:  some people with Crohn’s disease have positive antibiodes to S. boulardii  and so should not receive S. boularrdi treatment.]  Probiotics should be avoided during flareups.

6. A fiber-rich diet high in unrefined carbohydrate reduces relapses.

7. R/O any food intolerances/allergies!
8. Fistula:  Hydrastis and Symhytum in fistula (beware of abscess formation) cover with gauze soaked in Calendula.  Lavage w/ sterile saline daily (Dr. Alschuler has tried once with benefit)

9. Gottschall diet:  Breaking the Viscious Cycle:  Recommends that carbohydrates, particularly grains and legumes, are removed from the diet then slowly reintroduced to determine the amount and timing of carbohydrate tolerance in the diet.  Dr. Donnovan considers these results with the allergy testing results.  



Levels Diet development:  



Full liquid diet (3-7 days)



Gottschall diet + anti allergy diet (7-12 months)



Gottschall maintanence/rotation  + anti allergy (???)

10. Marine Care Forte (sea cucumber):  Dr. Donovan

Homeopathy:  lesional prescribing ( prescribe on the pathology and immediate symptoms and signs and directly related with the pathology.   Dose 30C in your office (see results in 10-15 minutes, 6C tid.  If you do not see clear changes w/in one week, the remedy is incorrect.

IV. Allopathic treatment

A. Sulfasalzine is cleaved in the terminal ileum by bacteria into  5-aminosalicylic acid (5-ASA) and sulfapyridine.  The 5-ASA is a direct scavenger of oxygen-centered radicals in the bowel.  Not well absorbed so localized effect on the gut. 

1. side-effects:  abdominal discomfort, folate deficiency, skin eruptions, bone marrow suppression

2. Usual dosage is 2-3 gm/day.  4-6 g/d is not uncommon.  Keep patients on this drug during remissions to prevent flare-ups.

3. Typical 5-ASA drugs are:  sulfasalazine (Azulfidine), mesalamine (Asacol, Pentasa, Rowasa, Dipentum)

4. Dr. Alschuler does not feel bad about having pt. on sulfasalazine long-term as the goal is to prevent flare-ups as much as possible.

B. Corticosteroids are used in patients who do not respond to sulfasalzine or who have severe colitis.  Corticosteroids are the first line of treatment in Crohn's dz.

1. Dosage is 40-60 mg/day and should be tapered and withdrawn over a period of several months.

2. New alternative is budesonide.  This drug has high topical activity, is poorly absorbed, has high first pass through the liver, and reduced systemic delivery.  Oral doses are as effective as prednisone in inducing remissions in Crohn’s patients without HPA axis suppression (therefore decreased side-effects).

C. Cromolyn (Gastrocrom)

D. Immunosuppresants:  azathioprine (Imuran, Thioprine) may quell flare-ups and induce semi-permanent remission. 

E. Growth hormone therapy self-administered injections 5 mg/day for one week and then 1.5 mg/day maintenance has demonstrated benefit in Crohn’s disease (significantly reduce disease activity and symptoms).  GH enhances uptake of amino acids and electrolytes by the intestines, decreases intestinal permeability and increases intestinal protein synthesis.  Side effects include transient edema and headache. [Slonim et al, NEJM, 2000;342:1633]  

F. Anti-diarrheal medications

G. Metronidazole – somehow has an anti-inflammatory effect

H. MCTs

I. Antibiotics


J. Surgery:  mainstay of allopathic treatment.  

K. Proctolectomy with ileal pouch anal anastomosis.

1. Leads to healthy lives for many.

2. Others experience fever, rectal pain, arthralgias, diarrhea “pouchitis”.

Crohn’s Disease

Etiology
· Crohn's disease is a condition of chronic T-lymphocyte activation, with tissue damage induced by secondary macrophage activation. 

c. This represents hyper-reaction of the local T helper 1 (Th1) response to numerous microbial (likely viral) and 


nutritional antigens normally present in the intestine.

d. The Th1 response is characterized by granulomatous immune responses with high production of IL-12 and interferon gamma, both of which 
perpetuate inflammation to the mucosa leading to apoptosis.

e. An initiating event (infection, toxins, NSAIDS) along with perpetuating factors (luminal bacteria, bacterial products, dietary antigens) promote 
immunoregulatory abnormalities, to which the patient may already be genetically predisposed.  These immune reactions lead to tissue damage 
and clinical symptoms. (This information provided by Dr. Alschuler)

· 1( cecal colitis, usually “spares”  the rectum

Onset/ Course


-( frequency in the western world

- Both Crohn's dz and U.C. usually begin in childhood or early adulthood.  U.C. can develop at any age; second peak in middle-aged men.  Crohn's disease can peak again in the elderly 

-intermittent exacerbations, aggravated by smoking and food sensitivities

-more likely to have malnutrition that ulcerative colitis: B12, fat soluble vitamins and folate may be depleated due to lack of absorption 

-Hx of consuming alot of sugar (Linton)

Sn/Sx


Abdominal pain:  steady periumbilical or diffuse/difficult to localize pain, worse after eating (ileal inflammation) and constant crampy lower abdominal/ RLQ  (colonic inflammation)

BM:  Frequent, explosive and urgent.  Cannot clinically distinguish BM between Crohn’s and UC chronic diarrhea ; moderate daily number of watery to loose stools suggest ileal dz while incontinence, urgency, or rectal bleeding suggest colonic involvement. However, the stool is usually not bloody and  is soft to loose

Signs of malnutrition and nutrient deficiencies:  weight loss, fatigue, anorexia, growth failure in younger patients, Low bone mineral density occurs in 30%-60% of all patients with CD.

Other Enteric Sx:  fistula formation with purulent drainage and (perianal) abscesses; recurrent partial obstruction( colic, constipation, vomiting

Extraintestinal Manifestations: same as ulcerative colitis 

-Direct relation: oxalate kidney stone formation (d/t decreased fat absorption), UTI’s, malabsorption, amyloidosis, gallstones, anemia, recurrent fevers

-Parallel activity: arthritis and iritis are the most common extraintestinal manifestations, aphthous stomatitis, erythema nodosum, pyoderma gangrenum

-Associated but independent:  ankylosing spondylitis, sacroiliitis, uveitis, 1( sclerosing chol-angitis, inflammation of iris, ciliary body

-Children:  extraintestinal Sx > GI Sx such as arthritis, FUO, anemia, growth retardation.

Complications
Intestinal obstruction, fistula formation, abcesses, renal stones, ( Risk for lymphoma of abdomen, dehydration and electrolyte imbalances, malabsorption and resultant deficiencies, strictures, cancer. 

Physical Exam


-abdominal mass in RLQ with pain and tenderness 

-rectal fissures/fistulas (early sign in 1/3 patients)

-abdominal fistulas and abscess (late sign)

-skip lesions in GI tract (compare to UC ( continuous lesions)

-increase bowel sounds

DDx


-acute abdomen:  appendicitis, obstruction

-ulcerative colitis- esp.  when only the colon is involved:  nongranulomatous, contiguous bowel section involvement, 1( affects rectosigmoid colon, no perianal dz.

-IBS, other RLQ problems (esp. GYN), Y. enterocolitica, other infectious agents

Dx
Labs

-Rule out infectious or parasitic causes with stool O&P and antigen studies (E. hitolytica, Giardia) and stool cultures (Shigella, Salmonella, Campylobacter, C.difficile, Yersinia, Candida) and fecal leukocytes.

-Malabsorption studies:  lactulose/mannitol challenge, CDSA

-gastric acid analysis (Gaby)

Imaging

-Plain films also reveal dilation of the transverse colon in severe dz.

-Upper G.I. series establishes terminal ileal involvement (75% of patients)

-Small bowel series/ swallowed barium

-air contrast barium enema

-CT scan of abdomen w/ oral contast is excellent for Dx of Crohn’s

Scoping

-Colonscopy with biopsy and Barium enema:  Colonoscopy findings are the same as U.C. with the additional findings of substantial submucosal inflammation or fissuring of the mucosa suggesting Crohn's dz.  Flare-up is a risk but a low one.Barium enema reveals presence and location of the disease and shows narrowing of the bowel from fibrosis or 

edema and formation of fistulas (d/t transmural involvement), presence of skip areas in large or small bowel, and deep ulcers and linear fissures are all characteristic of Crohn's dz.

-Sigmoidoscopy:  The rectal mucosa is normal in patients without rectal involvement.  With rectal involvement, the appearance is similar to that of U.C. or may include linear ulcerations and fissures.

-Histology:  granulomas are pathognomonic but present in only 50% of pts.

Surveillance colonoscopy

Recommended every 3 years in patients with colitis for 7-20 years and every year for patients with colitis for over 20 years.  Each colonoscopy should also involve > 30 biopsy specimens (which still only samples 0.15% of surface area).  Patients with 7-10 years of pancolitis (disease extending past splenic flexure) or with > 15 years of L-sided disease (above rectum, but not beyond splenic flexure) should initiate cancer prevention protocols.Cumulative incidence of cancer with pancolitis:  8-42% by 25-35 years after symptom onset.

Tx of Acute cases:

·  Ultraclear sustain fast and GI rest

·  Demulcents:  Robert's Formula; GI en-caps (less astringent)

·  Permeability Factors

·  Seacure peptides 2 tid with Gingko 40% 1 tid for healing 

·  Bone Marrow Broth has been very successful (Rissman)

·  Aloe vera juice (see Little for proper form)

· cabbage juice

· astringents:  Hydrastic and Geranium

· If supplementing with lactoba​cilli, do not during flare-ups as pt. can become sensitized to bacilli
Tx of Chronic cases

Gaby treatment:

Diet: 

· Eliminate sugar and other refined carbohydrates. A low-disaccharide diet appears to produce dramatic benefit in some cases. (See Gotschall, E. Breaking the Vicious Cycle.  Kirkton Press, Kirton Ontario, 1994):  sucrose, lactose, maltose, isomaltose are the common disaccharides present in food or formed from starch breakdown.  The presence of undigested disaccharides allows bacteria to flourish in the small intestine where a normal small intestine is virtually sterile.  In turn, the presence of bacteria in the gut worsens the digestion of discaccharides, which perpetuates the problem. Recommends that carbohydrates, particularly grains, are removed from the diet then slowly reintroduced to determine the amount and timing of carbohydrate tolerance in the diet.  

· Identify and avoid allergenic foods (clinical evidence supporting 50% or more patients show improvement and 25% can be controlled)  The brasica family tends to be a common sensitivity.  Ig’s are usually present to brewer’s and baker’s yeast.  

· Elemental diets have been shown to be beneficial (Vivonex, Tolerex)

Nutrients:

· Folic acid 20-50 mg/day (cell turnover): Large doses of folic acid have been reported to reduce the severity of diarrhea of diverse etiologies (uncontrolled trials). High-dose folic acid may therefore be considered in cases in which diarrhea persists.
· Vitamin B12 1000 mcg IM 1/week (cell turnover) or hydroxy folate liqid 3-4 gtt/d and Zn (Jangaard): should be given periodically by intramuscular injection in cases in which the terminal ileum is affected
· Fish oil concentrate 3-18 g/day (anti-inflammatory): Supplementation with 10 g/day for 3 months produced a small improvement in intestinal morphology, as determined by endoscopy (double-blind trial). Supplementation with 4.5 g/day of an enteric-coated fish-oil product for 1 year significantly reduced the relapse rate, compared with placebo (41% vs. 74%) in patients with Crohn's disease in remission (double-blind trial).
· Zinc picolinate 30 mg bid. Balance with 2-4 mg/day copper (wound healing, antiinflammatory)

· vitamin A 50-75,000 UI/day, (wound healing)  Vit A 100 000 IU's for 1 month, then taper back to 50 000

· vitamin E 800 IU/day (antioxidant, stabilizes cell membranes)

· Lactobacillus acidophilus/Saccharomyces boulardii (increases IgA and decreases diarrhea)

· Other considerations include vitamin K, anti-candida medication, DHEA and glutamine , Multiple vitamin/mineral

Anti-candida medication: In patients with clinical evidence of "candida-related-complex," treatment with nystatin or otherantifungal medication may result in symptomatic improvement (clinical observation – Gaby AR, and others).

Consider DHEA, 5-50 mg/day for women, 10-100 mg/day for men, if level is low (clinical observation).

Michell treatment: (per Dr. Linton)
· eliminate all gluten and use NAG 600 mg bid for 1st 2 weeks to get gluten Ag off bowel wall (NAG forms the glycocalyx); Castor oil packs for pain; Quercetin: de​creases inflammation ; Mg to relax bowel 200 mg bid; Peppermint oil enteric coated 3 bid ic

Jangaard treatment: (per Dr. Linton)  

· Seacure, Omega 3 oils is basic IBS Crohn’s tx; Borage capsules 1 bid; MSM-methyl sulphur for CT strength as bioavailable sulphur 2 bid, Mitchell says it’s an antioxidant; RA/OA caps (wisewoman)  

Alschuler treatment:

· L-Glutamine to supply the small intestinal cells with their preferred fuel. 1-3 gm/day up 10-15 g/day.

· Glycyrrhiza, Althea, Ulmus to soothe the inflamed mucosa.

· Hydrastis, Geranium as styptic, astringent herbs to reduce inflammation.

· Quercetin to reduce inflammation. 

· Sacchromyces boulardii reduces symptoms of Crohn's including frequency of bowel movements and abdominal discomfort.  250 mg TID  [Note:  some people with Crohn’s disease have positive antibiodes to S. boulardii  and so should not receive S. boularrdi treatment.]

· Diet:  A fiber-rich diet high in unrefined carbohydrate reduces relapses.; R/O any food intolerances/allergies! Gottschall diet (see Gaby Tx above) 
· Fistula:  Hydrastis and Symphytum in fistula (beware of abscess formation) cover with gauze soaked in Calendula.  Lavage w/ sterile saline daily (Dr. Alschuler has tried once with benefit)

· Marine Care Forte (sea cucumber) recommended by Dr. Donovan

Other information to consider (Linton

 Botanicals:

· Curcumin:  anti-inflammatory (Linton)
· For mycoplasma induced Crohn's, use Glyc/Althea/Ulmas to soothe inflamAntifungal - grapefruit Seed Extract, berberines (Linton)

Diet:

· Consider  grapefruit Seed Extract, berberines for antifungal Tx.
· Decrease histamine foods (yeast, dairy prod​ucts, fish, sausage, pickled cabbage, alcohol, wheat, corn, avoid cruciferous vegetables)

· Get rid of all acid foods and increase al​kaline foods

· Often associated  with hypochlorydria
·  No grains in am

Physical Medicine:

· Hyprebaric Chamber

· colonics in between acute episodes  with implant of acidophillus (Linton)

Lifestyle:

· Emotional attachment: Important to address the psychological aspect  (The issues are in the tissues- Dr. Alschuler)
Allopathy:

· Corticosteriods are used in pts who do not respond to suflasazine or who have severe colitis.  this is the first line tx in crohns.

· Sufsalzine is cleaved in the terminal ileum by bacteria into 5-aminosaliclylic acid and sulfapyridine.  the 5-ASA is a direct scavenger of oxygen-centered radical in the bowel. Side effects include abdominal discomfort, folate deficiency, skin eruptions, bone marrow suppression.  The usual dosalge is 2-3mg per day.


· Asacol is related to salicilates and is used to manage disease longterm

· Tanabilt

· Immunosuppresants

· Anti-diarrheal midicatations

· Metronidazole

· mct - medium chain triglycerides

· Antibiotics: Aeurimenas can cause it and B-hemolytic Strep; E Coli- tx with ciperofloxicin Ab for 7 days, Biaxin for 3 months.

Crohn’s Disease

Diet:  

· eliminate sugar and other refined carbohydrates.  

· Identify and avoid allergenic foods (clinical evidence supporting 50% or more patients show improvement and 25% can be controlled)


The brasica family tends to be a common sensitivity.  Ig’s are usually present to brewer’s and baker’s yeast.  Elemental diets have been 


shown to be beneficial (Vivonex, Tolerex)

· A low-disaccharide diet appears to produce dramatic benefit in some cases. (See Gotschall, E. Breaking the Vicious Cycle.  Kirkton Press, Kirton Ontario, 1994):  sucrose, lactose, maltose, isomaltose are the common disaccharides present in food or formed from starch breakdown.  The presence of undigested disaccharides allows bacteria to flourish in the small intestine where a normal small intestine is virtually sterile.  In turn, the presence of bacteria in the gut worsens the digestion of discaccharides, which perpetuates the problem.

Vitamin A
150K IU qd
anecdotal evidence

Fish oil concentrate
-10 g/day for 3 months

-4.5 g/day enteric coated, for 1 year
double-blind study: Produces a small improvement in intestinal morphology, as determined by endocscopy.

double-blind study:  significantly reduced the relapse rate, compared with placebo (41% vs. 74%) in patients with Crohn’s disease in remission.

Vitamin B12
1,000 (g IM 
should be give periodically

Folic acid
1-20 mg/day
uncontrolled trials:  Large doses of folic acid have been reported to reduce the severity of diarrhea of diverse etiologies.  High-does folic acid may therefore be considered in cases in which diarrhea persists. 

Other nutritional supplements:  patients with Crohn’s disease frequently have multiple nutritional deficiencies (particularly zinc and folate), the severity of which depends on the severity of the disease.  Supplementation with a high-potency multiple-vitamin/mineral formula is recommended in most cases.  Some of these nutrients reduce inflammation and aid in the healing process.  IV therapy may be helpful in severe cases.

Additional nutrients include:

· zinc balanced with copper

· vitamin E

· vitamin K

· EFA’s

Anti-candida medication

In patients with clinical evidence of “candida-related-complex” treatment with nystatin or other anti-fungal medication may result in symptomatic improvement (clinical observations)

DHEA
5-50 mg/day for women

10-100 mg/day for men
Assess levels prior to therapy (clinical observation). Levels are always low on people on prednisone.  In fact, levels may not recover after chronic use.

Glutamine

Observed to benefit in radiation damage of the small intestine or with post-operative TPN.  Results in two clinical trials are not promising demonstrating worsening of permeability and index. Thus, it should not be used alone.    

Ulcerative Colitis

· Diet:  Identify and avoid allergenic foods

· Butyrate or short-chain-fatty acid enemas, twice a day for 14 days, than a needed (for distal ulcerative colitis).  See Reference Manual, Section 12, refs. 150-155 for details. (Butyrate is the fuel for the distal large intestine while both glutamine and butyrate are the fuels for the cecum and proximal large intestine.)  Other small chain fatty acids are acetate and proprionate.  Butyrate does have a bad odor.  It is most effective for distal ulcerative colitis.

Vitamin A
150K IU qd
anecdotal evidence

Fish oil concentrate
6-15 g/day balance with vitamin E, reduce the dose as improvement occurs


Vitamin E
400 IU qd


Zinc picolinate or citrate
10 mg, 1-3 x day; balance with copper 2-4 mg/day; reduce the dose to the lower end of the range after 

1-3 months.


Vitamin C, buffered
1-2 g/day


High-potency multiple



PABA (not on exam)
4-6 g/day
PABA is said to be as effective as equal doses of sulfasalazine (clinical observation:  JV Wright)

DHEA
5-50 mg/day for women

10-100 mg/day for men

(not first line therapy)
Assess levels prior to therapy (clinical observation).  Levels are always low on people on prednisone.  In fact, levels may not recover after chronic use. 

Plantago ovata (psyllium)
whole seed
raised stool butyrate levels.

Irritable Bowel Disease and Irritable Bowel Syndrome


Crohn’s Disease
Ulcerative Colitis

Description
A non-specific granulomatous disease, usually affecting the lower ileum, but often involving the colon and occasionally other parts of the GI tract.
Chronic, non-specific inflammatory dz of the colon

Sn/Sx
-chronic recurrent bouts of diarrhea, abdominal pain/ tenderness/ fullness,  

 fever, , RLQ pain 
-recurrent partial obstruction, strictures( colic, constipation, vomiting

-diffuse jejunoileitis w/ inflammation, obstruction ( malabsorption ( 

 malnutrition ( weight loss, anorexia (fear of pain), steatorrhea

Extraintestinal Manifestations 

-Direct relation:  KD stones, UTI’s, malabsorption, amyloidosis, gallstones

-Parallel activity:  arthritis, episcleritis, aphthous stomatitis, erythema nodosum, pyoderma gangrenum

-Associated but independent::  ankylosing spondylitis, sacroiliitis, uveitis, 1( sclerosing cholangitis, inflammation of iris, ciliary body

-Children:  extraintestinal Sx > GI Sx such as arthritis, FUO, anemia, growth retardation.
-chronic relapsing bouts of bloody diarrhea

-anemia, risk for severe hemmorhage

-tenesmus ( frequent small, bloody, mucousy stools
-crampy LLQ pain relieved by defecation (except for 

 fissures)

-possible fever

-malaise

-wt. loss

Extraintestinal Manifestations:  same as Crohn’s



Pathology/ Morphology
-1( illiocecal colitis, “spares”  the rectum,  skip lesions w/ cobble stone appearance d/t deep mucosal ulcerations and thickening (  development of thick fibrosis ( transmural  lesion (ulceration and inflammation

-involved areas assoc. w/ Peyer’s patches

-lymphoid follicles develop in gut  wall

-non caseating granulomas (type 1 HSR)
-polyps, no granulomas
-punctate lesions coalece into ulcers( continuous lesion

-retrograde ulcer spread of rectum and colon only

-mucosal, submucosal lesions ( not transmural) ( fibrosis and thickening

-small crypt abscesses (diagnostic) spread laterally in submucosa and cause mucosa to slough off

Etilology
unknown, possibly immune mediated (allergic food reaction)
unknown, familial tendency

Onset/ Course


-gradual

-( frequency in the western world, young adults

-aggravated by smoking, food, stress

-intermittent exacerbations

-more likely to have malnutrition than ulcerative colitis

-some ( risk for colon cancer 
-gradual or abrupt

-usually < 50 yrs,  coming on earlier (teens, 20’s)

-bouts lasts about a few weeks

-( risk of colon cancer ( >>Crohn’s) depending on severity of condition

-development of toxic megacolon

Physical Exam


-abdominal mass, RLQ pain and tenderness, 

-rectal fissures/fistulas (1/3 pts early sign)

-abdominal fistulas and abscess (late sign)
-perianal irritation, fissures, hemorrhoids, fistulas, abscesses

-continuous lesion of GI tract

Dx
-Radiography:  barium scan, colonoscopy 

-granulomas are pathognomonic but present in only 50% of pts.
-sigmoidoscopy

-barium x-ray:  monitor severity

DDx
-acute abdomen:  appendicitis, obstruction

-ulcerative colitis- esp.  when only the colon is involved:  nongranulomatous, contiguous bowel section involvement, 1( affects rectosigmoid colon, no perianal dz.

-IBS

-other RLQ problems (esp. GYN)

-Y. enterocolitica, other infectious agents
-Crohn’s Disease:  sparing of rectum, perianal dz, skip lesions, 1(cecal colitis, gen. no sigmoid colitis, granulomatous findings

-infectious agent

-other colitis:  infectious, microscopic

-IBS if bleeding hemorrhoids or fissures are present

Tx
-corticosteroids

-elemental diet:  synthetic, predigested diet; elimination diet


Clinical Features
Crohn’s Disease
Ulcerative Colitis

Age of Onset
usually teens to early 20’s
usually < 50 yrs., young adults

Progression
spaced by asymptomatic periods of weeks to months


abdominal pain
-common, esp. RLQ, colicky

-< food ingestion
crampy lower abodomen

stool
-usually not bloody, formed or mild diarrhea
bloody diarrhea

relieved by defecation
no
yes

rectal bleeding
uncommon
common

rectal involvement
uncommon
common

entire GI tract
-ileocecal dz:  40-50%

-SI only 30-40%

-colon (20%)
never

perianal disease
common
uncommon

abdominal mass
common
uncommon

bowel stricture
common
uncommon

bowel fistula
common
uncommon

tissue reaction
skip lesions
continuous

cancer risk
uncommon
common

extraintestinal Sx
common:  weight loss
common

fever
low grade fever common, 
uncommon

Irritable bowel syndrome:  

Tx:  According to Murray:
1. increase intake of dietary fiber:  include taking 3-5 g hs

2. eliminate allergenic foods:  remove refined sugar from the diet.  Considering that many patients have symptoms suggestive of vascular instability such as heart palpitation, hyperventilation, fatigue, excessive sweating and headaches.  Thus, consider strengthening the permeability of the vasculature.  

3. utilize enteric-coated volatile oils:  0.2-0.4 ml Mentha oil bid ic

4. control psychological components:  Mild physical activity is strongly encouraged as is counseling and biofeedback.

Other supplementation:  L. acidophillus


Botanicals:  


Rumex crispus is contraindicated.  

Crohn’s and UC:


- both have immune processes: “arthritis of the intestines”





Iritis vs conjunctivitis:


- Iritis has pain with light shined into eye





Dr. Ross’ UC tx:


-Elemental Diet: good tx for UC flare-ups 


- food allergy diet(Dr. Ross)





Prednisone or steroid enemas are used.





Chemo is also used to knock down the immune system









