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useful in patients who are intolerant or not adequately
treated with xanthine oxidase inhibitors. Yet there is a
need to ensure that these patients be able to drink 8

glasses of water each day to minimize nephrolithiasis.

ADHERENCE

Urate lowering is generally considered a life long
commitment and therefore patient adherence with uric
acid lowering strategies is critical for many reasons. First,
regular diet and use of medication enhance achievement
of sUA goals, which improves long term management of
flares and tophi. Second, positive and negative
fluctuations of sUA levels caused by intermittent
adherence are associated with acute flares. Patients
experiencing extreme pain during an acute flare are likely
to doubt the effectiveness of their medication and stop
taking it, exacerbating the sUA fluctuations. Acute flares
can be diminished by using colchicine in the transition
period between acute and chronic management, but
again, sufficient dosing by the provider and adherence by
the patient are critical to improving outcomes.

Despite the importance of lifestyle and medication
adherence, flares can occur even with good patient
adherence, and may not occur without it. The process of
reducing sUA must be undertaken in a controlled manner,
since abrupt fluctuations in sUA can trigger a flare and
subsequent nonadherence. Additionally, useful lifestyle
changes such as diet control and weight loss are
extremely difficult for most patients to achieve on a
consistent and lasting basis. Perhaps patient awareness
of sUA levels can enhance adherence to lifestyle and
medication changes, though clinical trials have not been
undertaken to test this notion. However, there is evidence
to show that clinicians do not monitor sUA on a regular
basis and do not follow patients with gout on a regular
basis.* Also, less than 50% of patients who were started
on allopurinol continued its use after the initial
prescription.® This reinforces the need for clinicians to
educate their patients and ensure that they are followed
on a regular basis like other chronic diseases. Since
intercritical and chronic gout management is
complicated, it is important that patients are engaged in
the campaign to control sUA levels. Tools to increase
adherence and patient self-management are provided at
the end of this piece.

SUMMARY

Gout remains a debilitating and often misdiagnosed
disease. The gold standard for diagnosing gout, polarizing
light microscopy of synovial aspirates, is not frequently
done, and the disease is usually diagnosed on the basis
of clinical and laboratory tests and elimination of other
possible diagnoses such as rheumatoid arthritis and
septic arthritis.

An initial gout attack is followed by an intercritical period
and then a time of chronic management. The second and
third phases can be punctuated by acute flares.
Therapeutic management is aimed first at reducing the
inflammation and pain of the initial attack, controlling risk
factors for subsequent attacks, and then with gradually
stabilizing serum uric acid at a level below 6 mg/dL.
Lifestyle approaches that decrease the risk of subsequent
flares include diet control and weight loss. Gout is often
found with other conditions such as hypertension, CVD,
renal disease, diabetes, and obesity, which present
metabolic and pharmacologic challenges. Managing these
comorbidities should be one of the goals of a gout
management program. Pharmacologic tools for managing
serum uric acid include probenecid, allopurinol, and the
recently approved febuxostat. NSAIDs and colchicine are
used to treat acute attacks and for prophylaxis. These
drugs must be administered properly and adhered to by
the patient for optimal results.

PATIENT EDUCATION TOOLS

Several Patient Education Tools are provided in
the following section. These tools can be copied
and shared with patients to help them understand
gout and to increase their adherence to lifestyle
recommendations and medication. Since self-
management is an important part of treating gout,
these tools are designed to make 4 crucial topics
more accessible for patients:

e Managing Gout Pain

 Diet and Weight Management

» Medications for Treating Gout

» Adherence is Critical for Gout Management

In addition to the summary of information on each
topic, several Internet resources are offered for
patients who want to gather further information.
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Attestation/Evaluation Form

To obtain credit, participants are required to:

1. Read the learning objectives, review the activity, and complete the posttest.

2. Complete this Attestation/Evaluation form.

3. Send or fax these forms to: The France Foundation e Gout Clinical Companion
230 Shore Road e Old Lyme, CT 06371
Tel: 860-434-1650 e Fax: 860-434-5390

First Name: Last Name:

Address:

City: State: ZIP:
E-mail: Tel:

Your certificate will be sent to this e-mail address

Degree(s): Q MD/DO Q PharmD/RPh QNP QPA QRN Q Other

Specialty: O Primary Care O Family Practice Q Other

Indicate the number of AMA PRA Category 1 Credits™ you are claiming (Max 2 credits)

Signature: Date:
| certify that | have completed this activity as designated.

BIAS, FAIR BALANCE
Was this activity fair, balanced, objective, and free from commercial bias? Q Yes Q No

If no, please state reason(s)

PRACTICAL APPLICATION

4 = strongly agree; 3 = agree; 2 = disagree; 1 = strongly disagree

a) What | learned in this activity has increased my confidence in understanding the latest clinical evidence for
current and emerging gout therapies

b) What I learned in this activity will improve my ability to manage my patients with gout

C) What | learned at this activity will result in an improvement in my patients’ health

Attestation/Evaluation Form




d)___ Do you intend to make changes or apply new knowledge to your practice as a result of this activity?
__ Yes, | plan to make changes*
__ I'mnot sure, but 'm considering changes*
__No, | already practice these recommendations
__ No, I don’t think this applies to my practice

*If yes or considering changes, please list what you intend to do differently or incorporate into your clinical practice as a
result of this educational activity.

BARRIERS
What are the top 3 barriers that might inhibit your ability to incorporate any of the above changes into your clinical practice?

1.
2.
3.

DEMOGRAPHIC QUESTIONS
How did you learn about this CME activity? 1 Received via mail 1 Received copy from colleague 1 Other

Number of years in practice: Q<5 Q6-10 Q11-15 QO16-20 Q21-25 Q1>25
How many of your patients are being managed for gout? Q<5% W6-20% Q21-40% Q41-60% O >60%
May we contact you in the future with a brief survey to assess how you have used the information presented at this activity

or to assess other educational needs? 1 Yes O No

ACTIVITY EVALUATION
4 = strongly agree; 3 = agree; 2 = disagree; 1 = strongly disagree

Upon completion of this activity, | will be able to:

a)___ Describe the factors to be considered in the diagnosis of gout

b)__ Describe current and emerging gout therapies, including their use at different disease stages and appropriate
monitoring practices

c)____ Assess comorbidities and concomitant medications that may necessitate changes in gout management

d)___ Utilize patient education and counseling tools to support patient adherence to gout pharmacotherapy

Please rate the overall content presented at this activity: ~ ( Too basic QO Appropriate 0 Too complex

ONGOING UNMET EDUCATIONAL NEEDS
Recommendations for future CME topics in this disease area:

Attestation/Evaluation Form
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Posttest
1.

Which of the following is not a risk factor for gout?
. Male gender

Beer

Dairy products

. High fructose corn syrup

. Diuretics

All of the above

o o0 o

The therapeutic goal for serum uric acid is:
a. < 6.0 mg/dL
b. <6.8 mg/dL
¢. <7.0 mg/dL
d. < 8.5 mg/dL

The decisive diagnostic criterion for gout is:

a. Elevated serum uric acid (> 7.0 mg/dL)

b. Podagra with extreme pain

c¢. Overall clinical profile, including podagra, fever, age, and gender
d. Monosodium urate crystals in synovial aspirate

Serum uric acid should be reduced aggressively and rapidly after an acute gout attack to prevent
subsequent attacks.

a. True

b. False

Allopurinol and febuxostat lower serum uric acid principally by inhibiting:
a. Xanthine oxidase

b. Renal reuptake of uric acid by URAT1

¢. Intestinal absorption of nucleic acids

d. Activity of inflammatory cytokines

Which statement is not true of intercritical periods?

a. Colchicine reduces flares during the transition to xanthine oxidase inhibitor maintenance therapy

b. Intermittent dosing of xanthine oxidase inhibitors prevents tachyphylaxis and is more effective than constant
chronic dosing in preventing flares

¢. Serum uric acid should be assessed regularly as an index of control

Posttest
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Patient Education:
Managing Gout Pain

Gout is a very painful inflammatory condition. Your health care provider will give you food and lifestyle
recommendations as well as medication that will help you manage gout in the long term. If you are suffering an
acute episode of gout, your main concern is likely pain relief.

Your health care provider may have given you non-steroidal anti-inflammatory drugs (NSAIDs), colchicine, or
steroids to help deal with your pain and inflammation. Proper dosing should be followed. The side effects of
NSAIDs tend to increase at higher doses and may include indigestion, nausea, heartburn, unusual belching,

bloating, diarrhea, headache, or dizziness. Since NSAIDs have different efficacy and side effects in different

people, there may be a “trial and error” period until the best medication for you can be identified.

Colchicine can be used during the acute stage of gout, and is also beneficial in the transition from acute pain
management to the uric acid management phase. It can reduce acute flares while medications to reduce uric acid
are started.

Corticosteroid medications have anti-inflammatory activity and may also offer pain relief. Prolonged high level
steroid use has been associated with high blood pressure, diabetes, weak bones, stomach ulcers, obesity,
increased body hair, eye problems such as cataracts or glaucoma, adrenal gland problems, and a weaker immune

system.
Class Examples Activity Used When? Major Considerations
NSAID Ibuprofen, Naproxen, Pain, Acute gout Potentially cost saving
Sulindac, inflammation Avoid with renal or hepatic failure
Indomethacin Potential adverse effects: digestive,
bleeding, heart failure, or asthma
Colchicine Colchicine Inflammation Acute gout, Potential of nausea, vomiting, diarrhea,
transition to and dehydration
chronic Caution and dose reduction needed
treatment if colchicine used previously
Potential of weakness or bone marrow
suppression
Systemic Prednisone, Inflammation Acute gout Potential for high blood pressure, diabetes,
Corticosteroid Methylprednisolone, weak bones, stomach ulcers, obesity,
Triamcinolone increased body hair, eye problems, adrenal
acetonide gland problems, and a weaker immune
system

Pain is a very personal phenomenon. The threshold and optimal management solution vary between patients, and
several approaches may be necessary. It is important that you share with your provider any negative effects you
experience, other medications you are taking, and other conditions such as hypertension, diabetes, or kidney
disease you might be suffering.

FOR MORE INFORMATION
American College of Rheumatology: http://www.rheumatology.org/public/factsheets/diseases_and_conditions/gout.asp

WebMD Pain Management Health Center: http://www.webmd.com/pain-management/default.htm

Pain Relief for Gout: http://www.disabled-world.com/artman/publish/article_2409.shtml

Managing Gout Pain
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Patient Education:
Diet and Weight Management

Gout is a disease that is due in part to an excess of uric acid (UA) in the blood. This substance is a natural product of
digestion and is removed by the kidney into the urine. Too much uric acid in the blood can result from excessive intake
or inadequate removal.

Uric acid is derived from food and drink. This food pyramid shows how different foods influence serum UA. While fish,
meat, beer, and high-fructose containing foods have the negative effect of raising uric acid, low fat dairy products and
exercise/weight control have a positive effect. Fruit contains fructose and should be taken in moderation. Products
such as sweetened soda contain high-fructose corn syrup and should be avoided. Vitamin C has a positive effect on
gout outcomes and is recommended in moderation as a supplement.

Use sparingl) i
Red| potatoe
‘meatT &| pasta, &
butter| sweets

Dairy or calcium supplement

Muitiple vitamins
= 1| Formost «
(witamin CY)

R~

E Sweetened sodaf Diet soda

1-2 servings
(low-fat dairy products
high-fal dairy products #) Alcohol in moderation
3 Unless conlraindicated
Fish B, poultry and eggs (wine )
0-2 servings beer LI
liquor 1)

Nuts and legumes fs}
1-8 sorvings T Increase UA
& Decrease UA
Vegetables {u} Fruit T = UA Neutral
In abundance 2-3servings
Whole graln foods Plant oils (olive, cancla, soy, sunllow:r.
peanut, and other vegetable oils) «
At most meals v
Af most meals
/ Daily exercise and weight control L \

Weight control is important for gout management but is very difficult for most people. Eating less and regular exercise
are critical components to losing weight. Patients who achieve weight loss benefit from improved metabolism, better
cardiovascular health, and more energy for everyday activities.

Your health care provider can help you with weight control, an exercise program, and designing a healthy diet plan.

FOR MORE INFORMATION

Weight loss:
Patient Information: Weight Loss Treatments: http://www.uptodate.com/patients/content/topic.do?topickey=~HoG5SqvDWI_wqG

Weight Watchers: http://www.weightwatchers.com/index.aspx

Diet:
Gout Diet: Foods to Avoid: http://arthritis.about.com/cs/gout/a/foodstoavoid.htm

Diet and Weight Management
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Patient Education:

Medications for Treating Gout

The main medications available for treating the different phases of gout are shown in this table. Your health care
provider will recommend the best plan for you.

Class Examples Activity Used When? Major Considerations
NSAID Ibuprofen, Naproxen, Pain, Acute gout Potentially cost saving
Sulindac, inflammation Avoid with renal or hepatic failure
Indomethacin Potential adverse effects: digestive,
bleeding, heart failure, or asthma
Systemic Prednisone, Inflammation Acute gout Potential for high blood pressure, diabetes,
Corticosteroid Methylprednisolone, weak bones, stomach ulcers, obesity,
Triamcinolone increased body hair, eye problems,
acetonide adrenal gland problems, and a weaker
immune system
Colchicine Colchicine Inflammation Acute gout, Potential of nausea, vomiting, diarrhea,
transition to and dehydration
chronic Caution and dose reduction needed
treatment if colchicine used previously
Potential of weakness or bone marrow
suppression
Xanthine Oxidase Allopurinol Inhibit formation Chronic Generally well tolerated; renal clearance
Inhibitor Febuxostat of uric acid treatment of allopurinol limits its use with renally
impaired patients
Uricosuric Probenecid Increased Chronic Potential for headache; joint pain,
excretion of uric treatment redness, or swelling; loss of appetite;
acid in urine nausea or vomiting (mild)
Not for patients with uric acid stones
in kidney or bladder
Drug interactions

Use these drugs as directed by your provider. Skipping doses may result in decreased effectiveness, or in some cases,
acute flares. Your provider has recommended a specific drug or set of drugs on the basis of your condition, general
health status, other drugs you might be taking, and other conditions you might have. It is critical that you describe
these other conditions and medications during your examination. If you experience discomfort or side effects contact
your doctor or provider immediately, and consult your provider before beginning any other new medications.

FOR MORE INFORMATION
How to Treat Gout with Diet and Medication

http://arthritis.about.com/od/gout/ht/treatgout.htm

Health Section: Gout

http://www.nytimes.com/2005/06/20/health/menshealth/20gow

er.html?scp=5&sq=gout&st=cse

Gout
http://www.podiatrychannel.com/gout/index.shtml

National Institute of Arthritis and Muscular Skeletal
and Skin Diseases
http://www.niams.nih.gov/Health_Info/Gout/default.asp

Medications for Treating Gout
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Patient Education:
Adherence Is Critical for Gout Management

Gout is a result of crystal formation in joints. These deposits are composed of uric acid (UA, also known as
urate), which crystallizes if its concentration gets too high. Uric acid is a natural breakdown product of food
and drink. Our kidneys excrete uric acid into the urine for elimination. In healthy people, this process is in
balance and the UA stays within a normal range. Most people with gout have impaired kidney removal of uric
acid, so UA increases in the blood.

Management of gout consists of lifestyle modification and medications for painful attacks, prophylaxis, and
elevated UA. The medications vary in the different phases of the disease, but the one thing that doesn’t
change is the importance of adherence to the regimen your health care provider gives you. Gout is a chronic
disease with acute flares, and the disease management effort is devoted to minimizing the frequency and
intensity of these episodes. Following the instructions from your provider will help control your serum uric
acid (sUA) and reduce the risk of painful flares.

The strategy for controlling SUA has several aspects. Diet is very important, and your provider will give you
guidance on which foods and drinks are helpful or dangerous. Briefly, animal protein, refined carbohydrates,
and beer are bad; low-fat dairy, daily exercise, and weight control are good. Consistent adherence to
medication is also critical. Rapid fluctuations (both up and down) in sUA levels are believed to be triggers for
acute flares. So while the objective of preventive therapy is to lower sUA levels, if it happens too quickly an
acute episode can occur. This often leads to discontinuation of medication (“It doesn’t work”), more sUA
fluctuations, and more exacerbations.

Since gout is a chronic disease of uric acid accumulation and the preventive medications work over months
or years, it is critical that the patient play an active role in gout management. Adherence to diet, medication,
weight control, and exercise are crucial components in the battle to control uric acid levels, reduce acute
gout flares, and minimize other consequences of the disease.

FOR MORE INFORMATION
Gout
http://en.wikipedia.org/wiki/Gout

The Role of Diet in the Management of Gout: a Comparison of Knowledge and Attitudes to Current Evidence
http://wwwa3.interscience.wiley.com/cgi-bin/fulltext/121638306/PDFSTART

Personal Health; Gout Hobbles Plenty of Commoners, Too
http://www.nytimes.com/2004/05/25/health/personal-health-gout-hobbles-plenty-of-commoners-
t0o0.html?scp=3&sq=gout&st=cse&pagewanted=1

Adherence Is Critical for Gout Management
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