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business executives, community leaders, labor representatives,

doctors and clergy run your business?

Ask HMSA.

For more than 60 years, Hawaii’s leading health plan has been led by

a volunteer board of directors made up of some of the most distin

guished people in our community That’s right—volunteer. Our direc

tors are committed to improving the health and well-being of Hawaii’s

people and they accept no compensation for their hard work.

Tii’viSzt Now that’s a health vian.

What would it cost to have Hawaii’s leading



HAWAII
MEDICAL

JOURNAL
(USPS 237-640)

Published monthly by the
Hawaii Medical Association

Incorporated in 1856 under the Monarchy
1360 South Beretania, Second Floor

Honolulu, Hawaii 96814
Phone (808) 536-7702; Fax (808) 528-2376

Editors
Editor: Norman Goldstein MD

News Editor: Henry N. Yokoyama MD
Contributing Editor: Russell T. Stodd MD

Editorial Board
Vincent S. Aoki MD, Benjamin W. Berg MD,

John Breinich MLS, Satoru Izutsu PhD,
James Lumeng MD, Douglas G. Massey MD,
Myron E. Shirasu MD, Frank L. Tabrah MD,

Alfred D. Morris MD

Journal Staff
Managing Editor: Becky Kendro
Editorial Assistant: Drake Chinen

Officers
President: Patricia L. Chinn MD

President-Elect: James Lumeng MD
Secretary: Philip Hellreich MD

Treasurer: Charles R. Kelley MD
Past President: Leonard R. Howard MD

County Presidents
Hawaii: Timothy Oldfather MD
Honolulu: Cedric K. Akau MD

Maui: Michael Savona MD
West Hawaii: Ali Bairos MD

Kauai: Patrick Am MD

Advertising Representative
Roth Communications

2040 Alcwa Drive
Honolulu, Hawaii 96817

Phone (808) 595-4124
Fax (808) 595-5087

The Journal cannot be held responsible for opinions expressed in
papers. discussion, communications or advertisements. The ad
vertising policy of the Hawaii Medical Journal is governed by the
rules of the Council on Drugs of the American Medical Associa
tion, The right is reserved to reject material submitted foreditorial
or advertising columns. The Hawaii Medical Journal (USPS
237640) is published monthly by the Hawaii Medical Association
(ISSN 0017-8594), 1360 South Beretania Street. Second Floor,
Honolulu. Hawaii 96814

Postmaster: Send address changes to the Hawaii Medical
Journal, 1360 South Beretania Street, Second Floor, Honolulu,
Hawaii 96814. Periodical postage paid at Honolulu, Hawaii,

Nonmember subscriptions are $25. Copyright 1998 by the
Hawaii Medical Association. Printed in the US.

Contents

Editorial
Norman Goldstein MD 112

Proclamation— May 1999 to be Melanoma and Skin
Cancer Detection and Prevention Month 113

Medical School Hotline
Juliana J. Woo MPH 115

Waianae Diet Program: Long-Term Follow-Up
Terry Shintani MD, MPH, Sheila Beckham MPH, RD, Jon Tang BS,
Helen Kanawaliwali O’Connor CHW, Claire Hughes DrPH, RD 117

The Dietary Treatment of Inflammatory Arthritis:
Case Reports and Review of the Literature
Theresa C. Danao-Camara MD & Terry T. Shintani MD 126

News and Notes
Henry N. Yokoyama MD 134

Classified Notices 136

Weathervane
Russell T. Stodd MD 138

HAWAII MEDICAL JOURNAL, VOL 58, MAY 1999
ill

p

U’

-

Cover art and descriptive text by Dietrich Varez, Volcano,
Hawaii. All rights reserved by the artist.

Bishop Museum

Bishop Museum was built by Charles R. Bishop as a memorial to his wife,
Princess Bernice Pauahi Bishop in 1890.



Editorial
“Sun and Skin in Paradise”. These exams will be conducted at the
end of the public program to be held at the Ilikai Hotel on Saturday
afternoon May 15th. Call 524-6755 for further information.

Norman Goldstein MD
Editor, Hawaii Medical Journal

May is Melanoma Month

Governor Ben Cayetano has proclaimed May as
“Melanoma Month in Hawaii” (page 113)

The American Academy of Dermatology has sponsored Skin

Cancer Screening Clinics for more than 15 years, Dermatologists

nationally have screened over one million people. Detecting over

91,000 suspected lesions, including approximately 12,000 suspect

melanomas. Our Hawaii Dermatological Society, working with the
Cancer Center of Hawaii and the Hawaii State Department of
Health, has screened thousands of Hawaii’s skins at Liberty House

locations, churches, schools and Longs Drug Stores on all islands.

Last year, in Hawaii, we screened 762 people and found nine

suspect melanomas as well as 49 basal and squamous cell carcino

mas and 376 keratoses. The Hawaii Dermatologists will again be

doing these volunteer services this month May 12, at Longs Drug

Stores on all islands.
On Friday, May 14, The Straub Foundation and HMSA will

sponsor a major program for professionals on the good and bad

features of sun exposure in Hawaii. Screening for skin cancer will

be held after the special Straub Foundation public symposium on

This Month—Food for Thought

The Waianae Diet
Theresa Danao-Camara MD, and Terry Shintani MD, present a

preliminary study of the use of the Waianae Diet in the treatment of
two patients with seropositive inflammatory arthropathies — pre
sumably systemic lupus erythematosus. The Waianae Diet was first

reported by Shintani and his associates in the American Journal of

Clinical Nutrition in 19911 and after in the Hawaii Medical Journal

in 1994.2

While this is a very limited study, the authors present an excellent
review of diets and the effect of fasting on arthritis.

In the second manuscript, Terry Shintani continues his studies of
the Waianae Diet, reporting on the long-term follow-up of the diet.

Terry and his associates studied 173 obese subjects and were able to

evaluate 82 of them at the end of the study, eight years after initiation

of the project.
Their study does have some limitations, notably in the interpreta

tion of the results but the ad libitum Waianae diet seems to be a
practical method for some weight control in native Hawaiians. Food

for thought.
1. Shintani TT, Hughes CK, Beckham S. et al. Obesity and cardiovascular nsk intervention through the ad

libitum feeding of traditional Hawaiian diet. Am J din NuIr 199153:1 647S-51 S.
2. Shintani T. Beckham S, O’Connor HK, et al. The Waianae diet program: a culturally sensitive community-

based obesity and clinical intervention program tor the native Hawaiian population. Hawaii Medical

Joumal 1994,53:136147.

Surprisingly, one million new cases of skin cancer are detected every year. One person an hour in the U.S. dies

from melanoma, the deadliest form of skin cancer. If you spend a lot of time in the sun, you should protect yourself.

One out of five Americans develops skin cancer during their lifetime. Don’t be one of them. Stay out of the midday

sun. Cover up. Wear a hat. Seek shade. And use sunscreen. For more information on how to protect yourself from

skin cancer, call 1-888-462-DERM or visit www.aad.org.
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WHEREAS, skin cancer represents the most common of all cancers in the United States,
accounting for thirty to forty percent of all malignancies reported; and

WHEREAS, the Centers for Disease Control and Prevention reports that for the period from
1973 through 1997 the incidence of melanoma, a deadly form of skin cancer, increased faster than
any other form of cancer in the United States; and

WHEREAS, while melanoma may be lethal if not properly treated at an early stage,
melanoma and other forms of skin cancer are easily prevented through reducing exposure to sunlight;
and

WHEREAS, in addition to those who are at high risk for genetic or biological reasons, and
those who pursue high risk activities that are likely to cause overexposure, research shows that
childhood overexposure to sunlight may increase a person’s risk of skin cancer; and

WHEREAS, protecting skin from the sun during childhood and adolescence is very important
in reducing the risk of skin cancer in later years; and

WhEREAS, about eighty percent of skin cancers could be prevented by protecting skin from
the sun’s rays; and

WHEREAS, the State Department of Health, Hawaii Skin Cancer Coalition, Hawaii
Dermatological Society, American Cancer Society, Cancer Information Service of Hawaii, and Sun
ProtectionHawaii, Inc.—working with other organizations in Hawaii—have planned activities for the
month of May that will focus on the importance of early detection and prevention of skin cancer;

NOW, THEREFORE, I, BENJAMIN J. CAYETANO, Governor of the State of Hawaii, do
hereby proclaim the month of May, 1999, to be

MELANOMA AND SKIN CANCER
DETECTION ANT) PREVENTION MONTH

in Hawaii, and encourage all citizens to participate in planned activities this month that focus on the
importance of early detection and prevention of skin cancer.

DONE at the State Capitol, in the Executive Chambers, Honolulu, State of Hawaii, this
twelfth day of April, 1999.

(‘I
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Medical School Hotline

Continuing Medical Education in Hawaii

Juliana J Woo, MPH
Educational Specialist

Continuing medical education (CME) is a distinct and defin
able professional activity. It encompasses all of the learning
experiences that physicians engage in with the conscious intent
of continuously improving the performance of their professional
duties and meeting their professional responsibilities. As an
essential element in the continuum of medical education,CME
shapes the professional development of physicians regardless of
the nature and scope of their duties and responsibilities. CME
is integral to practice throughout all stages of a career beginning
with the completion of graduate medical education.’

The Hawaii Consortium for Continuing Medical Education
(HCCME), a joint venture between the Hawaii Medical Asso
ciation (HMA) and the John A. Burns School of Medicine
(JABSOM), University of Hawaii, is a CME provider and is
accredited by the Accreditation Council for Continuing Medical
Education (ACCME). As a state medical society, the HMA
serves a dual role as a CME provider in joint venture with the
JABSOM and as a CME accreditor. As a CME accreditor, the
HMA has the authority to accredit local CME sponsors such as
community hospitals and state specialty societies.

The ACCME is a cooperative effort of seven national medi
cal organizations: American Board of Medical Specialties,
American Hospital Association, American Medical Associa
tion, Association for Hospital Medical Education, Association
of American Medical Colleges, Council of Medical Specialty
Societies, and Federation of State Medical Boards. Today, the
accreditation system involving the ACCME and state medical
societies accredits more than 2,500 organizations that offer
CME programs.

The major purposes of accreditation are to ensure quality and
integrity of accredited providers by: establishing criteria for
evaluation of educational programs and their activities, assess
ing whether accredited organizations meet and maintain stan
dards, promoting organizational self-assessment and improve
ment, and recognizing excellence.2

In the U.S., accreditation of providers of continuing educa
tion for physicians is voluntary. Accreditation is not a govern
mental function, is not a rating system, and does not deal with
credit. It is not a stamp of approval for individual courses or
activities — although it is often mistakenly perceived as such.
Accreditation is a process that consists of guided self-evaluation
and self-improvement.3

To obtain accreditation, the HCCME submitted an application
to the ACCME requesting accreditation. The application was a
self-evaluation instrument of the process by which CME activi
ties were planned and implemented, and included documenta
tion of each step of the process. Representatives of the HCCME
were interviewed in Chicago by a survey team. During this
interview, the team gathered additional information regarding
the HCCME’ sprogram of CME. A report of the interview was
then forwarded to the Accreditation Review Committee (ARC)
for review and action. In April of 1996, the ACCME approved
reaccreditation of the HCCME for four years. The HCCME was
found to be in substantial compliance of all essentials.

The HCCME sponsorship committee, comprised of repre
sentatives of the HMA and JAB SOM clinical departments, was
initially co-chaired by HMA members. Under the leadership of
Drs. S. Kalani Brady and Paul DeMare, JABSOM faculty
received on-the-job training on the CME process. For the past
three years, HMA and JABSOM have shared the chairmanship.

In addition to sponsoring CME activities, the HCCME has
jointly sponsored individual activities with groups that are not
accredited. In the joint sponsorship relationship, the HCCME
“lends” its accreditation status to an unaccredited body and the
HCCME accepts the responsibility to ensure that the ACCME
requirements are met. The HCCME has jointly sponsored
activities with the Straub Foundation; HMSA Foundation; Pa
cific Association of Pediatric Surgeons, Rehabilitation Hospital
of the Pacific; March of Dimes, Chapter of the Pacific; Univer
sity of Hawaii College of Business Administration; and the
American Cancer Society, Hawaii Pacific Division.

At the national level, the Association of American Medical
Colleges (AAMC), Division of Medical Education (DME) has
constituted the CME Advisory Group for the purpose of devel
oping an action plan for the AAMC in CME. The action plan,
currently under review by the CME section of the Group of
Educational Affairs (GEA), addresses the role of CME in the
continuum of medical education; appropriate settings for CME;
barriers and bridges to the continuum; and models to facilitate
CME in the continuum.

In coming months the HCCME will complete a self-evalua
tion survey and will apply for reaccreditation. In response to
changes in the way physicians practice, rapid advances in
biomedical knowledge and its application to the practice of
medicine, and incorporation of evidence-based medicine, new
ways of thinking about CME will be required. The HCCME
recognizes the challenges they will face as they strive to provide
meaningful learning opportunities for Hawaii’s practicing phy
sicians.

References
1 Draft Report of the Continuing Medical Education Advisory Group, Continuing Medical Education: A

Vision of Action for the Future, October 1998.
2, System 98: ACCMEs System forAccreditation. Adopted by ACCME July 1998,10 be ratifted by ACCME

member/parent organizations.
3. Rosof, AR and Fetch, WC, editors. Continuing medical education a phmer, 2nd edition. Praeger, NY,

1992.
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Celebrates its 3rd Birthday!
What a year — Voted #1 in the Nation in Patient Satisfaction,

receiving JCAHO accreditation and looking forward to the upcoming merger
with Lucy Henriquest Medical Center — we have much to celebrate!
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Waianae Diet Program: Long-Term
Follow-up

Terry Shintani MD, MPH, Sheila Beckham MPH, RD, Jon Tang BS,
Helen Kanawaliwali O’Connor CHW, Claire Hughes DrPH, RD

Abstract
A long-term follow-up was conducted on 82 participants from

prior programs based on ad libitum feeding ofa traditional Hawaiian
diet. Follow-up period ranged from 72 months to 90 months and
averaged 33.67 months. An average weight loss of 15.7 pounds
was maintained over 7,5 years of follow-up (p<0. 0005) even when
stratified over two year intervals, suggesting that this type of pro
gram may be an effective long-term weight loss intervention.

Introduction
Obesity is a serious health problem in America; the national

prevalence is approximately 31% in men and 34% in women’ and
it has been rising over the past 30 years.2 It is associated with higher
risks of a number of chronic diseases, such as cardiovascular
disease, cancer, hypertension, and diet-induced diabetes. Obesity is
of special concern among Native Hawaiians, as this ethnic popula
tion has one of the highest prevalences of obesity at approximately
64%. Furthermore, Native Hawaiians have among the highest age
adjusted mortality rates in the Nation from disease associated with
obesity, such as cardiovascular disease, diabetes, and stroke.4

Over the years, numerous approaches to the problem of obesity
have been attempted using calorie restriction, exercise, meal substi
tution, surgical correction, medication, self-imposed fasting, and
behavior modification. Unfortunately, while all of these approaches
have demonstrated initial success, practically none of these inter
ventions have shown any long-term efficacy in retained weight
loss.5

Recently traditional diets, such as a traditional Mediterranean
diet6 and traditional Asian diet,7 have been discussed as a viable
approach to health risk factors and obesity intervention. The ad
libitum use of a traditional Native Hawaiian diet coupled with a
whole person approach, including lifestyle changes unique to the
ancient culture and perspective has been previously evaluated in the
Waianae Diet Program for its short term efficacy) However, the
long term effectiveness of this approach has not been evaluated.

This article presents an analysis of a long term follow-up of indi
viduals who have participated in an obesity and cardiovascular risk
reduction program employing ad libitum feeding of a traditional
Hawaiian diet known as the Waianae Diet Program.

Methods
The Original Intervention/Study

The original intervention evaluated was a 21 day dietary and
lifestyle change program. A number of these programs were
conducted over a 9 year period since the first intervention. Groups
of approximately 20-25 men and women aged 24-64 years were fed
an ad libitum, whole meal diet of traditional foods available in
Hawaii before Western contact, such as taro, poi, sweet potato,
yams, breadfruit, and greens (fern shoots and leaves of taro), fruit,
seaweed, fish, and chicken. These staples were prepared in a manner
that approximated ancient styles of cooking. To approximate the
diet of the ancient Hawaiians, which was estimated to contain <10%
fat, the amounts of fish and chicken were limited to a total of 142-
198 g/d. As a part of the intervention, a whole-person oriented
education component perspective was also provided in this pro
gram. In the evenings, during the dinner portion of the program,
everyone met for cultural or health education sessions. Details of the
intervention are described in previous publications.”9

After-program Follow-up
After each twenty-one day program, the participants organized

follow-up for themselves usually in the form of weekly pot-lucks or
monthly gatherings for support and the sharing of meals. This
fellowship, most often, was undertaken enthusiastically shortly
after the program, however, interest dwindled within a few months
of each program. Thus, organized follow-up was not consistent.
Nevertheless, participants in general, continued to apply the prin
ciples of the diet and lifestyle to the extent that they could on their
own without much professional support.

Correspondence to:
Terry T. Shintani MD
Hawaii Health Foundation
222 Vineyard St
Honolulu, HI 96814

Sheila Beckham MPH, RD
Waianae Coast Comprehensive Health Center
86-260 Farrington Hwy
Waianae, HI 96792

Long-term Follow-up Study
Eight years after the first program was conducted, a formal survey

was undertaken in order to track the long-term results and efficacy
of the program. In order to ensure that the follow-up period was of
sufficient length, only those participants who had completed their
respective programs one-year or more prior to this survey were
included in the pool of eligible participants. An attempt was made
to contact each participant in each of the 8 programs who were
closely monitored and who completed one year or more prior to the
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follow-up or longer. All participants in these programs with a

known phone number or address were called and letters sent in an

attempt to schedule them for a physical measurement of their

weight.

Each participant who came in for follow-up was weighed on a

balance scale similar to that which had been used in all prior

programs. In addition, each participant was interviewed as to their

knowledge, attitudes and behavior, and a health assessment was

conducted. Encouragement and additional health and nutrition

education were provided at this interview. The date of each

interview was recorded so that the duration since the original diet

could be calculated.

Statistical Analysis
The statistical significance of the results of the program was

analyzed using a paired, two-tailed test, and a 95% confidence

interval for the difference between the means was calculated.

Results
Of the 173 participants in the 8 groups eligible for this follow-

study, we were able to contact and make appointments for 82

individuals for follow-up and weigh-in at the Waianae Coast Com

prehensive Health Center. The follow-up period ranged from 12

months to 90 months with an average follow-up time of 33.67

months. As the time of follow-up became greater, a smaller

percentage of the participants could be contacted. The attrition rate

was to due to a number of factors. The most difficult factor was out-

migration from the community and inability to locate a current

phone number or address. Another factor included the fact that

follow-ups were done during working hours and many of the

participants were unable to come in for a follow-up due to their

employment commitment which contributed further to the attrition

rate. Six of the participants of the original programs who would have

otherwise been eligible for this survey were deceased.

The original weight loss over the initial three week program in

these participants who completed the survey was an average of 13.9

pounds. The overall mean weight loss over all periods of follow-up

of the 82 individuals surveyed was 15.1 pounds or 6.85 kg. The

greatest amount of weight loss was 174 pounds, 78.9 kg, and the

second greatest amount was 117 pounds, 53.1 kg. The greatest

amount of weight gained was 31 pounds, 14.1 kg. Of the 82

individuals, fifty-five (67%) individuals weighed less than they did

when they started and 27 remained the same or weighed more.

Among these 55 individuals, 43 (52.4%) weighed 10 or more

pounds less than when they started; 24(29.3%) weighed 20 or more

pounds less; 15 (18.3%) weighed 30 or more pounds less.
Retained weight loss stratified over time was also examined in

figure 1. One would expect the weight loss to diminish with time,

especially in light of the studies that indicate that most diet programs

see their participants gain their weight lost back in only a few

years.’°” Remarkably, however, the retained reduction of weight

remained fairly constant over time, when participants are stratified

into periods of follow-up at two-year intervals.
Of the 82 individuals surveyed, 36 of them were surveyed one to

two years after their participation in the program and they weighed

amean 15.02 lb or6.81 kg(p <0.0133) less than theydid when they

started. There were 28 participants who were in the two to four year

follow-up period and they weighed a mean of 15.38 lb or 6.98 kg (p

<0.0098) less than that of when they had started. There were 10

participants surveyed in the four to six year time period and their

mean weight was 12.12 Ib, 5.49 kg (p < 0.1960) less than their

beginning weight. The remaining 8 individuals were surveyed six

to eight years from time of completion of the WDP. They weighed

a mean of 18.31 lb or 8.31 kg (p <0.0789) less than what they did

at the start of the intervention.

Discussion
The use of an ad libitum, low fat, traditional Hawaiian diet has

been shown to induce short-term weight loss in obese adults. This

phenomenon may be due, primarily, to its high bulk, high carbohy

drate, low fat content. Epidemiological studies have positively

correlated obesity with high amounts ofdietary fat. One reason may

be that the high bulk of the diet increases satiety and its low energy

density causes a reduction in caloric intake despite an increase in the

total amount of food consumed. Other studies of ad libitum diets

have shown that subjects spontaneously consume less calories on

high carbohydrate diets.’213”4 In addition, a low fat diet has a

positive correlation with leanness’5and weight loss’7independent

of caloric intake. This suggests that there are other factors aside

from caloric intake that contribute to obesity.

Short term analysis
While the average weight loss of some other weight reduction

programs is greater than in this study, those results cannot be

compared directly to the results of this program as treatment usually

spanned several months longer than this three week program.

Therefore, comparisons were made using the rate of weight loss,

calculated from the results of original research by dividing the total

average weight loss by the duration of treatment. Over the 21 d

treatment period, the mean weight loss for all subjects was 2.1 kg!

week. Other studies using the low fat approach had substantially

lower rates of weight loss than ours.18,192E21,22,23Studies using the

behavior modification approach also had relatively modest rates of

weight loss in comparison.24’25’26 One study using the ‘very low

calorie diet”(VLCD) approach had results that were the most

similar to our findings,27but another showed rates similar to those

Figure 1: weight reduction maintained over time
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found using behavior modification alone.2”Our rate even exceeded
the rate of weight loss in a study using the combination ofVLCD and
behavior modification 29

Long term analysis
The success of any obesity treatment program must be measured

in terms of weight loss maintenance because obesity is a chronic
condition. Atkinson asserts that “life-long follow-up by health
professionals... is needed. Maintenance of weight loss or improve
ment in complications for 6 months is a minimum standard; lesser
periods have little meaning.” In fact, “full success,” defined by
Atkinson, “is a 5-year period of weight maintenance [for patients
with chronic obesity].”3°
Again, due to the relatively short period of the initial program, 21
days, data taken from original research had to be reanalyzed for
comparison purposes. Percent weight regain was chosen as a good
guideline for comparison as well as a measure of weight cycling.
Studies have found that fluctuations in body weight may result in
increased long term health risks.3132

After 8 years of follow-up, on the average, none of the weight lost
while on the Waianae Diet Program was regained. While individual
weight loss or weight regain varied widely from each individual, the
overall average weight loss remained at about 15 pounds. A
significant constancy in the amount of weight loss retained through
the first four years of follow- up and then at the six to eight year
follow-up interval demonstrates that this approach appears to limit
the dangers of weight cycling due to the relatively slow rate of
weight regain. Continuity of weight loss was maintained over the
four to six year interval of follow-up as well, though the level of
significance was somewhat marginal.

Few studies have been conducted that demonstrate the success of
weight loss programs after two or more years.33 One behavior
modification program conducted by Lavery, et al. yielded similar
results to ours, though the amount of weight loss maintained was
noticably less than our results. Participants demonstrated a net
weight loss of 5.8 kg at time of a 2 year follow-up.34 Percentage
weight regain of three other weight loss programs was significantly
higher than ours: Kramer, et al., showed a weight regain two years
after a behavior modification program of 62% in group A and 65%
in group B.35 The study by Wadden, et al., long term evaluation of
VLCD, behavior therapy, and their combination yielded weight
regains of 84%, 75%, and 73%, respectively, in a three year follow
up.36 In a successive study with a 5 year follow-up, Wadden et al.,
demonstrated similar results. Only 11.1% of subjects following a
VLCD maintained a weight loss of 5 kg or more and 10kg or more.
13.3% of subjects on behavior therapy maintained a weight loss of
5 kg or more, whereas 0% could maintain a weight loss of 10 kg or
more. Combination therapy allowed 27.3% and 9.1% of subjects to
maintain a weight loss of 5 kg more and 10kg or more.37 Hovel!, et
al., presented subjects who lost a mean of 83.9% of their excess
weight, only to regain an average of 59% to 82% of their initial
excess weight by 30 months of follow-up.38

Other studies examining the efficacy of an ad libitum, low fat,
high carbohydrate diet have confirmed its greater effectiveness in
promoting sustained weight loss, though their follow-up period was
not as exstensive: In one such weight maintenance program by
Toubro and Astrupin which an ad libitum diet or a fixed energy

regimen was administered, 65% of those subjects following the ad
libitum diet maintained a weight loss greater than 5 kg after one year
of follow-up. Comparatively, only 40% of those subjects on a fixed
energy intake were able to maintain a weight loss greater than 5 kg
at time of follow-up. The ad libitum group also maintained 13.2 kg
of the initial weight loss of 13.5 kg, whereas the fixed energy intake
group maintained 9.7 kg of the initial 13.8 kg weight loss.39 This
clinical study and a successive review by Astrup, et a!., concluded
that, “after a major weight loss, an ad libitum, low fat, [high
carbohydrate] diet program, appears to be superior to calorie count
ing in maintaining weight loss 2 years later [from initial treat
ment].”4°Fitzwater, et a!., also showed additional average weight
loss at two years follow-up: 53% of subjects maintained their weight
loss or continued to lose weight; 24% regained some weight, but
below that of their pretreatment weight, whereas 23% incurred full
weight rebound.4’

The steady maintenance of weight during the 90 month period was
remarkable in that the mean weight reduction remained at 15
pounds. While these figures are very promising, they do need to be
read with some caution. First it should be noted that as may be
expected, as time elapsed, there were fewer participants who could
be reached. Thus, the groups with a longer follow-up period had
fewer participants: The 4-6 year follow-up group had only 10
participants who were measured in this survey, whereas the 6-8 year
group had only 8 participants. This decrease in “n” had a commen
surate effect on the significance of the survey results. There may also
be some measure of selection bias as some of the individuals may
have declined to participate if they had not retained much of their
healthy lifestyle and weight control habits. Finally, the individual
weight and amount of weight loss varied fairly broadly from indi
vidual to individual, especially in the later follow-up intervals. This
wide variation had a consequential effect on the associated confi
dence indexes per time interval, as some participants loss a remark
able amount of weight, while a few gained in weight. Again, the
corresponding p-values from the 4-6 year and 6-8 year marks are
only moderately reliable as they are not significant. With these
cautions in mind, a complete survey of the long-term weight loss of
the ad libitum feeding of traditional Hawaiian diet reveals a remark
able consistency that suggests an effective long-term dietary inter
vention.

Assuming the results are real we can at least speculate about what
is it about this program that yields these relatively good results. As
with other ad libitum feeding diets, we experienced results that were
superior to simple calorie restriction diets. It appears that an
approach to weight loss that features ad libitum feeding of foods high
in mass to energy ratio yet are low in mass to energy density is an
easier approach to maintain than other diets. It may be that a whole
person approach, which includes modifications based on traditional
Hawaiian diet had a long-term impact on diet and lifestyle changes
even without consistent follow-up or support. This has important
implications in hard to reach populations such as those with lowered
socio-economic status and in minority groups who may be alienated
from white-middle class level health education.

Conclusion
In this long-term follow-up survey, the traditional Hawaiian diet

administered ad libitum is a comparatively effective approach to the
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Table 2.— Mean weight loss stratified overtime.
Group n Vaable Mean p-value Lower 95% CLM Upper 95% CLM

1-2 yrs 36 Follow-up (mo.) 13.78
Mean start weight 242.89
Mean end weight 227.88
Mean weight +1- -15.02 0.01 -26.71 -3.32

2-4 yrs 28 Follow-up (ma.) 36.57
Mean start weight 257.40
Mean end weight 242.03
Mean weight +1- -15.38 0.01 -26.73 -4.03

4-6 yrs 10 Follow-up (mo.) 60.60
Mean start weight 266.22
Mean end weight 254.10
Mean weight 4/- -12.12 0.196 -31.75 7.51

6-8 yrs 8 Follow-up (mo.) 79.38
Mean start weight 270.69
Mean end weight 252.38
Mean weight -18.31 0.0789 -39.38 2.76

treatment of obesity in terms of rate of weight loss and extended
maintenance. Utilizing a whole person approach, including lifestyle
behavioral modification, culture-sensitive education, and adlibitum
feeding of traditional foods, participants on average were able to
maintain a consistent weight loss over the course of eight years
following the cessation of the initial program.

Some discretion should be exercised however, when interpreting
these results. Over the course of follow-up, contact with many of the
participants could not be established or maintained for various
reasons. Ideally, the number ofparticipants in successive follow-up
years should be maintained so as to strengthen the significance of
the results. Future studies should also add a control group and
provide for closer long-term follow- up so that a larger percentage
of the participants from the original interventions may be included
in the long-term analysis. It is also suggested that the subjects should
be reevaluated at least annually with blood analysis for serum lipids,
glucose and other health risk factors to provide an even more
detailed survey. Nevertheless, a positive overall performance from
this three week, whole person, ad libitum program may be an
effective long-term weight loss intervention and warrants further
study.
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The Dietary Treatment of Inflammatory
ArthritiS: Case Reports and Review of

the Literature

Therasa C. Danao-Camara MD, FACP, FACR and Terry T. Shintani MD, MPH, JD

Abstract
Two patients with seropositive inflammatory arthropathies who

experienced cihical improvement on the Waianae diet are pre
sented.

The scientific literature validates the usefulness of fasting in the
control ofjoint inflammation. Elimination diets are variably success
ful. Fasting followed by a vegetarian diet can produce a sustained
positive response measured clinically and by laboratory variables of
inflammation, the efficacy of such an approach appears to hinge on

the alteration of fecal flora. Swaying the balance of dietary fats in

favor of the omega 3 and omega 6 fatty acids has an antiinflamma

tory effect, but does not appear to correct the basic immunologic

processes involved in the development of the arthropathies.
Practical guidelines for the application of this information are

offered.

Introductiom The Hawaii Diet Program
The Hawaii Diet is a multi-cultural version of the Waianae Diet

which is based on traditional Hawaiian foods. The Waianae diet

program was developed at the Waianae Coast Comprehensive

Health Center in response to the high rates of obesity and chronic

disease in the native Hawaiian population. The selection of food

consists of items eaten in Hawaii before the onset of Western

influence, including such items as taro (a native potato), poi, sweet

potatoes, yams, breadfruit, rootcrop greens, fruit, seaweed, fish and

chicken. All items are served raw or steamed. The diet contains less

than 10% fat, 12 to 15% protein and 75 to 78% carbohydrate. The

Hawaii diet is based on the same macronutrient composition but

with multi-cultural foods replacing many of the traditional Hawai

ian meals. The Hawaii Diet includes as its staples in addition to poi

and taro, whole starches such as brown rice, pasta, vegetables, fruit,

legumes and a small amount of seafood or poultry.

Both diets have been shown to be effective in the control of high

blood pressure, diabetes and hypercholesterolemia) It has not

heretofore been reported to positively influence the activity of the

inflammatory arthritides.

Correspondence to:
Theresa DanaoCamara MD
Palma 5, Rheumatology
Straub Clinic and Hospital, Inc.
888 S King St
Honolulu, HI 96813

Case Reports
Case 1. LS, a 38 year old Japanese female presented with fevers,

20 pound weight loss, joint pain and polyarticular synovitis in the

metacarpophalangeal joints and ankles. Antinuclear antibody titer

was 1:80 with a speckled pattern, sedimentation rate 53 mmlhr;

antibodies to ribonucleoprotein and SSA were present. A presump

tive diagnosis of systemic lupus erythematosus (SLE) was made,

and the patient was started on low-dose oral prednisone (10 mgI

day)supplemented with indomethacin for the control of fever.

Hydroxychloroquine 200 mg/day was eventually added as a steroid

sparing agent.
Two years into the disease course, the patient went on the Hawaii

Diet. The sedimentation rate dropped from the 70 to 90 mmlhr range

to 39 mmlhr. The platelet count, which had been elevated, normal

ized. The patient lost 10 pounds over 3 months. She reported

increased energy, and was able to discontinue indomethacin without

recurrence of the fevers. Synovitis disappeared.

The diet was discontinued after three months. Within a month,

fatigue, rashes, fevers and joint pain had recurred.

Case 2. HS, a 44 year old female of mixed Hawaiian-European

ancestry presented with synovitis in the metacarpophalangeal and

proximal interphalangeal joints. She had an antinuclear antibody

titer of 1:256, and antibody to DNA of217 lU/mI (normal < 100 JU/

ml). A presumptive diagnosis of systemic lupus erythematosus was

made, and the patient was started on prednisone 10 mg/day,

hydroxychloroquine 200mg BID and ketoprofen 200 mg/day. The

response to oral hydroxychioroquine was less than optimal; this

agent was discontinued. Steroid side effects (hyperglycemia, weight

gain, fluid retention and Cushingoid facies) prompted the addition

of oral methotrexate 10 and then 12.5 mg/week. Prednisone was

tapered to 5 mg every other day; doses less than this resulted in

disabling synovitis in the small joints of the hands.

The patient went on the Waianae diet program two years into the

disease course. Within two months, the patient had discontinued the

prednisone. On her own, she also went off the methotrexate a month

later. She remained free of pain and synovitis for another month

after she went off the diet, at which point both the prednisone and

methotrexate had to be restarted.

Neither of these two patients meet strict classification criteria for

SLE, but both clearly had an inflammatory arthropathy accompa

nied by significant serologic markers of autoimmune activity.

-
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The Dietary Treatment of Arthritis
Interest in the impact of nutrition on disease causation, activity

and cure is universal among patients with arthritis. The great
majority will attempt some form of dietary manipulation, in large
part unsupervised by and even unknown to their physician.2

Clearly, in gout and saturnine gout, dietary forces have a well-
defined role, the first being a disorder of purine metabolism and
elimination, and the second a lead intoxication state. Obesity is a
risk factor for osteoarthritis, especially in the weight-bearing joints.
Reiter’s syndrome is a reactive arthropathy triggered in some cases
by food pathogens. Beyond these well-defined circumstances,
however, the role of food in the arthropathies is controversial.

Arthritis as a Food Allergy
The literature is replete with case reports of arthritis and synovitis

being temporally associated with the ingestion of certain foods—
dairy products gluten5 and azo dyes6. The behavior of the
arthropathy in these situations satisfies classical medical criteria for
causation—ic. exacerbation with challenge, remission with
dechallenge, and reactivation with rechallenge. By and large,
however, these cases are seronegative and nonerosive. More impor
tantly, they are sporadic and fairly rare.

Elemental hypoallergenic diets have been studied in patients with
rheumatoid arthritis (RA).769 As a group, patients on these diets tend
to do better subjectively, but objective improvements in the labora
tory measures of inflammation do not improve significantly. Cer
tai n individuals respond better than others, but the magnitude of the
response and the number of patients affected favorably are too small
to produce statistical significance. The responders tend to be heavier
at outset, and tend to have greater disease activity than the non-
responders. Van de Laar et al have obtained synovial membrane and
small intestinal biopsies on some of these responders. Mast cells and
IgE bearing cells are decreased at these sites during dietary manipu
lation.7 The authors postulate that these histologic changes suggest
an allergological mechanism underlying the observed arthritis re
sponse.

Kavanaghi et al9 have attempted to sustain improvement by
reinstituting feeding selectively. After an elemental diet, patients
were refed with one food group at a time. Those food groups
followed by a disease flare were eliminated from each individual’s
maintenance regimen. Even such an individualized approach,
however, failed to sustain improvement at 24 weeks.

The Effects of Fasting
Fasting—that is, the voluntary abstention from food for a limited

period of time—has been validated as an effective short-term
suppressor of inflammation in the Subjective
improvement in pain and stiffness starts within three to five days of
the initiation of the fast, and is sustained for its duration. Joint
inflammation indices as well as acute phase reactants (sedimenta
tion rate, orosomucoid, haptoglobins) decrease. Return to pretreat
ment disease activity occurs on the day after the fast is discontinued.
In the hands of most investigators, no maintenance diet can sustain
the benefits of the fast. (An exception to this observation has been
reported, and is reviewed below.)

While almost universal relapse at the termination of the fast makes

fasting an untenable treatment for RA, understanding the mecha
nisms underlying the clinical response is instructive.

Lymphocytes are affected by fasting. Antigen-specific B cell
responses improve.’3 Suppressor cell activity, usually depressed in
RA patients, normalizes with fasting.’4

Neutrophilic functions are also influenced by food deprivation.
Release of the pro-inflammatory chemical leukotriene B4 from
neutrophils goes down, as does the ability to generate cytotoxins in
vitro.” Levels of linoleic and alpha linolenic acids are unchanged;
their metabolites, arachidonic and eicosapentaenoic acid increase.
Such a profile can be produced by impaired activity of phospholi
pase and 5-lipoxygenase, enzymes involved in the metabolism of
arachidonic acid to leukotriene B4. From these data, Hafstrom et al
have postulated stimulus-response decoupling of neutrophil me
tabolism reduced ability to generate cytotoxins, reduced leukotirene
formation) as mechanisms of the antiinflammatory effect of food
deprivation.

Fasting also alters intestinal permeability.’5 Polyethylene glycol
molecules penetrate intestinal mucosa less well during fasting; this
reverses with refeeding of a lactovegetarian diet. If indeed inflam
matory arthritis is an allergic or hyperimmune reaction to foreign
antigens, the decreased penetration of immunostimulants may ex
plain the temporary relief experienced by patients on a fast.

The Oslo Cohort
In the late l980s, investigators in Oslo entered a group of 53

patients with RA in a single-blind controlled trial of diet therapy.
Twenty-seven patients were randomized in a four-week stay at a
health farm. The control group stayed for four weeks at a convales
cent home, but ate an ordinary diet throughout the study period.

Treatment started with a 7 to 10 day subtotal fast. After the fast,
one new food item was introduced every second day.. If this was
followed by an exacerbation in symptoms, the offending food was
withdrawn for one week. If a similar exacerbation occurred with
later rechallenge, then that food item was permanently removed
from the maintenance diet. During the first 14 months, patients were
kept on a strict gluten-free vegan diet (ie no meat, fish, eggs, dairy
products or food containing gluten). After this period, dairy and
gluten were reintroduced. Foods producing a flare in disease
activity were recorded in a personal journal. Clinical and laboratory
assessments were performed at 1,4,7, 10 and 13 months. One year
after conclusion of the study (ie 25 months after the intiation of the
diet), patients were contacted for follow-up examinations.

The results of this study have been published in a series of related
articles covering the clinical, biological, psychosociological and
immunologic sequelae of the intervention. l6. 17. Ill, 19, 20.21.22

After four weeks at the health farm, the diet group showed
significant improvements in the number of tender, swollen joints,
pain, morning stiffness, grip strength, sedimentation rate, C reactive
protein, and Health Assessment Questionnaire score (HAQ; a stan
dardized instrument measuring the ease with which one performs
the activities of daily living). Rest at a health farm did positively
influence disease activity; the control group also demonstrated
improved pain scores. Subjective improvement was accompanied
by statistically significant drops in platelet counts, total IgG, 1gM
rheumatoid factor, C3 activation products, and complement compo
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nents C3 and C4, all of which are consistent with an amelioration of

immunologic hyperactivity.
A little less than half of the experimental group (10 of the 24

evaluable subjects) could be classified as good responders, defined

as having a 2-grade improvement on a subjective global assessment

scale plus a 20% or better decrease in joint count, pain score, HAQ,

and sedimentation rate. These good responders maintained their

improvement at the one-year and two-year evaluation points.

Was there anything unique about these responders—ie are there

characteristics that can identify which patients are likely to benefit

from dietary intervention prior to the fact?
The investigators did determine that:

a. diet responders tended to have had their disease for a shorter

time (mean of 6 years versus 14 years for the nonresponders);

this is consistent with the response to pharmacologic interven

tions, implying a more malleable situation in the early inflam

matory phases of the disease, before chronic damage is in

place,
b. diet responders were more likely to be seronegative (30%

versus 58% for the nonresponders); this is reminiscent of the

data for RA and food allergies, vide supra,
c. diet responders had a significantly lower belief in the effect of

ordinary medical treatment compared with the nonresponders.

The investigators tried to identify laboratory variables that corre

lated with clinical response. They found that neither immunoglobu

un levels nor phospholipid profiles covaried with clinical disease

activity. While RA patients were found to have elevated levels of

antibodies to food allergens (consistent with generalized B cell

hyperactivity), the activity of these immunoglobulins did not corre

late with the disease course. Plasma arachidonic acid levels dropped

initially and returned to baseline with the lactovegetarian diet;

eicosapentaenoic acid levels stayed low throughout the diet. Con

trary to findings from the omega fatty acid literature (vide infra),

plasma phospholipid profiles did not covary with disease activity.

What did appear to be consistently predictive of clinical improve

ment was a change in fecal flora. Gas-liquid chromatography (GLC)

of bacterial cellular fatty acids obtained from stool samples indi

cated that the microbial profile changes significantly in patients

responding to diet therapy.2223 Nonresponders do not exhibit this

variability. Unfortunately, GLC is a sensitive measure of quantita

tive changes in cell wall profiles, but is unable to determine specifi

cally which bacterial species are decreasing or increasing.

Other Diet Programs
A calorie-optimized diet enchanced with fish meals and antioxi

dants has been tested in a single-blind 6 month study in Norway.24
Compliance was monitored through a diet diary. While the study is

confounded by a 26% drop-out rate, those able to follow the diet

demonstrated less morning stiffness, fewer swollen joints, less pain,

and reduced medication cost. Objective laboratory data, however,

did not change.
The Dong diet has also been put forward as a therapeutic diet for

arthritis.2526 This diet was designed by a southern California derma

tologist, Dr. Cohn Dong. He came down with RA and cured himself

by returning to the traditional Chinese diet ofhis childhood. The diet

consists of fish, little meat and occasional fowl, no fruit, herbs or

spices, no dairy products, no alcohol, and no additives or preserva

tives. The diet was tested by the group of Dr. Richard Panush at the
University of Florida in a 10-week randomized double-blind study

involving26patients.27 There were no statistically significant differ

ences between the two groups at any point in the study. Interest

ingly, however, two individuals in the experimental group achieved

noteworthy disease control, and elected to remain on the diet after

termination of the study. Both had strong personal and family

histories of atopy—other than this one observation, nothing else

distinguished these remarkable responders from the rest of the

subjects.

The Role of Dietary Fats
Fatty acids seem to have some effect on the inflammatory process

possibly as a result of their role as precurcors to prostaglandins and

leukotrienes. N-3 (the designation refers to the location of the first

double bond in the carbon chain, counting from the amino terminus)

fatty acids are antiinflammatory. The 20-carbon n-6 and n-3 fatty

acids archidonic acid (AA) and eicosapentaenoic acid (EPA) are

biosynthetic precursors for n-6 and n-3 eicosanoids of the leukotriene

(LT)and prostaglandin (PG) families. The n-6 eicosanoids LTB4

and PGE2 are pro-inflammatory, causing neutrophil chemotaxis

and activation as well as increased vascular permeability.25 The n

3 homologs are either less active (LTB5) or poorly synthesized from

Table 1 —Sources, relationships and inflammatory effects of some metabolically important unsaturated fatty acids (adapted from 32).

Abbreviations used: PG . prostaglandin, LT- leukotriene, TNF - tumor necrosis factor, IL- interteukhi.

n-6 n-3

18 Carbon Fatty Acids Linoleic Acid C 18:2 Linolenic Acid Cl8:3

Sources Soybean, sunflower and corn oil Flaxseed, canola oil

20 Carbon Fatty Acids Arachidonic Acid C20:4 Eicosapentaerioic Acid C20:5

Sources From meat and ingested From ingested hinolenic acid, and

linoleic acid from fish and fish oil

Metabolized to Proinflammatory n-6 PGs and Competitive inhibitors of n-6

LTs PGs and LT synthesis

Effect on cytokines Unknown Suppression of TNFa and

ILIb production



EPA (PGE3). Dietary n-3 fatty acids can increase cellular n-3
content and decrease n-6 eicosanoid synthesis.

Dietary n-3 fats also suppress production of the peptide cytokines
interleukin ibeta (ILIB) and tumor necrosis factor alpha (TNFa).
These cytokines stimulate PGE2 synthesis and collagenase produc
tion, and increase expression of adhesion molecules that allow
leukocyte extravasation.293031

Epidemiologic studies suggest a role for N-3 supplementation in
RA. The consumption of baked or broiled fish appears to protect
against rheumatoid arthritis,33and the use of olive oil seems to have
the same effect.34

At least 13 prospective studies on the role of fish oils in the
symptomatic control of RA have been published in the English-
language literature. These are summarized in Table 2.

Table2.—Experimental studies of n-3 fatty acids in RA. Abbreviations used: EPA - eicosapentaenoic acid, DHA . docosahexaenoic acid, PUFA . polyunsaturated
fatty acids, gel - morning stiffness, NSAID . nonsteroidal antinflammatory drug, LT. leukotriene, IL- interleukin, TNF . tumor necrosis factor.

First Author, Year Subjects, Study Period Intervention Results

Kremer, 1985 (35) 37 1.8gm EPA; diet high in less pain and joint
12 weeks PUFA, low in saturated swelling, but rebound at

fats the end

Kremer, 1987 (36) 40 2.7 gm EPA less fatigue and joint
32 weeks 1.8 gm DHA swelling, decreased

LTB4

Magaro, 1988 (37) 12 1.6gm EPA less disease activity;
30 days 1.1 gm DHA less neutrophil

chemiluminescence

Van der Tempel, 1990 16 2.04 gm 20:5 n-3 less gel and joint
(38) 24 weeks 1.32gm 22:6 n-3 swelling, decreased

LTB4, increased LTBS

Tulleken, 1990 (39) 27 2.0 gm EPA less pain and fewer
12 weeks 1.3 gm DHA swollen joints

Kremer, 1990 (40) 49 27 mg/kg EPA more improvement with
24 weeks 18 mg/kg DHA, vs high dose fish oils;

54 mg.kg EPA decreased LTB4 and ILl;
36 mg/kg DHA vs olive oil also helped
6.8 gm oleic acid
(olive oil)

Nielsen, 1992 (41) 51 3.6gm n-3 PUFA less gel, less tenderness
12 weeks

Skoldstam, 1992 (42) 43 fish oil 10 gm/day decreased NSAID
6 months consumption

Espersen. 1992 (43) 32 3.6gm n-3 PUFA improved Ritchie’s index;
12 weeks drop in ILl; TNF and

complement
activation products
unchanged

Kjeldsen-Kragh, 1992 67 3.8 gm EPA fish oils mitigated impact
(44) 16 weeks 2.0 gm DHA with doses of naproxen withdrawal

of naproxen

Lau, 1993 (45) 64 10 MaxEPA caps/day decreased NSAID use
12 months

Geusens, 1994 (46) 90 2.6gm n-3 vs decreased medication use
12 months 6gm olive oil only in n-3-group

Kremer, 1995 (47) 66 4.6gm EPA, 2.5 gm diclofenac could be
30 weeks DHA stopped without a flare

diclofenac withdrawal



N-3 fatty acids suppress joint swelling and decrease pain in a dose-

dependent fashion. Inflammatory eicosanoid levels go down. The

more traditional laboratory measures of RA activity, such as the

sedimentation rate and complement degradation products, as well as

the titer of rheumatoid factor, are by and large untouched. The
clinical effect lasts no longer than four weeks after the supplements
are stopped. The magnitude of the response is not impressive—at

best, n-3 supplementation may have some drug-sparing properties,

allowing the patient to use lower doses of a antiinflammatory or
disease-modifier.

The plasma lipid alterations necessary to achieve clinically sig

nificant effects require 10 to 15 MaxEPA capsules a day. The same

levels can be achieved by including 4 to 6 meals with fish per week.

Some Practical Advice
What should the practitioner say to a patient who asks about the

relationship between non-gout inflammatory arthritis and his or her

diet? Data support these guidelines:

1. Inflammatory arthritis is a true food intolerance only in a very
small number of patients.
These people tend to have seronegative, nonerosive disease.

2. No foods or food groups have been consistently identified as a

cause, trigger or aggravating factor in unselected patients. How

ever, if one clearly experiences disease worsening with a particular

dietary item, then that item ought to be avoided. Some items that

have produced such worsening in a few individuals are dairy

products, nitrates, alcohol, simple sugars and azo dyes. Since the

ability of these foods and additives to cause disease flares is far from

universal, testing one’s reaction to each in turn makes better sense

than avoiding everything indiscriminately.

3. Fasting clearly suppresses inflammation in the joints. Fasting

should not be undertaken without medical supervision for longer

than five days. Fasting may be dangerous in the setting of previous

or ongoing medication intake, and should be discussed with the

medical practitioner. The benefits of fasting are very difficult to

sustain, but in some situations can be made to last by switching to a

vegan diet. The people who tend to respond favorably to such dietary

manipulation tend to be those who have had their disease for a

shorter period of time. End-stage, burnt-out disease with severejoint

destruction is unlikely to be helped by these measures.

4. Based on the work of Dr. Panush and this current report,

reasonable diets to try are the Dong diet and the HawaiifWaianae

diet. Books on both remain widely available in popular bookstores.

The responses reported are evident by 10 weeks; there is no data to

support staying on these diets longer than that period in the hope of

getting a delayed response. It must also be borne in mind that the

evidence that these diets work is limited and anecdotal.

5. Omega 3 fatty acids (fish oils) can help suppress joint inflamma

tion. The desired blood levels of the necessary fatty acids can be

obtained by eating six fatty fish meal a week. Fish oils are about as

effective as an NSAID. They do not reverse the basic immunologic

processses underlying RA.

6. The use of olive oil may be of some benefit.°

7. While diet can be a useful adjunct in the treatment of the
inflammatory arthropathies, there is no reliable and consistent way
to use it as monotherapy. It should be part of an integrated approach
that pays attention to proper rest and exercise, work modification,
family support, stress management and judiciously selected phar
macotherapy.

References
1. Shinfani T, Beckham S, O’Connor HKetaI. The Waianaediet program: a culturallysensitivecommunity

based obesity and clinical intervention program for the native Hawaiian population. Hew Med J.
1994;53:136-147.

2. Camara K, Darrao T. Awareness, use and perception of efficacy of alternative treatments for the
inflammatory arthropathies. Abstract presented at the 1998 meeting of the Asia-Padflc League of
Associations of Rheumatology, Manila, Philippines.

3. Park AL, Hughes GR. Rheumatoid arthritis and food: a case study. Br Med J. 1981282:2072-2079.
4. Panush RS, Stroud RM, Webster EM. Food-induced (allergic) arthritis. Inflammatory arthritis

exacerbated by milk. Arthritis Rheum. 1986;29:220-226.
5. Pinals RS. Arthritis associated with gluten-sensitive enferopathy. J Rheumatol. 1986;13:201 -204.
6. Van de Laar MA, van dur Korsf JK. Food intolterance in theumnafoid arthritis. I. A double blind,

controlled trial of the clinical effects of elirrination of milk allergens and axo dyes. Ann Rheum Dis.
1992;51:298-302.

7. Van de Lear MA, Aalbers M, Bruirrs FG et al. Food intolerance in rheumatoid arthritis. II. Clinical and
hislological aspects. Ann Rheum Dis. 1992;51:303-306.

8. Haugen MA, Kjeldsen-Kragh J, Fore 0. A pilot study of the effect of an elemental diet in the
management of rheumatoid arthritis. Clin Exp Rheumatol. 1994;13:275-279.

9. Kavanaghi R. Workman E, Nash P et al. The effects of elemental diet and subsequent food
reintroduction on rheumatoid arthritis. BrJ Rheumatol. 1995;34:270-273.

10. Skoidstam L, Larseon L, Lindstrom FD. Effects of fasting and lactovegetarian diet on rheumatoid
arthritis. Scand J Rheumafyi. 1979:8:249-

11. Hafstrom I, Ringertz B, Gyllenhammar H ef al. Effects of fasting on disease activity, neutrophil function,
fatly acid composition and leukotriene biosynthesis in patients with rheumatoid arthritis. Arthritis
Rheum. 1 988;31 :585-592.

12. Lithell H, BruceA, Gustavsson lB etal. A fasting and vegetarian treatment trial on chronic inflammatory
disorders. Ada Derm Venereol. 1983;63:397-

13. Trollmo C, Verdrengh M, Tarkowski A. Fasting enhances mucosal antigen specific B cell responses
in rheumatoid arthritis. Ann Rhem Dis. 1997;56:130-134.

14. Skddtam L. Lindstrom FD, Lindblom M. Impaired conA suppressor cell activity in patients with
rheumatoid arthritis shows normalization during fasting. ScandJ Rheumatot 1 983;12:369.373.

15. SundqvistT, Lindstrom F, Magnusson KE etal. Influence of fasting on intestinal permeability in patients
with rheumatoid arthritis. Scand J Rheumalol. 1982;1 1:33-38.

16. Kjeldsen-Kragh J, Haugen M, BorchgrevinkCF etal. Controlled trial of fasting and one-yearvegetarian
diet in rheumatoid arthritis. Lancet. 1991338:899-902.

17. Kjedsen-Kragh J, Haugen M, Borchgrevink CF. Fore 0. Vegetarian diet for patients with rheumatoid
arthritis—status: two years after introduction of the diet Clin Rheumatoi. 1994;13:475-482.

18. Kjeldsen-Kragh J, Mellbye OJ, Haugen Metal. Changes in laboratory variables in rheumatoid arthritis
patients during a trial of tasting and one-year vegetarian diet. Scand J Rheumatot 1995;24:85-93.

19. Kjeldsen-Kragh J, Haugen M, Fore 0 et at Vegetarian diet for patients with rheumatoid arthritis: can
the clinical effects be explained by the psychological characteristics of the patients? BrJ Rheumafoi.
1994;33:569-575.

20. Haugen MA, Kjeldsen-Kragh J, Bjerve KS et al. Changes in plasma phospholipid fatty acids and their
relationship to disease activity in rheumatoid arthritis patients treated with a vegetarian diet BrJivufr.
1994;72:555-566.

21. Kjedsen.KraghJ, Hvatum M, Haugen Metal. Antibodiesagainstdietaryanfigens inrheumatoidarthritis
patients treated with tasting and a one-year vegetarian diet. Clin Exp Rheumatcl. 1995; 13:167-172.

22. Peltonen R, Kjeldsen-Kragh J, Haugen M et at. Changes in fecal flora in rheumatoid arthritis during
fasting and one-year vegetarian diet. BrJ Rheumatot 1 994;33:638-643.

23 Peltonen R, Nenonen M, Helve Tel al. Fecal microbial flora and disease activity in rheumatoid arthritis
during avegan fast. BrJRheumafot 1997;36:64-68.

24. Hansen GV, Nielsen L, Kluger E et al. Nutritional status of Danish rheumatoid arthritis patients and
effects of adietadjusted in energy intake, fish-meal and antioxidants. ScandJRheumatol. 1 996;25:325-
330.

25. Dong CH, Banks, J. The Arthritis Cookbook New Yorlc Bantam (ThomasY. Crowell Company), 1973.
26. Doug CH, Banks J. New Hope for the Arthritic. New York, Ballentirre (Thomas Y. Crowell Company),

1975.
27. Panush RS, Carter RL, Katz Petal. Diettherapyforrheumatoid arthritis. Arthritis Rheum. 1 983;26:462-

472.
28. Salmon JA, Higgs GA. Prostaglandins and leukotrierres as inflammatory mediators. Br Med Bull.

1987;43:285-296.
29. Dinarello CA. Interteukin 1 and its biologically-related cytokines. Adv Immunol. 1989; 44:153-205.
30. Arend WP, DayerJM. Cytokines and cytokine inhibitors or antagonists in rheumatoid arthritis. Arthritis

Rheum. 1990;33:304-315.
31. Moser R, Schleiffenbaum B, Groscurth P, Fehr J. lnterteukin 1 and tumor necrosis factor stimulate

human vascular endothelial cells to promote transendothtial neutrophil passage. J Clin Invest.
1 989;83:444-455.

32. James MJ, Cleland LG. Dietary n-3 fatty acids and therapy for rheumatoid arthritis. Semin Arthritis
Rheum. 1997;27:85.97,

HAWAII MEDICAL JOURNAL, VOL 58. MAY 1999

130



33. Shapiro JA, Koepsell TD, Voigt LF et al. Diet and rheumatoid arthritis
in women: a possible protective effect of fish consumption. Epidemi
ology. 1996:7:256-263.

34. Linos A, Kaklamanis E, Kontomerkos A et at. The effect of olive oil and
fish consumption on rheumatoid arthritis—a case control ctudy. Scand
J Aheumatol. 1991;20:419-426.

35. Kremer JM, Bigauoetfe J, Michalek AV, et at. Effects of manipulation
of dietary fatty acids on clinical manifestations of rheumatoid arthritis.
Lancet. 1985:1(8422)1 84-187.

36. Krerner JM, Jubiz W, Michalek A, et al. Fish-oil fatly acid supplernen
tation in active rheumatoid arthritis. A double-blind, controlled, cross
over study. Ann Intern Med. 1987;106:497-503.

37. Magaro M, Altomonte L, Zoli A, et al. Influence of diet with different lipid
composition on neutrophil chemiluminescence and disease activity in
patients with rheumatoid arthritis. Ann Rheurn Dis. 1988;47:793-796.

38. Van der Tempel H, Tulleken JE, Limburg PC et al. Effects of fish oil
supplementation in rheumatoid arthritis. Ann Rheurn Dis. 1990:49:76-
80.

39. Tulleken JE, Limburg PC, Muskiet FA, Van Rijswijk MH. Vitamin E
status during dietary fish oil supplementation in rheumatoid arthritis,
Arthritis Rheum. 1 990;33:141 6-1419.

40. Kremer JM, Lawrence DA, Jubiz W et al. Dietary fish oil and olive oil
supplementation in patients with rheumatoid arthritis. Clinical and
immunologic effects. Arthritis Rheum. 1990;33:810-820.

41. Nielsen GL, Faarvang KL, Thomsen BS at al. The effects of dietary
supplementation with n-3 polyunsaturated fatty acids in patients with
rheumatoid arthritis: a randomized, double blind trial. EurJClln Invest.
1992:22:687-691.

42. Skoldtam L, Borjesson 0, Kjallman A, Seiving B, Akesson B. Effect of
six months of fish oil supplementation in stable rheumatoid arthritis. A
double-blind, controlled study. ScandJRheumafat 1 992;21 :178-185.

43. Espersen GT, Grunnet N, Lervang NH at al. Decreased interieukin-1
beta levels in plasma from rheumatoid arthritis patients after dietary
supplementation with n-3 polyunsaturated fatty acids. Clin Rheumatot.
1992; 11:393-395.

44. Kjeldsen-Kragh J, Lund JA, Ruse T et al. Dietary omega-3 fatty acid
supplementation and naproxen treatment in patients with rheumatoid
arthritis. J AheumaloL 1992;19:1531-1536.

45. Lau CS, Morley KD, Belch JJ. Effects of fish oil supplementation on non
steroidal anti- inflammatory drug requirement in patients with mild
rheumatoid arthritis—a double-blind placebo controlled study. Br J
Rheumatol. 1993;32:982-989.

46. Geusens P, Wouters C, Nijs J, Jiang Y, Dequejer J. Long-term effect of
omega-3 fatty acid supplementation inactive rheumatoid arthritis. A 12-
month, double-blind, controlled study. Arthritis Rheum 1994;37:824-
829.

47. Kremer JM, Lawrence DA, Petrillo GF et al. Effects of high-dose fish oil
on rheumatoid arthritis after stopping nonsteroidal antiintlammatory
drugs. Clinical and immunecorrelates. Arthritis Rheum. 1995;38:1 107-
1114.

48. Fahrer H, Hoetlin F, Lauterburg BH at al. Diet and fatty acids: can fish
substitute for fish oil? Clin Exp Rheumatol. 19919:403-406.

Artwork by

Chin Endo,

La Pietra

student

Let our 6th grade
girls show your 5th grade

girls what learning can be
Take a peek at the animated
learning environment with
make-n-take art, science and
technology projects. Super Sixth
Grade Sunday for prospective
applicants, January 24th,
3:30 to 530.

2933 Poni Moi Road — Phone 922-2744
(at the base of Diamond Head)



ALOHA
LABORATORIES, I NC.

eLCtuS E4 of £PatIofoy
CAP Accredited Laboratory

Surgical Pathology

Dermatopathology

C&

Frozen Sections

Intraoperative Consultations

David M. Amberger, M.D.

2036 Hau Street Honolulu, Hi 96819

(808) 842-6600 Fax: (808) 848-0663
_________ Visit our website at http://www.hits.net

At the Mauna Kea Resort, we

recommend a daily round of golf

on two championship courses.

We also advise world-class dining,

two of Hawaii’s best beaches, and the

shared amenities of a timeless resort.

When it comes time for your meeting,

we offer spectacular indoor and out

door settings, state-of-the-art facilities,

and a professional staff to assist you

with your special needs. To find out

how we can make your next meeting

unforgettable, call 1-800-735-1111.

HAPUNA BEACH PRINCE HoTEL
wwwhapunabeachprincehoteLcom

*
(1J(J1 eC€I (3EPCH HOTEL

www.maunakeabeachhotel.com

HAWAII PRINCE HOVEL WAIRIKI MAUI PRINCE HO,EL

BEACH PRINCE HOTELaMAUNA CEO REACH HOTEL

PRINCE RESORTS HAWAII

Introducing
Hawaii Internet Technology Solutions

324 Kamani Street, Suite 200 5924200 Ofc I 592-8220 Fax

Honolulu, HI 96813 email mak@hits.net

The Internet Service Provider Of Choice For
HMA Members.

• Unlimited Access
• Webpage Design
• Website Hosting
• Class Instruction
• Computer Repairs



we understand that whether you’re traveling on
r pleasure, every minute counts. We want you A I1$
t you can always depend on our professional
aff to get you on your way fast. We tEY

ba1 qou

...and a free rental day
is right around the corner, with Avis.

-- Ali’i Club members can receive a free rental day after only four
ils, special kama’aina rates and special bonus offers. And you’ll also be
d to receive Preferred service that lets you go “non-stop” from your
o your car bypassing lines and additional paperwork at over 900 Avis

s worldwide.

uçroni
Notjust once, bt

fora lIfetime

The National Cancer

Institute has free booklets

about breast cancer screening.

To order these publications,

call NCI’s Cancer Information

Service at 1-800-4-CANCER

(1-800-422-6237). Persons

with TfY equipment,

dial 1-800-332-8615.

Avin featuren GM cam.
1999 Avt Rent A Can Syutem. Inc.

http://rex.nci .nih.gov

Skin cancer can kill you. But it’s much
more likely to disfigure you. Every year,
thousands of Americans lose chunks of
their skin to the disease. Noses. Ears.
Eyebrows. So examine your skin regularly
for warning signs. If you find anything
bleeding, crusting or not healing, see
your dermatologist. For more information
on how to identify skin cancer, call
1-888-462-DERM, or visit www.aad.org.

AMERICAN ACADEMY OF DERMATOLOGY



News and Notes Henry N. Yokoyama MD

Life in These Parts...
Retired Doctor Lives Aloha

Soft spoken ‘Native Hawaiian’, Charman Akina
grew up in Honolulu, graduated from Punahou
and Stanford and practiced plush medicine with
the Honolulu Medical Group for 30 years...

Answering an inner call, Charman retired 6
years ago joined the Waimanalo Health Center as
an unpaid volunteer who even made house calls.
“I thought it was time to practice medicine in a
predominantly Hawaiian community, because
we’re always hearing about the poor health statis
tics on Hawaiians. I wanted to come to a place that
wasn’t a “squeaky wheel” — some place that had
needs in terms of medical staff and medical
care...Coming from a big clinic environment to a
rural environment is a real change, but it really
rounds out my career and it’s been very educa
tional.”

Mabel Spencer, one of the clinic founders says,
“Charman’s patients love him and many fol
lowed him from the Honolulu Medical Group.
He’s the only doctor I know who lets them call
him at home — and that’s too much, if you ask
me.”
(Dear Lord...Please make more of us in the image

of Charman Akina...)

Life In These Parts...
Myron Shirasu ran into former fellow QMC

resident Joe Bautista several years ago and they
exchanged news about their families...

Myron: “My daughter is now in Yale.”
Joe: “Oh my! What did she do?”
Myron elucidated: “Yale — not Jail.”

Only in Hawaii, eh?
“One of my new medical assistant students

took a very nice history on a patient and wrote:

‘The patient received KIMO THERAPY two

years ago.”
(Norman Goldstein)

Potpourri...
(From Isaac Asimov’s Treasury of
Humor)

Mrs. Moskowitz and Mrs. Finkelstein met for
the first time after a long separation, and inquiries

as to status and health at once arose.
“Tell me, Mrs. Finkeistein,” said Mrs.

Moskowitz, “How is your sister Sadie?”
“Oh Sadie, poor Sadie”, moaned Mrs.

Finkeistein, “She has cancer.”
Whereupon Mrs. Moskowitz said consolingly,

“Listen. Cancer, shamancer — as long as you’re

healthy.

It was rough ocean crossing and Mr. James was
suffering the tortures of the damned. He was
leaning over the rail, retching miserably, when a
kindly steward patted him on the shoulder.

“I know sir,” said the steward, “that it seems
awful, but remember, no one ever died of seasick
ness.”

Mr. Jones lifted his green countenance to the

steward’s concerned face and said, “For Heaven’s
sake, man. Don’t say that. It’s only the wonderful
hope of dying that’s keeping me alive.”

Smith met Jones in the clubhouse one day and
said, “I understand you experienced great tragedy
last week.”

Jones sipped his drink and nodded, his eyes
growing dark with the memory.

“I was playing a twosome with Brown,” he
said, “and the poor fellow dropped dead on the
9th hole.”

Smith said, “I understand you carried him back

to the clubhouse. That must have been difficult,
considering he weighed two hundred pounds.”

James said, “Oh, it wasn’t the carrying that was

so hard. It was putting him down at every stroke

and picking him up again.”

Three buddies died in a car crash and went to
Heaven for orientation. St. Peter asked, “When

you’re in your caskets and friends and family are
mourning you, what would you like to hear them
say about you?”

“I would like to hear them say that I was a fine

doctor and a great family man,” the first one
replied.

“I would like to hear that I was a wonderful
school teacher who made a difference in childrens’
lives,” said the second.

“And I, the last fellow said, “would like to hear

them say, ‘Look he’s moving!”
(From Playboy Apr ‘99)

Medical Tid Bits....
Re Colon Cancer Prevention?

Physicians from St. Luke’s Roosevelt Hospital
Center in New York reported at the American
Association for Cancer Research annual scien

tific meeting in April that ASA with Statins may

cut down colon cancer risk...

Re Pancreatic Cancer Therapy
Virulizin (an immune system booster derived

from cow bile) shows promise in early testing
against pancreatic cancer. Dr. Channian Liu of
the University of Nebraska presented data on
preliminary testing of Virulizin on 26 patients

who had failed to respond to Eli Lilly’s Gemzar.
Their average survival was just over six months,

but there were some interesting glimmers. One
patient is still alive 22 months later and in another
patient, tumor that had spread to the liver com
pletely disappeared, though the patient eventually
died of cancer in the lung.

Potpourri IL...
(Milton Berle’s humor)

The rural doctor came out to the farm to check
on the farmer’s wife. Upon arrival, the doctor felt
thirsty. He walked over to the well to bring up
some cool water, but slipped and fell in. The

moral is that the doctor should take care of the

sick and leave the well alone...

Doctor: You should live to be eighty.
Patient: I’m eighty five.
Doctor: See - what did I tell you.

An elderly lady fills out the registration form in
the doctor’s office. After the address, the form
asks for “Zip.” She writes, “Not bad for my age.”

Q: What do fishermen and hypochondriacs
have in common?

A. They don’t really have to catch anything to
be happy.

Q: What’s the difference between an English

actuary and a Sicilian actuary?
A: The English actuary can tell how many

people are going to die next year. A Sicilian
actuary can give you their names.

Condensation of the medical
article: “Vulnerable Plaque; The
Future of Heart Disease”
by Associated Press reporter,
Daniel Haney...(Star.Bulletin Jan
12, 1999)

channels account for 15% of MI’s
while vulnerable plaques account for 50%. Vul
nerable plaques are soft and squishy. The plaques
break off and form clots which block one of the
three main coronary arteries...This explains a.
Why MI’s occur in people in peak health b. Why
CABG and angioplasty do not prevent MI’s and
c. Why STATINS decrease the risk of Mi’s
without improving coronary flow.

The vulnerable plaque is an unseen danger
(angiograms only show blockage and not the
plaque.) Plaques usually grow outward into the
arterial wall instead of into the arterial lumen.
“By the time you see an irregularity on angiogram
(ie the first little 25% narrowing, over 85% of the
artery is atherosclerotic” (Cleveland Clinic’s
Steven Nissen) “Not all plaques are alike” (Frank

Kologie — Armed Forces Institute of Path) Soft
plaque: cholesterol ester; Hard plaque: crystal
line cholesterol.

The Process: Soft plaques are caused by injury
to the arterial wall (ie l-ITN, smoking, high cho
lesterol) The body confuses this cholesterol plaque
with infection and sends WBC’s which in turn

produce tissue factor and generates a large clot.
The clot comes in contact with blood and
metalloproteinase which eat away at the fibrous

cap. Our hormonal surge needed to face the day
can break the vulnerable plaque. Mechanical
forces can easily disrupt this plaque. While a

rupturing plaque can lead to a heart attack, most
of the time nothing happens. It seems that plaques
break all the time and those that trigger heart
attacks are the unlucky exception.

Statins have already proven to be a true break
through in cardiac protection. For people at high
risk, statins reduce the chance of heart attack and
death by more than 50% and even in healthy

people with normal cholesterol by 20%. The

statins probably draw out the soft cholesterol
leaving the plaque firmer, more stable and less

inflamed, but not necessarily smaller.
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Conference Notes...
“Late Life Depression” L. Jaine Fitten,
Chief, Geriatric Psychiatry, UCLA Sch
of Med, Apr 2 QMC Aud

Introduction:
a. Depression among elderly wide spread
h. Serious illness in its own right
c. Occurs in context of medical illness
d. Frequently under diagnosed
e. Eminently treatable.

Prevalence of Depression:
a. 10% of individuals in elderly community
h. 17-37% of primary care elderly
c. 50.60% of elderly in nursing homes

Medical Conditions a/c Depression:
a. Medications: steroids, cimetadine. anti

hypertensives, NSAID’s, sedatives, digitalis.
alcohol, opiates, cocaine

b. CNS Disease: neurodegenerative disease, CVA
c. Heart Disease: Post MI, CHF
d. Collagen-Vascular: RA. SLE, TA
e. Endocrine: Hypothyroidism. Cushings
f. Neoplasm: pancreas, lung, breast
g. Renal Disease: dialysis

Causes & Effects of Late Life Depression:

Medical &
Neurologic
Diseases

Disability
-,

Psychological
Stress

Genetics

Suicidc rate in U.S. Overall: 12/100,000
Older Caucasian males: 67.5/100,000

Diagnosis: DSM IV Suby types
- Major Depression: Uncomplicated; Melan
cholic: Psycohotic; single episode/recurrent
- Dysthymia
-Minor Depression
-Brief & Recurrent
-Mixed anxiety-depression

Major Depression (5 or more of the following
symptoms over 2 weeks)

-Depressed mood or loss of pleasure or interest
- Plus:
a. Change in appetite or wtg.
h. Insomnia or hypersomnia
c. Psychomotor retardation or agitation
d. Feeling of worthlessness or guilt
e. Difficulty thinking, concentrating or decid

ing
f. Recurrent death thoughts or suicidal feelings

Causes & Effects of Late Life
Depression
Clues to Depression:
I. In Primary Care: a. Help seeking complaints h.

Frequent calls & visits c. High utilization of

service
2. In-Hospital Patients: a. CABG. hip Fx, Ml.

Stroke b. Delayed recovery c. Treatment re
fused d. Discharge problem

3. In-Nursing Home Patients a. Apathy, with
drawal, isolation b. Failure to thrive c. Agita
tion d. Delayed rehabilitation

Barriers to Dx:
a. Disorder itself
b. The patient
c. The provider
d. Health care system

Improve Recognition:
a. High index suspicion
b. Follow up clues with screening questions: Are

you sad? Sleeping poorly’? Do you worry too
much? What have you enjoyed doing lately’?

c. Talk to relatives & other professionals
d. Use screening instruments: eg CES-D, GDS

Treatment:
a. Pharmacologic
b. Psycho therapy
c. Electroconculsive therapy
d. Combination

Goals of Treatment:
a. Decrease & resolve depressive Sys
b. Restore psychosocial function
c. Prevent relapse or recurrence
d. Relieve excess disability
e. Help patients accept medical therapies
f. Ease adaptation to irreversible loss

STEPS:
(Factors to consider in antidepressant selection)
a. Safety - Drug interaction
b. Tolerability - Acute and long term
c. Efficiency - Onset action, therapy & prophy

laxis, activity in sub population
d. Payment - Cost effectiveness,
e. Simplicity

Side Effects E Antidepressive therapy:
1. CNS Effects a. Activation b. Sedation
2. GI Side Effects: Weight gain, Weight loss
3. Sexual dysfunction
4. Cardiovascular: HTN
5. Others: Dry mouth, Sweating

Pharmacotherapy: Agents relevant to
elderly:
I. Tricyclics: Nopramine (Desipramine)
Notriptyline (Pamelar)
2. Triazolopyridines: Trazadone (Desyrel)
Nefezodine (Serzone)
3. MAOIs: Nardil Parnate
4. SSRIs: Prozac, Paxil, Zoloft, Celexa
5. snri/SDRI2:Effexor. Wellbutin

Prozac: 1987... anxiety & insomnia; appetite
suppresion

Paxel: sedating (esp nursing home pts); xs seda
tion in frail pts: sexual dysfunction

Zoloft: less sedating

Celexa: 10 yr experience in Europe; esp geriatric

pts; safe agent; well tolerated by geriatric pts;
doesn’t block liver enzymes

Dosing:
l.Tricyclics: a. Nortriptyline: Start lO-25mghs;
60- 250mg/cc b. Desipramine: Start 10-25mg hs:
115mg/cc
SSRI’s Start
Prozac I Orng/d
Paxil I Omg/d
Zoloft 25rngId
Celexa lOmg/d

Common Errors in Primary Care:
a. Anxiolytics used as primary or sole drug
h. Use of amitriptyline: imipramine or doxapine
c. Failure to monitor outcome
d. Failure to monitor side effects and compliance
e. Underdosing
f. Failure to consider drug interactions
g. Early discontinuation
h. Polypharmacy
**Prozac interferes with conversion of codeine
to morphine

Pharmacokinetics:
- Absorption
- Distribution
- Clearance — metabolism

Referral:
I. Problem in DX

a. compliance, unclear presentation
b. Depression mixed E dementia, etoh,

benzodiazepam
c. Severe or psychotic depression
d. Suicide risk

2. Problems in Therapy
a. Unable to tolerate first line Rx
b. Unresponsive to Rx

Conclusions:
- Late life depression is widespread
- Strongly ale mental illness
- It is a serious illness
- It is eminently treatable
- Proper treatment and management require time
and skill

Potpourri Ill...
A man walked into a drug store and asked the
pharmacist if he had something to cure hiccups.
The pharmacist promptly reached out and slapped
the fellow’s face.
“What did you do that for?” the man asked.
“Well, you don’t have the hiccups any more, do
you?”
“No, but out in the car my wife still does.”

Two guys sat down for lunch in the office cafete
ria. “Hey, what happened to Pete in pay roll?”
one asked.
“He got this harebrained notion he was going to
build a new kind of car” his co-worker replied.
“How was he going to do it?”
“He took an engine from a Pontiac, tires from a
Chevy, seats from a Lincoln, hub caps from a
Caddy and well, you get the idea.”
“So what did he end up with?”
“Ten years to life.”
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Maintenance
ID - 6Omgid
20 - 6Omg/d
50 - 250me/d
20 - 60 mg/d

Anxioiytics, etoh,

Cognitive
Impairment

Disability

Medical sxs

Healthcare
utilization
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Manager
Working Parent

Student...

Classified Notices
To place a classified notice:

HMA members—Please send a signed and type
written ad to the HMA office. As a benefit of member
ship, HMA members may place a complimentary one
time classified ad in HMJ as space is available.

Nonmembers.—Please call 536-7702 for a non-
member form. Rates are $1.50 a word with a minimum
of 20 words or $30. Not commissionable. Payment
must accompany written order.

Office_Space

Pearl City Business Plaza.— Tenant Improvement
Allowances for Long Leases; 680+ sq ft; 24-hr security;
free tenant/customer pkg; Gifford Chang 581-8853
DP, 593-9776, 531-3526.

Ala Moana Bldg.— PHYSICIANS WANTED to share
space and supportservices. Interest in physical rehab.
preferred. We have unique time-share arrangements
starting at one half-day per week. Run your practice
with no fixed overhead. Contact Dr. Speers, REHA
BILITATION ASSOCIATES, 955-7244.

Locum Tenens

Locum Tenens Available.—BOARD CERTIFIED
FAMILY PRACTICE, 15 years caring clinical experi
ence in Hawaii. Office coverage. Own MIEC policy.
Fee flexible. Please call Deborah C. Love MD: Home
Oahu: (808) 637-8611; Cell Ph: (808) 295-2770.

Part-Time

Physician Needed.—PART-TIME PHYSICIAN needed
for primary care practice in Kalihi and Waipahu. Com
petitive salary. Great opportunity. Call Mele at 845-
9754 or Ofelia at 671-3911.

Part-Time Physician.—THE HONOLULU MILITARY
ENTRANCE PROCESSING STATION needs a physi
cian to do medical examinations on applicants for the
Armed Forces. MD or DO any specialty. Must have a
valid current medical license. NO MALPRACTICE
INSURANCE NEEDED. IDEAL FORARETIRED PHY
SICIAN. Call John Kustermann MD at 471-8725, Ext.
228.

I www.ama-assn.org I
— — — — — — — — — ._ —

Home Page to the wor’d

of medicine.

hma-assn@aloha.net
E-mail the Hawaii Medical Association

Women and Heart Disease
An1ericdIi1fciit

Why coronary heart disease is a major health problem for women:

• As women approach menopause, their risk of
heart disease increases and continues to rise
with aging.

• Women with diabetes have 3 to 7 times the
risk of heart disease as men.

• Fewer women than men are quitting smoking.

• About 44% of women 55 to 64 have high
blood pressure.

01999, American Heart Association

Are YOU trying to fit similar roles into your
busy schedule?

Hawaii Pacific University’s Weekend MBA
makes it possible to manage your career
and family, and to pursue an MBA.

HPU is the right place!

“1 never thought! would
be able tofind the time

to earn my MBA. Now,
afterjust 18 montbs,
I have the degree
that! always
wanted.”

Jack Manirn, Manager.
Pear!harbor Sb4yard



— Patient Care Conference —

Herbal Psychotropics
Enrico G. Camara, MD, FAPM

May 4, 1999 4:30 — 5:30 p.m.
Doctors Dining Room

LEARNING OBJECTIVES
At the conclusion, participants should be able to:

• Understand the basic biochemistry of valerian, kava, and
St. John’s wort as it relates to their psychoactive properties.

• Identify those patients for whom these agents may have a
therapeutic role in clinical management.

• Describe risks, side effects and possible interactions with
each other and with prescription drugs.

— Ophthalmology Conference —

Unusual Retinal Vein Occlusions
Sherman Valero, MD

May 20, 1999 5:00 - 6:00 pm.
Queen’s Medical Center Imaging Classroom

LEARNING OBJECTIVES
At the conclusion, participants should be able to:

• Describe branch and central vein occlusions.
• Evaluate and measure unusual causes for these disease

processes.
• Manage vein occlusions medically and surgically.

— Friday Noon Conference —

Latex Allergy As It Affects
Health Care Providers

Carl W Lehman, MD

May 21, 1999 12:30 — 1:30 p.m.
Doctors Dining Room

LEARNING OBJECTIVES
At the conclusion, participants should be able to:

— Describe the epidemic increase of natural rubber latex allergy
during the past 12 years and how to reverse the trend.

— Manage a hospital to be safe for personnel and patients with
latex allergy.

• Recognize the seriousness of natural rubber latex allergy to
personnel and patients.

— Patient Care Conference —

An Update on Medicine in Hawaii
Jared Acoba; Rudy de Alday, MD; Dan Canete, MD;

Fort Elizaga, MD; Reuben Guerrero, MD; Keith Kamita;
Robert Pang, & Vince Wong

May 29-30. 1999 1:30 — 5:00 pm.
Turtle Bay Hilton

LEARNING OBJECTIVES
At the conclusion, participants should be able to:

• Understand practice guidelines for routine health mainte
nance screening.

• Summarize the regulatory issues surrounding the proper and
legitimate prescribing of opioids for the management of pain.

• Recognize the role of cosmetic pharmaceuticals in improving
the appearance of aging skin.

• Review the clinical uses or indications of low molecular
weight heparin.

Please call Fran Smith at 522-4471 for more Information.

Join us in the quest
for continued

medical excellence.

You are invited to attend...

Join your Straub colleagues as we strive for
continuing medical excellence.

Straub Clinic & Hospital, Inc. is accredited by
the Hawaii Medical Association to sponsor
continuing medical education for physicians.

Straub designates this educational activity
for a maximum of one credit hour in
Category 1 of the Physician’s Recognition
Award of the American Medical Association.
Each physician should claim only those
hours of credit that he/she actually spent in
the educational activity.

Straub
When it really matters
VisIt Straubs homepag at http’/wwss.strauhhea1th.com



• The Weathervane Russell T. stodd MD 

Nothing is So Deceptive of a Man's Statistics, Expect 

a Woman's Figure. 
Most eye surgeons consider it the standard of practice to advise patients 

not to wear their contact lenses overnight. Corneal infections from that 

virulent, ugly bug Pseudomonas aeruginosa occur not rarely in patients 

who wear their lenses constantly. Now Bausch & Lomb has claimed a 

breakthrough with a lens called Pure Vision that is safe to wear to bed. B&L 

claims the lens is the result of lOy ears research to produce a soft lens of new 

material that allows more oxygen to reach the cornea while absorbing water. 

The lens is more comfortable and is approved by the Food and Drug 

Administration for one-week nonstop wear. "It's certainly going to be 

much safer than existing products," according to the B&L director of 

clinical research. However, after just two weeks of promotion, B&L was 

sued by Johnson & Johnson who alleges that the lens superiority claims 

were not substantiated. J&J claims that the clinical trial demonstrated "no 

statistically significant differences" from their own AcuVue lens. Sounds 

like another make-work project for the attorneys. 

A Moralist is One Who Wants You to Live Life His 
Way. 

The anti-abortion website called "The Nuremberg Files" was successfully 

sued for the sum of $109 million by various plaintiffs, including Planned 

Parenthood. A Federal jury decided that calling doctors baby butchers, 

posting pictures of physicians, providing their home addresses, information 

about their children, and even phone numbers, incited people to violence. 

By their action the jury limited the scope of constitutionally protected free 

speech, but the jury saw the posted messages on the website as a "hit list." 

The message is that physicians should not have to live in fear of violence. 

Three doctors on the list have been killed by anti-abortion terrorists. 

If God had not Meant for us to Procrastinate, He 
Wouldn't Have Created Infinity. 

Our fearless (feckless?) Republican leaders should jump on the bipartisan 

Congressional report to fix Medicare proposed by Breaux (D.La.) and 

Thomas (R.Ca.lif.). The plan would save money by gradually raising the 

eligibility age from 65 to 67. Also, it would allow people to join the existing 

Medicare plan or they could use a premium allowance to purchase private 

coverage. It would provide prescription drug coverage for those who cannot 

afford their medications. The report is less than perfect (latest news is the 

plan is dead), but much better than the Clinton/Gore intent of merely 

dumping an additional $700 billion in taxes into a program that isn't 

working. The Breaux proposal would fold Parts A and B into one plan 

(YES!), offer targeted premium allowances to the poorest seniors and 

encourage purchase of private insurance. The key to saving Medicare is to 

create a genuine health care market in which people can decide where, 

whether and how much to spend on their own medical care. 

What Really Hurt Humpty Dumpty was not the Fall, 

but his HMO Said the Surgical Care was not Medi· 

cally Necessary. 
The American Medical Association is pushing for legislative language 

that will protect patients from the arbitrary decision of insurers to deny 

payment based upon "not medically necessary." The AMA claims that 

patients must be given the right to appeal such decisions to an independent 

reviewer with clinical expertise of the proposed treatment. The scoundrels 

who lobby for the insurance industry are fighting the language claiming that 

it will raise health care costs, reduce quality and lead to increases in health 

care fraud! Doctors are being painted as black-hat types and "fraud and 

abuse would increase in the private sector if significant deference were to 

be conferred upon providers." Take a few minutes and contact our 

Washington people in support of the AMAin this pure patient protection 

issue. 

Nothing is so Bad that It Can't Get Worse. 
And yet another insurance insult - The Supreme Court recently sup­

ported a Pennsylvania court which ruled that workers-compensation medical 

payments may be withheld during a review to determine if they involve 

reasonable and necessary medical treatment. Every medical care provider 

knows that insurance companies find any excuse to lengthen the "float" and 

avoid paying their bills in a timely manner. If a claim isn't perfectly clean 

it will be delayed or returned for additional data, or faulted for improper 

numbers, or challenged for whatever. Doctors and hospitals must provide 

emergency care in a prompt and comprehensive manner or be subject to 

penalty, but no similar time constraint applies to insurance providers. 

Business and insurance interests claim the Supreme Court decision will help 

control health-care costs. Yeah, right! Thanks a lot, Judge. 

Some People Smoke Between Meals, Others Eat 
Between Smokes. 

Patricia Henley began smoking at age 15, and now at age 53 she suffers 

from inoperable lung cancer. Her suit against Philip Morris (Marlboro) 

blames the tobacco company because she became addicted before there was 

any warning about health risks. The California jury awarded her $1.5 

million for medical costs, pain and suffering, and ordered Philip Morris to 

cough up( exhale?) $50 million in punitive damages. Legal experts consider 

the case as a marker for additional individual lawsuits despite the settlement 

of state Medicaid cases. For personal injury attorneys the tobacco industry 

must appear like a giant mother lode. 

There are Two Things that Never Live Up to the Ads­

Sin and Circuses. 
Those creative advertising people who bring you slick offerings for 

Viagra the impotence drug and Claritin for allergy, have embarked on a 

campaign to sell cataract surgery. Allergan will place ads for six months in 

Time, Newsweek, Reader's Digest and Modern Maturity, among others, to 

inform seniors about the benefits of cataract surgery, but specifically the 

implant maker wants to plug into that market with their new multifocal 

device. The American Academy of Ophthalmology estimates that about 13 

million Americans have age- related lens opacities, but as every ophthal­

mologist knows that doesn't mean they all need or would accept an 

operation. Moreover, the ads come at a time when HCFA is increasing 

scrutiny of high volume procedures and Medicare contractors and HMOs 

are cooling toward requests for cataract surgery. 

I Have Nothing to Say, and I'm Going to Say it Just 

Once. 
In the private practice of medicine, a day's loss of income cannot be 

regained. Not merely is there loss of several hundred dollars income, but 

employee benefits and wages, rent, utilities, security and answering services 

all go on. In a solo medical practice, a holiday costs at least $900, which 

explains why the median for medical practices is six paid holidays per year. 

Some doctors offer as many as eleven, and eleven holidays a year costs a solo 

practicioner about $10,000 per annum. 

We're not Attempting to Circumcise the Rules. 
(Professional football coach) 

Worried about when to conceive your child? Get on-line with 

Babycenter.com The website lists dates of the Super Bowl, the World 

Series, the Final Four, NBA finals, the Nascar and Indy 500, etc., and then 

provides information on how to plan the conception of your offspring so you 

will not fear missing some special event. The idea was originally pitched 

as a joke, but sports nuts took it seriously. During Super Bow I week, the site 

attracted over I ,000 visitors per day. 

Addenda 
•Z• DUI history- On September 10, 1897, the world's first drunk driver 

drove his electric car through the entrance of a building in London. 

•:• NASA spent $200,000 for a sanitary napkin disposal for women 

astronauts in 1992, and it's money well spent. 

•:• It is easy to enjoy opera- everything but the music. 

Aloha and keep the faith - rts • -HAWAII MEDICAL JOURNAL. VOL 58. MAY 1999 
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ATACAND. 
GET THE 
POWER. 

• Powerful BP reduction 
@ the starting dose 

• First line for 
hypertensive patients 

• Convenient once-daily 
dosing for 24-hour 
BP reduction 

• Usual starting dose: 
16 mg once daily 

Si ·. '\ 
. \ kt; ~OJ~ 

-~ 
~ Once-A-Day ~® 

ulacanu 
CA NDcSAnA N CllcXCTi l 

Please see adjacent brief summary of Prescribing Information. 

-- ------------,... 
~-----, 

. ' 
Retemces: 1. Rei1 M. 'M'lit£ WB. Fa{Jlr1 TC. ~ al Effects of~ c.i~! in patients 
lll1'tt! ~yslemic hypertension. Nn J CJrdiol. 1998:82~1-965_ 2. Farsang C. Kawecka·Jasza K, 
L.an~nJ. et al . Arohypertrosi've 5feds and tolerability ol C'Jfl00sartaf1 ci!em1!. ~il~ne. ~ 
:he!J tcmt:inat!Oil NTJJHyperfros.1~7; 10:&1A Abstrac:lli13. 3. Frant.tH . An!J~ffl 
!'lleds ~ c:<<le<..art»d~il. er-laldplacebo. J itmH)vertens 1(/J7.11(•-WI1i.S61-S62. 

.-.\STir.-..:. 
~ ~tro Phormoceuti<:ok-. 

<f~ Manufactured under the license 
from Takeda Chemical Industries, Ltd. 

© 1998 Astra Pharmaceuticals, LP 
All rights reserved. 159055 12/98 

BRIEF SUMMARY 
Belore prescribing, please see full Prescribing Information for ATACAND. 

!uSE Ill PREGIIAIICY I 
1 ~~n uud in pregnancy during the ncond and llllnt trimesters, 

drugs that act directly on the renin-angiotensin system can cause 
! Injury and even death to the developing fetus. When pregnancy is _ 
I detected, ATACAND should be discontinue<! as soon as possrble. See i 
~N-'NGS. FetaVNeonatJI Morbidity and Mortality ____ _ ______ j 

ATACAND" (candesartan cilexetil) was effective in reducing blood pres­
sure regardless of race. atthough the effect was somewhat less rn blacks 
(usually a low-renin population). 

COIITRAIIDICATIOIIS: ATACAND is contraindicated in patients who 
are hypersensitive to any component of this product 

WARIIIIIGS: Feta/;7i8oRatBI Marllidify and Mof111//ty: Drugs that act 
directly on the renin-angiotensin system can cause fetal and neooatal 
morbidity and death when administere<l to pregnant women. Several 
dozen cases have been reported in the world lrterature in patients who 
were taking angiotensin converting enzyme inhibrtor.; _ When pregnancy 
is detected. ATACAND should be discontinue<! as soon as possible. 
The use of drugs that act directly on the renin-angiotensin system during 
the second and third trimesters of pregnancy has been associated with 
fetal and neonatal injury, including hypotension. neonatal skull 
hypoplasia, anuria, rever.;ible or irreversible renal failure, and death. 
Oligohydramnios has also been reporte<l , presumably resulting from 
decrease<! fetal renal function; oligohydramnios in this selting has been 
associated with fetal limb contrnctures, craniofacial deformation, and 
hypoplastic lung developmenf. Prematurity. intrauterine growth retarda­
tion, and parent ductus arteriosus have also been reported. although it is 
not clear whether these occurrences were due to exposure to the drug. 
These adverse ettects do not appear to nave resu tted from intrauterine 
drug exposure that has been limrted to the first trimester. Mothers whose 
embryos and fetuses are exposed to an angiotensin II receptor antago­
nist only during the first trimester shou ld be so informed. Nonetheless. 
when patients become pregnant, physicians should have the patient 
diSC<Jntinue the use of ATACAND as soon as possible. Rarely (probably 
less often than once in every thousand pregnancies). no aHernative to a 
drug acting on the renin-angiotensin system will be found. In these rare 
cases, the mother.; should be apprised of the potential hazards to their 
fetuses, and serial uHrasound examinations should be periormed to 
assess the intra-amniotic environment If oligohydramnios is observed, 
ATACAND should be discontinued unless rt is considered lffe saving for 
the mother. Contraction stress testing (CSD. a nonstress test (NSD. or 
biophysical profiling (BPP) may be appropriate. depending upon the 
week of pregnancy. Patients and physicians should be aware, however, 
that oligohydramnios may not appear until after the fetus has sustaine<l 
irrever.;ible injury. Infants with histories of in utero exposure to an 
angiotensin II receptor antagoniSt should be closely observed for 
hypotension, oliguria, and hyperl<alemia. ~ oliguria occur.;, attention 
should be directed toward support of blood pressure and renal pertusion. 
Exchange transfusion or dialysis may be requi red as means of reversing 
hypotension and/or substituting for disordered renal function. There is 
no clinical experience with the use of ATACAND in pregnant women. Oral 
doses ~ 1 o-mg candesartan cilexetili1<g/day administered to pregnant rats 
during late gestation and continued throngh lactation were associated 
with reduced survival and an increased incidence of hydronephrosis in 
the offspring. The 1 Q-m!)l1<g/day dose in rats is approximately 2.8 times 
the maximum recommended daily human dose (MRHD) of 32 mg on a 
mg/m' basis (comparison assumes human body weij)ht of 5Q kg). 
Candesartan cilexetil given to pr09nant rabbits at an oral dose of 3 
m!)l1<g/day (approximately 1.7 times the MRHD on a mg/m' basis) 
caused maternal toxicity (decreased body weight and death) but, in 
surviving dams, had no adverse effects on fetal survival, fetal weight or 
on external. visceral, or skeletal development No maternal toxicity or 
adverse effects on fetal development were observed when oral doses up 
to 1000-mg candesartan citexetili1<g/day (approximately 138 times the 
MRHD on a mglm' basis) were administered to pregnant mice. 
Hyputenslon In Volume- and Saff-O.p/sted I'B/111/s: In patients with an 
activated renin-angiotensin system. such as volume- and/or satt­
depleted patients (e.g., those being treated with diuretics). symptomatic 
hypotension may occur. These condrtions should be correcte<l prior to 
administration of ATACAND. or the treatment should start under close 
medical supervision. If hypotension occurs. the patienfs should be 
placed in the supine posrtion and.~ necessary, given an intravenous infu­
sion of normal saline. A traosienf hypotensive response is not a 
corrtraindi<:ation to further treatment which usually can be continued 
without difficulty ooce the bfoo(l pressure has stabiliZe<!. 

PRECAUTIOIIS: Glllllmll: lmpa/mJ RIJIIal FBIICtlon: As a conse­
quence of inhibiting the renin-angiotensin-aldosterone system. changes 
in renal function fll<lY be anticipated in susceptible ind<viduals treated 
with ATACAND. In patienfs whose renal function may depend upon the 
activity of the renin-angiotensin-aldosterone system (e.g., patients with 
severe congestive heart failure). treatment with angiotensin converting 
enzyme inhibrtors and angiotensin receptor antagonists has been associ­
ated with oliguria andlor prOQressive azotemia and (rarely) with acute 
renal failure and/or death. Similar results may be anticipated rn patients 
treated with ATACAND. In stu<fies ot ACE inhibrtor.; in patiems with unilat­
eral or bilateral renal artery stenosis. increases in serum creatinine or 
blood urea nitrogen (BUN) have been reported. There has been no long­
term use of ATACAND in pahents with unilateral or bilaternl renal artery 
stenosis, but similar results may be expected. lllfrJrrmJUon lrJr I'Btlenls: 
Pregm!nq: fllfll<lle patients of childbearing i!jle sllould be told about the 
consequenc.s of second- and third-trimester exposure to drugs that act 
on the renin-angrotensrn system. and they should also be told that these 
conSCQueoces do not appear to have resulted from intrauterine drug 
exposure that has been limite<! to the first trimesfer. These patients 
should be aske<l to report pregnancies to their pllysicrans as soon as 
possible. Drug Interact/Oil$: No significant drug rnteractions have been 
reporte<l in studies of candesartan cilexetil given with other drugs such as 
glybunde, niledrprne. digoxin, wartarin. hydrochlorothiazide. and oral 

contraceptiives in healthy volunteer.;_ Because candesartan is not metab­
olized by llle cytochrorne P450 system and has no effects on P450 
enzymes. interactions with drugs that inhibit or are metabolized by, 
those enzymes would not be expected. Prwgnancr: Pmgn•ncr 
Categortrn C (first trimester) and 0 (second and thirtl trimester.;). See 
WARNINGS. Fell!VNeonatJI Morbidity and Morlillity. Nun;/ng Mothers: ~ 
is not known whether candesartan is excreted in human milk. but 
candesartan has been shown to be present in rat milk. Because of the 
potential for adverse eftects on the nur.;ing infant, a decision should be 
made whether to diSC<Jntinue nursing or discontinue the drug, taking into 
a=unt the importance of the drug to the mother. Pediatric Use: Safety 
and effectiveness in pediatric patients have not been estlblishe<l. 
Geriatric Use: 01 the total number of subjects in clinical stu<fies of 
ATACAND' (candesartan cilexetil). 21% were 65 and over. while 3% were 
75 and over. No overall differences in safety or effectiveness were 
observed betWeen these subjects and younger subjects, and other 
reporte<l clinical experience has not idenfified differences in responses 
betWeen the elderly and younger patients, but greater sensitivity of some 
older individuals cannot be ruled oul In a placebo-controlle<l trial of 
about 200 elderly hypertensive patients (ages 65 to 87 year.;), adminis­
tr.rtion of candesartan cilexetil was weU tolarated and lowere<l blood 
pressure by about 1216 mmHg more than placebo. 

ADVERSE REACTIOIIS: ATACAND has been evaluated for safety in 
more than 3600 patientslsubjocts, inciu<fing roore than 3200 patients 
treafe<l for hypertension. About 600 of these patients were studied for at 
least 6 months and about 200 for more than at least 1 year. In general. 
treatment with ATACAND was well tolerated. The overall incidence of 
adverse events reported with ATACAND was similar to placebo. The rate 
of withdrawals due to adverse events in all trials in patients (7510 total) 
was 3.3% (i.e ., 108 ot 3260) of patients treated with candesartan cilexetil 
as monotherapy and 3.5% (i.e ., 39 of 1106) of patients treate<l with 
placebo. In placebo-controlle<l trials. discontinuation of therapy due to 
clinical adver.;e events occurred in 2.4% (i.e .. 57 of 2350) of patients 
treate<l with ATACAND and 3.4% (i.e .. 35 of 1027) of patients treated with 
placebo. The most common reasons for discontinuation of therapy with 
ATACAND were headache (0.6%) and dizziness (0.3%). The adverse 
experiences that occurre<l in placebo-controlled clinical trials in at least 
t% of patients treate<l with ATACAND and at a higher incidence rn 
candesartan cilexetil (n=2350) than placebo (n=1027) patients included 
back pain t3% vs. 2%). dizziness (4% vs. 3%), upper respiratory tract 
infection (6% vs. 4%), pharyngitis (2% vs. 1%), and rtiinltis (2% vs. 
1%). The following adverse experiences occurre<l in placeb<xontrolle<l 
clinical trials at a more tllan 1% rate but at about the same or greater inci­
dence In patients receiving placello compared to candesartan cilexetil: 
fatigue, peripheral edema. chast pain, headache. bronchitis, conghing. 
sinusitis, nausea, abdominal pain, diarrhea, vomiting, arthralgia. albu­
minuria. Other potentially important adverse events that have been 
reported, whether or not attnbuted to treatment, with an incidence of 
0.5% or greater from the more than 3200 patients worldwide treated with 
ATACAND are listed below. It cannot be determined whether these events 
were causally related to ATACAND. Body a. a WlroiB: asthenia. fever; 
Cllltral ilnd f'ertp/1sf»l NBrwll1s Sy#sm: paraestliesia, vertigo; 
GntrolniiJslfnal Sy#sm OlsoniiJr: dyspepsia, gastroenteritis; Hutt 
R1ll8 ilnd Rhythm 0/sonJtlrr: tachycardia, palpitation; Memboltc ilf1lf 
Nutrttlonal Dn«r~Bts: creatine phosphokinase increased, hyper­
glycemia. hypertriglycerldemla, hyperuricemia; Mflruloskelefal 
Sy#sm 0/ron/m: myalgia; PIIIBIBI/BIIJ8ll/ng-Cifllllnl IJisonlm: 
epistaxis; Psyr/1/atrtt DiiDniMs: anxiety, depression, somnolence; 
/le$plrll0f)' s,mm 0/$tNtJin;: dyspnea; Skin 8RII Appsnhgos 
O/$tNtJI11: rash. sweating increased; l1lfRIIy Sptsm IJisMrlm: hema­
turia. Other reported events seen less frequently included angina 
pectoris. myocardial infarction, and angioedema. Adverse events 
occurred at about the same rates in men and women, older and younger 
patients, and black and nonblack patients. LaboratrJry Tlllt Rnd/ngs: In 
controlle<l clinical trials. clinically importanf changes in standard labora­
tory parameter.; were rarely associated with the administration of 
ATACAND. Creatinine. 8/ood Urea Nitrogen: Minor increases in blood 
urea nitrogen (BUN) and serum creatinine were observed infrequently. 
Hyperuriremia: Hyperuricemia was rarely found (19 or 0.6% of 3260 
patients treate<l with candesartan cilexetil and 5 or 0.5% of 1106 patients 
treated with placebo). Hemoglobin and Hematocrit: Small decreases in 
hemoglobin and llernatocrit (mean decreases of approximately 0.2 
grams/dl and 0.5 volume percent, respectively) were observed in patients 
treate<l with ATACAND alone but were rarely of clinical importaoce 
Anemia. leukopenia, and thrombocytopenia were associate<! with wrth­
drawal of one patient each from clinical trials. Potlssium: A small increase 
(mean increase of 0. t mEQIL) was observed in pat~nts treate<l with 
ATACAND alone but was rarely of clinical importal1ce. One patient from a 
congestive heart failure trial ~~s withdrawn for hyperkalemia (serum 
potassium = 7.5 mEQIL). This patient was also receiving spironolactone. 
Liver Function Tests: Elevations of liver enzymes andlor serum bilirubin 
were observed infreQuently. Five patients assigned to candesartln cilaxetil 
in clinical trials were withdrawn because of abnormal liver chemistries. All 
had elevated transaminases. Two had mildly elevated total bilirubin, but 
one of these patients was diagnosed with Hepatitis A 
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INTRODUCING 
ATACAND. 

A NEW SIGN 
OF POWER IN 

BP REDUCTION. 

Please see accompanying brief summary of 
Prescribing Information on adjacent page, including 
boxed WARNING regarding use in pregnancy. 

A new angiotensin II receptor blocker [ARB] with 
power @ every dose 
• New once-daily ATACAND has significant power to reduce blood pressure 

(BP) at the 16-mg starting dose. And a dosage increase to 32 mg leads to an 

even greater reduction in BP' 

• ATACAND delivers effective BP reduction when compared to amlodipine 

at the starting doses and to enalapril (at doses of 10 mg enalapril, 

Bmg ATACAND) v 

• The most common adverse events that occurred with ATACAND in 

placebo-controlled clinical trials with an incidence greater than placebo 

were URI (6% vs 4%), dizziness (4% vs 3%), and back pain (3% vs 2%). 

Exhibits a potent and long-lasting effect @ 
the AT~ receptor site* 
• ATACAND gets@ the site where angiotensin II causes vasoconstriction. 

• ATACAND stays@ the site, where its antihypertensive effect is not 

overcome by angiotensin II. 

Prescribe new ATACAND tablets-and Get the Power! 

Once-A-Day ~® /NEWatacanu 
USE IN PREGNANCY: When used in pregnancy 
durin~ the second and third trimesters, drugs that 
act d1rectly on the renin-angiotensin system can 
cause injury and even death to the developing fetus. 
When pregnancy is detected, ATACAND should be discontin­
ued as soon as possible. See WARNINGS, Fetal/Neonatal 
Morbidity and Mortality. 

CANDcSA~TAN CllcXcTil 

GET THE POWER~ 
Volume and/ or salt depletion should be corrected 
prior to administering ATACAND or symptomatic 
hypotension may occur. 

*The relationship between receptor site affinity and 
clinical effect is unknown. 
ATACANO is a registered trademark of Astra AB. 159050 12/98 

To contact your local Professional Representative 
please call 1-800-523-3255 

Deborah Luckett X4648 
Pam Tsuzaki X4647 
Mike Ocasek X5216 


