
Second Nature

r

sek'and na'char. An acquired habit
so deeply ingrained as to be auto-
matic and part of a persons nature.

Second nature comes from ease
of use.

To become a second-nature tool,
an object must possess certain
qualities.

Simplicity. Functionality.
Portability.

They are part and parcel of many
tools that make our life easier and
better.

Tools such as the GLUCOSCAN™
3000 Personal Blood Glucose Meter.

Simple
. Everything

' jl can be
, Jr learned, but

1 simple things
are learned more easily. Almost every-
one knows how to use a paper clip.

The GLUCOSCAN 3000 Meter
has precisely the kind of simplicity
that invites easy learning.

Like the simple procedure. The
simple two-touch operation. Or the
permanent factory calibration that
does away with both unnecessary
steps and operator errors.

The faster the learning, the easier
your training job. And the greater
the likelihood of continued use.

The GLUCOSCAN one-minute
test and dry-blot procedure make
compliance sure and simple.

And when your patients comply,
you can feel confident with their
treatment program.

Functional
Functional tools work small miracles
every day. Using a pencil has
become second nature to the degree
that its brilliant, functional design
is taken for granted.

The GLUCOSCAN 3000 Meter
can become just such a tool for your

patients. It is packed with
functional features that
make testing easy and
appropriate for ever)'
lifestyle.

Like the Memory Bank™
Data Log that auto-
matically stores your
patient's last 29 test
readings.

Or the largest,
easiest-to-read digital
display in glucose
monitoring. The only j
adjustable volume m
control. The longest -,
battery life. And ~
the longest meter
warranty—three
full years —
included free
of extra
charge.

Portable
Cumbersome objects stay home.
Compact ones go places. When we
wear a wristwatch, we always know
the time no matter where we are.

Equally, with the GLUCOSCAN
3000 Meter, your patients can test
their blood sugars
virtually anywhere,
because the
GLUCOSCAN
3000 Meter is the
smallest one
available.

But of
what use
is a small
meter if all
the other
testing
supplies
are not
readily at
hand? The unique,
truly pocket-portable GLUCOSCAN

case holds everything required for
on-the-go monitoring: Individually
foil-wrapped GLUCOSCAN Test Strips,
PENLET™ Automatic Blood Sampling
Pen, GLUCOSCAN Lancets, and, of
course, the GLUCOSCAN Meter itself.

GLUCOSCAN 3000
GLUCOSCAN 3000 is more than just
another meter. It's an important
part of life for many people.

Some say it's second nature.

Discover how blood glucose
testing can become second nature
with the GLUCOSCAN 3000 Personal
Blood Glucose Meter. Call us
toll-free for the name of your nearest
Authorized LifeScan Distributor:
Nationwide (800) 227-8862; in
California (800) 982-6132.

Also available in the econom-
ical GLUCOSCAN 2000 model
(Memory Bank not included).

ItiFEScnn inc.
^ ^ ^ Mountain View, CA 94043

© 1986 LifeScan Inc.
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GLUCOSCAN
Meters
Easiest to start with.
Easiest to stay with.



Derata Corporation
7380 32nd Avenue North
Minneapolis, MN 55427 26th June 1986

Dear Sirs:

I want to tell you what a wonderful feeling it is not
to have to inject myself twice a day with needles anymore.

As a Registered Nurse, I spent my professional life
injecting others, not having any concept of the real
effect it had on the patient who was being inj ected.
About a year ago, I was diagnosed as having Insulin
Dependent Diabetes. I was sure that I knew all about
injections. From the first to the last one, I was
panicked, and hurt, bruised and bleeding. It is so much
easier to give than to receive injections!!!!

I have had my Medi-Jector for a while now, and after I got
the hang of it with the assistance of your professional
people, I would never want to see another needle. Thank
you for such a marvellous invention.

I wish more Nurses and Physicians were more familiar with
it. I certainly will do my best to make people aware of it.
If I can be of help to any new people in this area, I would
be delighted to demonstrate my Medi-Jector.

Thank you for making life a little easier each day.

Sincerely

WilliamC. Nagle, R.N., M.Sc , C.N.A.

Medi-Jector® for needle-free insulin
injection...if you think its just a gimmick,
you're missing the point.
Medi-Jector® just might be the means to get poorly
controlled diabetic patients to accept a more physi-
ologic insulin regimen, utilizing more frequent
injections. Additionally, insulin delivered via a
Medi-Jector obtains better dispersion, more rapid
absorption and causes less tissue trauma than with

a syringe. Medi-Jector really could be a better choice
for compliance, control and comfort.
For more information, please call 1-800-328-3074.
(Minnesota residents call 612-535-6765).

DERMA
P2/86 CORPORATION 7380 32nd Avenue, Minneapolis, MN 55427



FOR HYPERTENSIVE PAnENTS
INTOLERANT

OF BE1ABLOCKER THERAPY

CONSIDER

VASOTEC
(ENALAPRIL MALEATE MSD)

" a Brief Summary of Prescribing Information, please see the last page of this adve



For many hypertensive patients

YOU MAY CHANGE THE WAY YOUR



PATIENTS FELL

Usually tyo Interference
with Physical or Mental Activity
Certain subjective symptoms such as malaise and
drowsiness, which may interfere with physical or mental
activity, have not been characteristic of VASOTEC-a fact that
may be related to the specificity of action of VASOTEC on
the renin-angiotensin-aldosterone system.

Also, certain central effects, such as impairment of
memory, nightmares, or depression, have not been
characteristic of VASOTEC.

ACE* Inhibition That Favorably
Affects Certain Hemodynamic
Parameters in Many Patients
VASOTEC has a highly specific mode of action which acts on
the renin-angiotensin-aldosterone system - i t blocks ACE
from converting angiotensin I to angiotensin II, one of
the most potent vasoconstrictors known. For many
hypertensive patients, VASOTEC favorably affects certain
hemodynamic parameters: peripheral arterial resistance
is reduced with an increase in cardiac output and no
significant change in heart rate; sodium and water
retention are also reduced.

VASOTEC is contraindicated in patients who are hypersensitive to this
product.
Angioedema of the face, extremities, lips, tongue, glottis, and/or larynx
has been reported in patients treated with angiotensin-converting-
enzyme (ACE) inhibitors, including VASOTEC (0.2% of patients treated
with VASOTEC in clinical trials). In such cases, VASOTEC should be promptly
discontinued and the patient carefully observed until the swelling
disappears. Angioedema associated with laryngeal edema may be fatal.
Where there is involvement of the tongue, glottis, or larynx,
likely to cause airway obstruction, appropriate therapy,
e.g., subcutaneous epinephrine solution 1:1000 (0.3 mL to 0.5 mU
should be promptly administered (see ADVERSE REACTIONS).
Excessive hypotension was rarely seen in uncomplicated hypertensive
patients but is a possible consequence of enalapril use in severely salt/
volume-depleted persons, such as those treated vigorously with
diuretics or patients on dialysis. In using VASOTEC, consideration should
be given to the fact that another ACE inhibitor, captopril, has caused
agranulocytosis, particularly in patients with renal impairment or
collagen vascular disease, and the avaijable data are insufficient to show
that VASOTEC does not have a similar risk (see WARNINGS).
Discontinue therapy with a beta bjocker only in accordance with the
recommendations in the prescribing information for that product.

For a Brief Summary of Prescribing Information, please see the last page
of this advertisement.

*angiotensin-converting enzyme

FOR MANY HYPERTENSIVE PATIENTS
ONCE-A-DAY

VASOTEC
(ENALAPRIL MALEATE MSD)
IT MAY HELP CHANGE THE WAV YOU
MANAGE YOUR HYPERTENSIVE PATIENTS



(ENALAPR1L MALEATE MSD)
Contraindjcations: VASOTEC* (Enalapril Maleate, MSD) is contraindicated in patients who are
hypersensitive to this product.
Warnings: Angioedema: Angioedema of the face, extremities, lips, tongue, glottis, and/or larynx
has been reported in patients treated with ACE inhibitors, including VASOTEC. In such cases,
VASOTEC should be promptly discontinued and the patient carefully observed until the swelling
disappears. In instances where swelling has been confined to the face and lips the condition has
generally resolved without treatment, although antihistamines have been useful in relieving
symptoms. Angioedema associated with laryngeal edema may be fatal. Where there is
involvement of the tongue, glottis, or larynx, likely to cause airway obstruction,
appropriate therapy, e.g. , subcutaneous epinephrine solution 1:1000 (0.3 mL to 0.5
mL) should be promptly administered. (See ADVERSE REACTIONS.)
Hypotension: Excessive hypotension was rarely seen in uncomplicated hypertensive patients but
is a possible consequence of enalapril use in severely salt/volume-depleted persons such as
those treated vigorously with diuretics or patients on dialysis. (See PRECAUTIONS, Drug Interac-
tions and ADVERSE REACTIONS.) In patients with severe congestive heart failure, with or without
associated renal insufficiency, excessive hypotension has been observed and may be associated
with oliguria and/or progressive azotemia, and rarely with acute renal failure and/or death.
Because of the potential fall in blood pressure in these patients, therapy should be started under
very close medical supervision. Such patients should be followed closely for the first two weeks of
treatment and whenever the dose of enalapril and/or diuretic is increased.
If hypotension occurs, the patient should be placed in supine position and, if necessary, receive an
intravenous infusion of normal saline. A transient hypotensiye response is not a contraindication
to further doses, which usually can be given without difficulty once the blood pressure has
increased after volume expansion.
Neutropenia/Agranulocytosis: Another ACE inhibitor has been shown to cause agranulocytosis
and bone marrow depression, rarely in uncomplicated patients but more frequently in patients
with renal impairment, especially if they also have a collagen vascular disease. Available data from
clinical trials of enalapril are insufficient to show that enalapril does not cause agranulocytosis at
similar rates. Foreign marketing experience has revealed several cases of neutropenia or agranu-
locytosis in which a causal relationship to enalapril cannot be excluded. Periodic monitoring of
white blood cell counts in patients with collagen vascular disease and renal disease should be
considered.
Precautions: General: Impaired Renal Function: As a consequence of inhibiting the renin-
angiotensin-aldosterqne system, changes in renal function may be anticipated in susceptible indi-
viduals. In patients with severe congestive heart failure whose renal function may depend on the
activity of the renin-angiotensin-aldosterqne system, treatment with ACE inhibitors, including
VASOTEC, may be associated with oliguria and/or progressive azotemia and rarely with acute
renal failure and/or death.
In clinical studies in hypertensive patients with unilateral or bilateral renal artery stenosis,
increases in blood urea nitrogen and serum creatinine were observed in 20% of patients. These
increases were almost always reversible upon discontinuation of enalapril and/or diuretic therapy.
In such patients renal function should be monitored during the first few weeks of therapy.
Some hypertensive patients with no apparent preexisting renal vascular disease have developed
increases in blood urea and serum creatinine, usually minor and transient, especially when
VASOTEC has been given concomitantly with a diuretic. This is more likely to occur in patients
with preexisting renal impairment. Dosage reduction of VASOTEC and/or discontinuation of the
diuretic may be required.
Evaluation of the hypertensive patient should always include assessment of renal
function. (See DOSAGE AND ADMINISTRATION in complete Prescribing Information.)
Hyperkalemia: Elevated serum potassium (greater than 5.7 mEq/L) was observed in approxi-
mately 1% of hypertensive patients in clinical trials. In most cases these were isolated values
which resolved despite continued therapy. Hyperkalemia was a cause of discontinuation of therapy
in 0.28% of hypertensive patients. Risk factors for the development of hyperkalemia may include
renal insufficiency, diabetes mellitus, and the concomitant use of agents to treat hypokalemia. (See
Drug Interactions.)
Surgery/Anesthesia: In patients undergoing major surgery or during anesthesia with agents that
produce hypotension, enalapril may block angiotensin II formation secondary to compensatory
renin release. If hypotension occurs and is considered to be due to this mechanism, it can be
corrected by volume expansion.
Information for Patients:
Angioedema: Angioedema, including laryngeal edema, may occur especially following the first
dose of enalapril. Patients should be so advised and told to report immediately any signs or
symptoms suggesting angioedema (swelling of face, extremities, eyes, lips, tongue, difficulty in
breathing) and to take no more drug until they have consulted with the prescribing physician.
Hypotension: Patients should be cautioned to report lightheadedness especially during the first
few days of therapy. If actual syncope occurs, the patients should be told to discontinue the drug
until they have consulted with the prescribing physician.
All patients should be cautioned that excessive perspiration and dehydration may lead to an
excessive fall in blood pressure because of reduction in fluid volume. Other causes of volume
depletion such as vomiting or diarrhea may also lead to a fall in blood pressure; patients should be
advised to consult with the physician.
Hyperkalemia: Patients should be told not to use salt substitutes containing potassium without
consulting their physician.
Neutropenia: Patients should be told to report promptly any indication of infection (e.g., sore
throat, fever) which may be a sign of neutropenia.
NOTE: As with many other drugs, certain advice to patients being treated with enalapril is war-
ranted. This information is intended to aid in the safe and effective use of this medication. It is not
a disclosure of all possible adverse or intended effects.
Drug Interactions:
Hypotension: Patients on Diuretic Therapy: Patients on diuretics and especially those in whom

diuretic therapy was recently instituted may occasionally experience an excessive reduction of
blood pressure after initiation of therapy with enalapril. The possibility of hypotensiye effects with
enalapril can be minimized by either discontinuing the diuretic or increasing the salt intake prior to
initiation of treatment with enalapril. If it is necessary to continue the diuretic, provide medical
supervision for at least one hour after the initial dose. (See WARNINGS and DOSAGE AND
ADMINISTRATION in complete Prescribing Information.)
Agents Causing Renin Release: The antihypertensive effect of VASOTEC* (Enalapril Maleate,
MSD) is augmented by antihypertensive agents that cause renin release (e.g., diuretics).
Other Cardiovascular Agents: VASOTEC has been used concomitantly with beta-adrenergic-
blocking agents, methyldopa, nitrates, calcium-blocking agents, hydralazine, and prazosin with-
out evidence of clinically significant adverse interactions.
Agents Increasing Serum Potassium: VASOTEC may attenuate potassium loss caused by thia-
zide-type diuretics. Potassium-sparing diuretics (e.g., spironolactone, triamterene, oramiloride),
potassium supplements, or potassium-containing salt substitutes may lead to significant
increases in serum potassium. Therefore, if concomitant use of these agents is indicated, they
should be used with caution and with frequent monitoring of serum potassium.
Pregnancy-Category C: There was no fetotoxicity or teratogenicity in rats treated with up to
200 mg/kg/day of enalapril (333 times the maximum human dose). Fetotoxicity, expressed as a
decrease in average fetal weight, occurred in rats given 1200 mg/kg/day of enalapril, but did not
occur when these animals were supplemented with saline. Enalapril was not teratogenic in rabbits.
However, maternal and fetal toxicity occurred in some rabbits at doses of 1 mg/kg/day or
more. Saline supplementation prevented the maternal and fetal toxicity seen at doses of 3 and
10 mg/kg/day, but not at 30 mg/kg/day (50 times the maximum human dose).
There are no adequate and well-controlled studies in pregnant women. VASOTEC should be used
during pregnancy only if the potential benefit justifies the potential risk to the fetus.
Nursing Mothers: It is not known whether this drug is secreted in human milk. Because many
drugs are secreted in human milk, caution should be exercised when VASOTEC is given to a
nursing mother.
Pediatric Use: Safety and effectiveness in children have not been established.
Adverse Reactions: VASOTEC has been evaluated for safety in more than 10,000 patients,
including over 1000 patients treated for one year or more. VASOTEC has been found to be gener-
ally well tolerated in controlled clinical trials involving 2677 patients.
The most frequent clinical adverse experiences in controlled trials were: headache (4.8%), dizzi-
ness (4.6%), and fatigue (2.8%). For the most part, adverse experiences were mild and transient
in nature. Discontinuation of therapy was required in 6.0% of patients. In clinical trials, the overall
frequency of adverse experiences was not related to total daily dosage within the range of 10 to
40 mg. The overall percentage of patients treated with VASOTEC reporting adverse experiences
was comparable to placebo.

Other adverse experiences occurring in greater than 1% of patients treated with VASOTEC in
controlled clinical trials were: diarrhea (1.6%), rash (1.5%), hypotension (1.4%), cough (1.3%),
nausea (1.3%), and orthostatic effects (1.3%).
Clinical adverse experiences occurring in 0.5% to 1.0% of patients in the controlled trials or since
the drug was marketed include:
Cardiovascular: Syncope, orthostatic hypotension, palpitations, chest pain.
Nervous System: Insomnia, nervousness, paresthesia, somnolence.
Gastrointestinal System: Abdominal pain, vomiting, dyspepsia.
Renal: Renal dysfunction, renal failure, oliguria (See PRECAUTIONS and DOSAGE AND ADMIN-
ISTRATION in complete Prescribing Information.)
Other: Dyspnea, muscle cramps, hyperhydrosis, impotence, pruritus, asthenia.
Angioedema: Angioedema has been reported in patients receiving VASOTEC (0.2%). Angio-
edema associated with laryngeal edema and/or shock may be fatal. If angioedema of the face,
extremities, lips, tongue, or glottis occurs, treatment with VASOTEC should be discontinued and
appropriate therapy instituted immediately. (See WARNINGS.)
Hypotension: Combining the results of clinical trials in patients with hypertension or congestive
heart failure, hypotension (including postural hypotension and other orthostatic effects) was
reported in 2.3% of patients following the initial dose of enalapril or during extended therapy. In
the hypertensive patients, hypotension occurred in 0.9% and syncope occurred in 0.5% of
patients. Hypotension or syncope was a cause for discontinuation of therapy in 0.1% of hyperten-
sive patients. (See WARNINGS.)
Clinical Laboratory lest Findings:
Hyperkalemia: (See PRECAUTIONS.)

Creatinine, Blood Urea Nitrogen: In controlled clinical trials, minor increases in blood urea nitro-
gen and serum creatinine, reversible upon discontinuation of therapy, were observed in about
0.2% of patients with essential hypertension treated with VASOTEC alone. Increases are more
likely to occur in patients receiving concomitant diuretics or in patients with renal artery stenosis.
(See PRECAUTIONS.)
Hemoglobin and Hematocrit: Small decreases in hemoglobin and hematocrit (mean decreases of
approximately 0.3 g% and 1.0 vol%, respectively) occur frequently in hypertensive patients
treated with VASOTEC but are rarely of clinical importance unless another cause of anemia coex-
ists. In clinical trials, less than 0.1% of patients discontinued therapy due to anemia.
Other (Causal Relationship Unknown): Rarely, elevations of liver enzymes and/or serum bilirubin
have occurred.
In marketing experience, rare cases of neutropenia, thrombocytopenia, and bone
marrow depression have been reported. MSD
For more detailed information, consult your MSD representative or see Pre- M E R C K
scribing Information. Merck Sharp & Dohme, Division of Merck & Co., INC., S H A R F k
West Point, PA 19486 j6vsi2(406) DOHME



Register Early!
Avoid the Rush tor the

American
Diabetes
Association, Inc.

FORTY-SEVENTH ANNUAL MEETING
Indianapolis, Indiana

June 4-9,1987
Scientific Sessions: June 6-9,1987

Over 200 outstanding international diabetes physicians, researchers, and health educators will present recent clinical
and research findings at the Scientific Sessions of the American Diabetes Association's Forty-Seventh Annual Meeting.
Topics will be presented in a variety of formats—lectures, symposia, and poster sessions. Although the formal program
has not yet been prepared, some of the topics that will be presented will include:

Genetics and Etiology
Immunology
Hormone Synthesis, Secretion
Hormone Receptors
Hormone Action
Metabolism
Lipids, Lipoproteins

Clinical Diabetes
Vascular Complications
Nonvascular Complications
Clinical Physiology
Epidemiology
New Forms of Therapy

Health Care Delivery
Health Education
Home Monitoring
Psychosocial
Behavioral Medicine
Nutrition
Exercise

GENERAL INFORMATION
—47th Annual Meeting—

REGISTRATION
Registration forms must be accompanied by payment to be
processed. The registration fee for the program includes an
abstract program and admission to all scientific sessions
including lectures, technical exhibits, council meetings,
poster presentations, and complimentary social events.

Member, National
Professional Section
Non-member
Student, Housestaff

Pre-Registration

$60
$150
$20

Registration

$85
$175
$30

Students, housestaff and fellows must include certification
of their status. Students, housestaff and fellows will not be
registered between 7:00 a.m. and 9:00 a.m. on Sunday,
June 7. Spouse registration will admit spouses to commer-
cial exhibits and social functions only.

We will accept American Express, MasterCard and Visa.

Due to increased on-site registration costs, the Associa-
tion has increased the on-site registration fee.
Pre-registration at the discounted rates must be
received by the Association prior to May 20. Registra-
tions received before May 20 will be acknowledged.
Please contact the National Service Center if you do not
receive a confirmation.

CONTINUING MEDICAL EDUCATION CREDITS
In addition to updating yourself with current information on
diabetes care and management, you will also earn con-
tinuing medical education credit if you are a physician,
nurse or dietician.

BANQUET
The Annual Awards Banquet will be conducted on Satur-
day, June 6. A cocktail reception will begin at 6:30 p.m., din-
ner will follow at 7:30 p.m. and cocktails and dancing will
begin at 10:00 p.m. Tickets are $30.00. We invite you to
attend and celebrate with your colleagues who are being
honored for their work in research and care.

COUNCILS OF THE PROFESSIONAL SECTIONS
All council programs are scheduled for Saturday, June 6 at
8:30 a.m. Full council programs will be forwarded in April.
The Councils include:

Council on Diabetes in
Pregnancy

Council on Education,
Health Care Delivery
and Public Health

Council on Diabetes
in Youth

Council on Epidemiology
and Statistics

Council on Nutrition and
Food Sciences

FULL PROGRAM INFORMATION WILL BE FORWARDED IN APRIL WHEN IT BECOMES AVAILABLE.



Application form for the
47th ANNUAL MEETING & SCIENTIFIC SESSIONS

INDIANAPOLIS CONVENTION CENTER
JUNE 6-9, 1987

A. Applicant's Name

C. Professional Affiliation

D.

p ea!561Drintc ea

1

rly<ancIce>mf)letettleejnt rel orrn.

B. D M.D.
D Ph.D.

• Other

• R.N.
• R.D.

E.
Business
Address

G. City

J. Country (if other than the U.S.A.)

L. Spouse's Name (if accompanying)

H. State I I 1 I. Zip Code

K. Telephone

M7ADA2

Name will appear on badge as indicated below:

M.
N. • M.D.

• R.N.
• Ph.D. D Other
D R.D.

O. Specialty Area (check one):
a. Diabetes/

Endocrinology
b. Family Practice
c. Geriatrics
d. Internal Medicine

Nurse
e. Educator
f. Clinician

g. Nutrition

h. OB/GYN
i. Pediatrics
j . Pediatric Diabetologist
k. Pharmacology
I. Podiatry
m. Psychology
n. Public Health
o. Other

(Please indicate)

P. Type of Practice (check one):
a. Clinic
b. Corporate
c. Hospital
d. House Staff

Private Practice
e. Single
f. Group

g. Public Health
h. Research
i. Student
j . University
k. Other

(Please indicate)

R. Attended Previous Meetings S. Previous Meetings Attended
Yes No

T. Attending The Endocrine Society Meeting • Yes • No

1986 1985 1984

U. Registration Fee:
$60.00 Member, Professional Section (01)
$20.00 Student (03)
$200.00 New Physician Member ($60.00 for
registration fee; $140.00 for ADA Member-
ship) (05)

$150.00 Non-member (02)
$20.00Housestaff (04)
$140.00 New Health Care Professional
Member ($60.00 for registration fee; $80.00
for ADA Membership) (06)

V. Banquet ($30.00 each) (Indicate number of each type of ticket being purchased) #Fish #Beef

X. Total Payment Enclosed $.

SORRY, ADA CANNOT BILL YOU. ALL FEES MUST BE PAID IN ADVANCE AND MUST ACCOMPANY THE
REGISTRATION FORM.

Make checks payable to American Diabetes Association, Inc. and mail to:
47th Annual Meeting & Scientific Sessions

American Diabetes Association
National Service Center

1660 Duke Street
Alexandria, VA 22314

Y. I authorize you to charge the fee indicated on this form to my American Express, MasterCard or Visa credit card.
Note that the charge will appear on your bill as CompuSystems.

• American Express • MasterCard • Visa Card No.
(AE) (MC) (VC)

Expiration Date

Signature



A American
Diabetes
Association.

Annual Meeting & Scientific Sessions
Indianapolis Convention Center

Indianapolis, Indiana

Central Council: June 4-6,1987
Board of Directors: June 6,1987

Professional Councils: June 6,1987
Scientific Sessions: June 7-9,1987

Hotel Reservation Request
Complete and
mail this form to:

ADA Housing Bureau
One Hoosier Dome, Suite 100
Indianapolis, IN 46225

in
3 CM
CO CM

I*
a
to o
2 CL
o to
X C

ll
i

WO)
£ 6

o
Q

N o t e : Phone requests will not be honored until May 11,1987
(317-639-4282)

Hotel Preference:
It is necessary that you list the hotels in your order of preference.
Your first choice will be honored to the extent that the accommoda-
tions are available. See other side for list of hotels & rates.

If my choices are unavailable, please give preference to

price location

Confirmation of your hotel reservation will be received
directly from the hotel.

• ROOM APPLICATIONS WILL NOT BE PROCESSED
WITHOUT A DEPOSIT OF $50 IN U.S. CURRENCY.
The Housing Bureau will only accept checks or money
orders. Make checks payable to the ADA HOUSING
BUREAU. Deposits will be forwarded to the hotel that
you are assigned.

• Failure to notify the hotel of any change in arrival time or
room occupants may result in cancellation of your reser-
vation and loss of deposit.

• Make all changes and cancellations in writing directly
with the ADA Housing Bureau. International attendees
may make changes and cancel by phone.

• Do NOT send the housing request form to the Associa-
tion or it will delay the processing of your housing
request.

(5
E

(0

o
(0

Please type or print names of occupants.
(Confirmation will only be sent to individual below)

(Please bracket names of persons who will share a room.)

Type of
Accommodation
(see key below)

Date and time of
Arrival

Day Date
Departure

Day Date

Note:
• Supplementary list of names and dates may be attached to this

form.
• Names must be supplied for each room reserved.
• Reservations for suites must be made on separate application

which is available from the American Diabetes Association.

I plan to attend. . ADA Central Council
. ADA Scientific Sessions
. The Endocrine Society

Accommodation Key
Single (1 bed, 1 person)
Double (1 bed, 2 people)
Twin (2 beds, 2 people)
Triple (3 people)
Quad (4 people)

Please type or print

Confirm to:

Company Name:.

Street Address: .

City/State/Zip _

Country (if other than U.S.). Daytime Telephone.

ADA cannot guarantee requests for hotel accommodations received after May 11,1987.
Forms should be returned immediately.



Northeast & East Ar<
20 min.

Hotel Single Double Twin Suites
Additional

Person

1 Hyatt Regency Indianapolis1

One So. Capital Avenue
Main
Business Level +
Concierge Level +

$76
$90
$95

$ 88
$100
$110

$ 88
$100
$110

$190-$475 $15

2 Atkinson Hotel
Illinois at Georgia Street

3 Columbia Club
121 Monument Circle

4 Embassy Suites*
110 West Washington Street

5 Indianapolis Hilton
Meridian and Ohio Streets

Main
Tower Club+

6 Holiday Inn/Union Station
123 West Louisiana Street

Main
Train Car Rooms

7 Howard Johnsons
501 West Washington Street

$50

$60

$84

$69
$84

$65
$80

$51

$ 58

$ 66

$ 94

$ 83
$ 94

$ 75
$ 90

$ 57

$58

$ 66

$ 94

$ 83
$ 94

$ 75
$ 90

$ 61

$135-$175

$150

$250

$200

$135-$ 150

8 Indianapolis Athletic Club $57.50 $ 65 $ 65
350 No. Meridian Street

Busing will be provided Saturday-Tuesday from the hotels listed below:

9 MERIDIAN AREA
North Meridian Inn

1530 North Meridian

Sheraton Meridian
2820 North Meridian

10 AIRPORT AREA
Best Western

5860 Fortune Circle

Hilton Airport
2500 S. High School Road

Holiday Inn-Airport
2501 S. High School Road

$45

$53

$41

$60

$65

$ 49

$ 53

$ 46

$ 70

$ 65

$ 59

$ 53

$ 46

$ 70

$ 65

$125-$ 150

$150-$300

$ 85

$200-$275

$115

$ 8

$5-$9

$10

$10

$ 5

$ 6

$7

—

$ 5

$10

—

1 Headquarters Hotel
•Concierge services such as complimentary breakfast, newspapers, etc. Business level does not include evening cocktails.
"Rate includes breakfast and evening cocktails.

"Note—Exhibitors are limited to three rooms at the Hyatt Regency.
Due to limited rooms in the area, we cannot accept reservations for Tuesday, June 9 unless you are attending The Endocrine Society meeting.



AMERICAN DIABETES ASSOCIATION
LEISURE PROGRAM

ADA has made special arrangements to provide access to various siteseeing locations in the Indianapolis area for accompanying
family members and guests. In addition, the ADA will sponsor a hospitality desk in the exhibit hall to offer assistance in making dinner
reservations, travel assistance, etc.

SUNDAY, JUNE 7,1987
Program A: Connor Prairie Excursion

Step back into the past when you journey with us to Connor
Prairie Pioneer Settlement. In this open air museum, the year is
always 1836—just ask any of the costumed characters you
meet on the street or in the homes and businesses of this
typical Hoosier pioneer village. Become part of the experience
when you participate in a lesson in a one-room schoolhouse,
consult with the doctor or gossip at a quilting bee.

MONDAY, JUNE 8, 1987
Program C: Nashville and Columbus

Two communities in Southern Indiana are world reknown
for vastly different reasons. Nashville is an artists' colony:
rustic, quaint and rural. Columbus is mainstream modern, with
50 public building designed by Eero Saarinen, Harry Weese
and Edward Larabee Barnes and other reknown architects. A
guided tour is first and then free time for you to browse through
the shops, galleries and restaurants in Brown County before
our return.

Number of Total
Tickets Amount

Departure: 9:00 a.m. Return: 1:00 p.m.
COST: $23

Departure: 9:00 a.m. Return: 4:00 p.m.
COST: $32

TUESDAY, JUNE 9,1987
Program B: Indianapolis Landmarks

Three of the city's best known sites are featured in this tour—
Indiana State Capitol, Indianapolis City Market and the Indi-
anapolis Motor Speedway. A guided tour of the Capitol is
planned; next a tour of the city follows with a stop at the Indi-
anapolis City Market for lunch on your own at a variety of food
stands. A look at the Indiana Univerity-Purdue University cam-
pus precedes our journey to the famed Indianapolis Motor
Speedway. At the home of the Indy 500 we go round the famed
21/4 mile oval and tour the Hall of Fame Museum.

Departure: 10:00 a.m. Return: 1:00 p.m.
COST: $18

Please print or type

Last Name First Name.

Street Address

City. State/Province Zip Postal Code

Home Telephone Business Telephone. Country (if outside U.S.).

Amount Enclosed

Please mail this form with your check (U.S. bank) for the total amount to: Leisure Program
American Diabetes Association
1660 Duke Street
Alexandria, VA 22314

Your tickets will be waiting for you at the Tour Desk in the ADA registration area in the Indianapolis Convention Center. All registrations
must be received by May 25. A small number of tickets will be sold at the Tour Desk. NO REFUNDS ISSUED AFTER MAY 25. TOUR
BUSES WILL DEPART FROM AND RETURN TO THE MAIN ENTRANCE OF THE INDIANAPOLIS CONVENTION CENTER. We
reserve the right to cancel tours due to lack of minimum attendance.



SAVE MONEY & HELP ADA
DISCOUNTED AIRFARES AVAILABLE (30-40%)

When You Fly with ADA to Indianapolis

DELTA
AIR LINES

ADA Convention File HO113
CALL TOLL FREE: 1-800-241-6760

Meeting Name: American Diabetes Association
Meeting Date: June 1-12, 1987
Site: Indianapolis

Delta Air Lines, in cooperation with American Diabetes Association, is offering special rates
which afford a 5% discount off any Delta published round trip, fare* within the Continental U.S.
including San Juan. This includes Supersaver and other promotional air fares.

*Applicable restrictions must be met.

What if you don't qualify for a discounted fare?

For those passengers not qualifying for any published discounts, a 40% discount will be
offered on Delta's domestic system for travel to the meeting. This discount will be based on the
full non-discounted, round trip day coach rates. Seven days advance reservations and ticketing
will be required on this fare along with a maximum stay of 21 days.

To take advantage of all these discounts, follow these simple steps:

1. Call 1-800-241-6760, for your reservation 8:00 a. m.-8:00 p. m., Eastern Time—Daily.
REFER TO FILE NUMBER — H0113

or Have your travel agent call Delta's toll-free number to obtain the same advantages for you.

2. Travel within the Continental U.S. and San Juan only (30% discount is applicable for travel
from Honolulu and Montreal.)

These discounts are available only through Delta's toll-free number.
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ID MICRO-FINE III
Comfort*

The thinnest, finest, sharpest
needle ei/ermade!

No other Insulin Syringe can match it.
The more often you inject insulin, the more you'll

appreciate the remarkable B-D MICRO- FINE III needle.
MICRO-FINE IE doesn't mistreat your skin. Its finely-

polished and lubricated point injects so gently you hardly
feel it—if you feel it at all.

Perhaps that's why doctors, nurses and hospitals use—
and pharmacists recommend—B-D insulin syringes over
all other brands combined. No other syringe can match the
overwhelming professional endorsement of B-D quality and
reliability. B-D is in a class by itself.
New B-D LO-DOSE® 1/2cc Syringe Design

A new needle shield and plunger cap guarantee sterility.

Syringes can now be packed in convenient packs of ten,
without the need for bulky outer packaging.

Toil-Free Information Number
You can talk with a B-D Professional about the use

or performance of any B-D product. Just call toll-free
1-800-237-4554...9 a.m. to 5 p.m. (Eastern). Not for
emergency or medical information.

B-D~BFT7EWL
DIABETES CARE
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New GlucometefM
Diabetes Management System

easily defines blood glucose patterns
Through
Customized
Data Presentation
Glucofacts™
Data Management System
lets you review and analyze blood glucose
data to assess and manage diabetes control.
The system connects to Glucometer M
meter to provide accurate and current
information on each patient. Whatever
your background with computers, you'll
find this system powerful,
flexible and easy to use.

Five analysis displays
offer meaningful statis
tical analyses and
graphic pictures of
patient control.

The software is
compatible with
IBM PC computers.

Through
Immediate
Printouts
Glucofacts™
Data Printer
provides Glucometer M meter data even
when a personal computer is not avail-
able. It connects directly with the meter
and prints out meaningful statistical
and graphic information about patient
glycemic control, helping you recognize
patterns and make quicker decisions
about adjustments in patient regimens.

Four analysis printouts
provide useful statisti-
cal and graphic data.

To Help
Achieve Tighter
Control
Glucometer® M Blood Glucose Meter
allows patients to accurately record and
store up to 338 readings for a complete
chronological record between office
visits. Designed to interface with the
Glucofacts Data Management System
and/or printer, glucose readings are auto-
matically pictured in a complete series
of useful statistical reports and graphs.

Better Compliance
Comes from
Better Understanding
Use the Glucometer M system as a
teaching tool to graphically demonstrate
the relationship between patient's
actions and glucose patterns. Clearer
understanding
can help
many
patients
better
control
their
diabetes and
decrease complications.

For more information on Glucometer M
Diabetes Management System, please
contact your Ames representative.

Ames Division, Miles Laboratories, Inc.
P.O. Box 70, Elkhart, Indiana 46515

The first name in blood glucose monitoring.

Ames...the tradition continues

© 1987 Miles Laboratories, Inc. 440204



ERRATUM

We regret the omission of part of the sum-
mary from the article titled "Selective Unre-
sponsiveness of Pancreatic p-Cells to Acute
Sulfonylurea Stimulation During Sulfonylurea
Therapy in NIDDM" by J. H. Karam and as-
sociates. The complete summary appears
below.

SUMMARY
Patients with non-insulin-dependent diabetes
mellitus (NIDDM) who have chronic hypergly-
cemia lose acute incremental insulin responses
to glucose but are able to briskly respond to
other (J-cell secretagogues. To investigate
whether this is a defect specific for glucose or
represents a more general phenomenon, we mea-
sured the insulin responses to acute intravenous
tolbutamide in 10 obese patients with NIDDM
both before and during sulfonylurea therapy with
tolazamide. Comparable glycemia was achieved
with oral dextrose 2 h before intravenous testing.
To assess p-cell responsiveness to a nonsulfonyl-
urea secretagogue, 1 mg glucagon was adminis-
tered intravenously during tolazamide therapy.

In seven patients, the mean peak insulin incre-
ment 5 or 10 min after intravenous tolbutamide
was 54 ± 11 (jiU/ml when not receiving tolaza-
mide but was abolished (0.14 ±1 .3 pll/ml) with
tolazamide (P < .001), even though serum insulin
responded rapidly to intravenous glucagon. In
four patients tested for reversibility of their re-
fractoriness to intravenous tolbutamide during
chronic tolazamide therapy, the mean peak insu-
lin increment 1 wk after discontinuing tolazamide
was 79 ± 22 |xU/ml. A relatively rapid develop-
ment of refractoriness was documented in four
patients who were tested only 12 h after begin-
ning tolazamide therapy; the mean peak insulin
increments 5-10 min after intravenous tolbuta-
mide were undetectable ( -0.5 |xU/ml), yet re-
sponses to intravenous glucagon were evident.

In these NIDDM patients, exposure of pan-
creatic p-cells to sustained levels of sulfonyl-
ureas induces a reversible state of refractoriness
to acute stimulation with sufonylureas but not to
another secretagogue. This phenomenon has fea-
tures in common with the effect of sustained hy-
perglycemia on desensitization of the p-cell re-
sponse to intravenous glucose with implications
regarding the pathogenesis of NIDDM. Moreover,
it suggests that the insulinotropic effect of sul-
fonylureas might be more effective, particularly in
cases of NIDDM with "secondary failure" to
sulfonylureas, if these drugs are administered
either on an intermittent schedule or as "pulse"
therapy, using a form with a shorter duration of
action. Diabetes 35:1314-20,1986

Preserve
your copies of

DIABETES
CARE

slipcase binder

Custom-made for DIABETES CARE,
these journal slipcases and binders
turn back issues into a permanent
reference source. Bound in attractive
blue leatherette, and embossed with
gold lettering, each slipcase and
binder holds 1 year of DIABETES
CARE (6 issues plus supplement).
And each comes with gold transfers,
allowing you to personalize your
volume further. These durable, space
saving cases make affordable gifts as
well.
SLIPCASES: $7.95 each, three for $21.95, six
for $39.95 (measures: 11% x 8x/2 x 21/s")
BINDERS: $9.95 each, three for $27.95, six
for $52.95 (measures: 12% x 9*4 x 3*4 ")

MAIL TO: Jesse Jones Industries, Dept. DIAB-C
499 East Erie Avenue, Philadelphia, PA 19134
Please send cases; binders.
Enclosed is $ . Add $1 per item for Postage and Handling.
Outside U.S.A. add $2.50 per item (U.S. funds only).
Print Name

Address
No P.O. Boxes Please

City/State/Zip

PA residents add 6% sales tax

We also accept American Express, Visa, MasterCard and Diners
Club (for minimum orders of $15.00). Call TOLL FREE (charge
orders only) 1-800-972-5858, 7 days, 24 hours.

NOTE: Satisfaction guaranteed. Slipcase and binders are also available
for DIABETES & DIABETES FORECAST.
For information write:
American Diabetes Association,
1660 Duke St., Alexandria, VA 22314,
Attn: Circulation Dept. ^ ^ _ _ , ^

' AssociationA American
Diabetes
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captopril tablets

FOR MIID-TO-MODERATE HYPERTENSION

MORE PLUSES IN
HYPERTENSION-PLUS
As initial therapy,''' CAPOTEN can offer the vast majority of hypertensive patients
effective control while helping to maintain quality of life. Because of its distinctive
mode of action, the benefits of CAPOTEN can be extended to patients with
hypertension plus commonly coexisting disorders.

+DIABETES
CAPOTEN does not mask the
warning symptoms of hypo-
glycemia, unlike some beta-
blockers (in insulin-dependent
hypertensive diabetics).

+BRONCHO-
SPASTIC
PULMONARY
DISEASE
CAPOTEN rarely causes
bronchospasm, unlike
some beta-blockers.

+HEART
FAILURE
CAPOTEN improves
cardiac output, unlike
beta-blockers.

"Clearly, ACE inhibition is of special value clinically in hypertensive
patients with diabetes, obstructive lung disease, peripheral vascular
disease, asthma, or heart failure in whom beta-adrenergic blockade
poses recognized problems."'

MORE PLUSES FOR
MORE HYPERTENSIVE PATIENTS

Reference:
1. DiBianco R: Angiotensin converting enzyme inhibition: Unique and effective therapy for hypertension and congestive
heart failure. Postgrad Med 78(5): 229-248, 1985.

*Angiotension Converting Enzyme
tCAPOTEN may be used as initial therapy only for patients with normal renal function in whom the risk of neutropenia/

agranulocytosis is relatively low (1 out of over 8,600 in clinical trials). Use special precautions in patients with impaired renal
function, collagen vascular disorders, or those exposed to other drugs known to affect the white cells or immune response.
Evaluation of hypertensives should always include assessment of renal function. See INDICATIONS AND USAGE, WARNINGS,
and ADVERSE REACTIONS in the brief summary on the adjacent page.

m:
SQUIBB



CAPOTEN® TABLETS
Captopril Tablets

INDICATIONS: Hypertension-CAPOTEN (captopril) is indicated for the treat-
ment of hypertension. Consideration should be given to the risk of neutropenia/
agranulocytosis (see WARNINGS). CAPOTEN may be used as initial therapy for
patients with normal renal function, in whom the risk is relatively low. In patients
with impaired renal function, particularly those with collagen vascular disease,
captopril should be reserved for those who have either developed unacceptable side
effects on other drugs, or have failed to respond satisfactorily to drug combinations.
CAPOTEN is effective alone and in combination with other antihypertensive agents,
especially thiazide-type diuretics.

Heart Failure: CAPOTEN (captopril) is indicated in patients with heart failure who
have not responded adequately to or cannot be controlled by conventional diuretic
and digitalis therapy. CAPOTEN is to be used with diuretics and digitalis.

WARNINGS: Neutropenia/Agranulocytosis - Neutropenia (<1000/mm3) with
myeloid hypoplasia has resulted from use of captopril. About half of the neutropenic
patients developed systemic or oral cavity infections or other features of the syndrome
of agranulocytosis. The risk of neutropenia is dependent on the clinical status of
the patient:

In clinical trials in patients with hypertension who have normal renal function
(serum creatinine < 1.6 mg/dL and no collagen vascular disease), neutropenia has
been seen in one patient out of over 8,600 exposed. In patients with some degree of
renal failure (serum creatinine at least 1.6 mg/dL) but no collagen vascular disease,
the risk in clinical trials was about 1 per 500. Doses were relatively high in these
patients, particularly in view of their diminished renal function. In patients with
collagen vascular diseases (e.g., systemic lupus erythematosus, scleroderma) and
impaired renal function, neutropenia occurred in 3.7% of patients in clinical trials.
While none of the over 750 patients in formal clinical trials of heart failure
developed neutropenia, it has occurred during subsequent clinical experience. Of
reported cases, about half had serum creatinine > 1.6 mg/dL and more than 75%
received procainamide. In heart failure, it appears that the same risk factors for
neutropenia are present.

Neutropenia has appeared usually within 3 months after starting therapy, associated
with myeloid hypoplasia and frequently accompanied by erythroid hypoplasia and
decreased numbers of megakaryocytes (e.g., hypoplastic bone marrow and pancyto-
penia); anemia and thrombocytopenia were sometimes seen. Neutrophils generally
returned to normal in about 2 weeks after captopril was discontinued, and serious
infections were limited to clinically complex patients. About 13% of the cases of
neutropenia have ended fatally, but almost all fatalities were in patients with serious
illness, having collagen vascular disease, renal failure, heart failure or immunosup-
pressant therapy, or a combination of these complicating factors.

Evaluation of the hypertensive or heart failure patient should always
include assessment of renal function. If captopril is used in patients with
impaired renal function, white blood cell and differential counts should be evaluated
prior to starting treatment and at approximately 2-week intervals for about 3 months,
then periodically. In patients with collagen vascular disease or who are exposed to
other drugs known to affect the white cells or immune response, particularly when
there is impaired renal function, captopril should be used only after an assessment of
benefit and risk, and then with caution. All patients treated with captopril should be
told to report any signs of infection (e.g., sore throat, fever); if infection is suspected,
perform counts without delay. Since discontinuation of captopril and other drugs has
generally led to prompt return of the white count to normal, upon confirmation of
neutropenia (neutrophil count <1000/mm3) withdraw captopril and closely follow
the patient's course.

Proteinuria — Total urinary proteins >1 g/day were seen in about 0.7% of patients
on captopril. About 90% of affected patients had evidence of prior renal disease or
received high doses (>150 mg/day), or both. The nephrotic syndrome occurred in
about one-fifth of proteinuric patients. In most cases, proteinuria subsided or cleared
within 6 months whether or not captopril was continued. The BUN and creatinine
were seldom altered in proteinuric patients. Since most cases of proteinuria occurred
by the 8th month of therapy, patients with prior renal disease or those receiving
captopril at doses >150 mg/day should have urinary protein estimates (dip-stick on
1st morning urine) before therapy, and periodically thereafter.

Hypotension — Excessive hypotension was rarely seen in hypertensive patients but
is a possibility in severely salt/volume-depleted persons such as those treated vigorously
with diuretics (see PRECAUTIONS [Drug Interactions]).

In heart failure, where blood pressure was either normal or low, transient decreases
in mean blood pressure >20% were recorded in about half of the patients. This transient
hypotension may occur after any of the first several doses and is usually well tolerated,
although rarely it has been associated with arrhythmia or conduction defects. A
starting dose of 6.25 or 12.5 mg tid may minimize the hypotensive effect. Patients
should be followed closely for the first 2 weeks of treatment and whenever the dose of
captopril and/or diuretic is increased.

BECAUSE OF THE POTENTIAL FALL IN BLOOD PRESSURE IN
THESE PATIENTS, THERAPY SHOULD BE STARTED UNDER VERY
CLOSE MEDICAL SUPERVISION.
PRECAUTIONS: General: Impaired Renal Function, Hypertension —Some
hypertensive patients with renal disease, particularly those with severe renal artery
stenosis, have developed increases in BUN and serum creatinine. It may be necessary
to reduce captopril dosage and/or discontinue diuretic. For some of these patients,
normalization of blood pressure and maintenance of adequate renal perfusion may
not be possible. Heart Failure — About 20% of patients develop stable elevations of
BUN and serum creatinine >20% above normal or baseline upon long-term treat-
ment. Less than 5% of patients, generally with severe preexisting renal disease,
required discontinuation due to progressively increasing creatinine. See DOSAGE
AND ADMINISTRATION, ADVERSE REACTIONS [Altered Laboratory Find-
ings]. Valvular Stenosis —A. theoretical concern, for risk of decreased coronary perfu-
sion, has been noted regarding vasodilator treatment in patients with aortic stenosis
due to decreased afterload reduction.

Surgery /Anesthesia — If hypotension occurs during major surgery or anesthesia, and is
considered due to the effects of captopril, it is correctable by volume expansion.

Drug Interactions: Hypotension: Patients on Diuretic Therapy — Precipitous reduc-
tion of blood pressure may occasionally occur within the 1st hour after administration
of the initial captopril dose in patients on diuretics, especially those recently placed on
diuretics, and those on severe dietary salt restriction or dialysis. This possibility can
be minimized by either discontinuing the diuretic or increasing the salt intake about
1 week prior to initiation of captopril therapy or by initiating therapy with small
doses (6.25 or 12.5 mg). Alternatively, provide medical supervision for at least 1 hour
after the initial dose.

Agents Having Vasodilator Activity — In heart failure patients, vasodilators should
be administered with caution.

Agents Causing Renin Release — Captopril's effect will be augmented by antihypertensive
agents that cause renin release.

Agents Affecting Sympathetic Activity — The sympathetic nervous system may be
especially important in supporting blood pressure in patients receiving captopril
alone or with diuretics. Beta-adrenergic blocking drugs add some further antihypertensive
effect to captopril, but the overall response is less than additive. Therefore, use agents
affecting sympathetic activity (e.g., ganglionic blocking agents or adrenergic neuron
blocking agents) with caution.

Agents Increasing Serum Potassium — Give potassium-sparing diuretics or potassium
supplements only for documented hypokalemia, and then with caution, since they
may lead to a significant increase of serum potassium. Use potassium-containing salt
substitutes with caution.

Inhibitors of Endogenous Prostaglandin Synthesis — Indomethacin and other nonsteroidal
anti-inflammatory agents may reduce the antihypertensive effect of captopril, espe-
cially in low renin hypertension.
Drug/Laboratory Test Interaction: Captopril may cause a false-positive urine
test for acetone.
Carcinogenesis, Mutagenesis and Impairment of Fertility: Two-year studies
with doses of 50 to 1350 mg/kg/day in mice and rats failed to show any evidence of
carcinogenic potential. Studies in rats have revealed no impairment of fertility.
Pregnancy: Category C —There are no adequate and well-controlled studies in
pregnant women. Embryocidal effects and craniofacial malformations were observed
in rabbits. Therefore, captopril should be used during pregnancy, or for patients
likely to become pregnant, only if the potential benefit outweighs the potential risk to
the fetus. Captopril crosses the human placenta.
Nursing Mothers: Captopril is secreted in human milk. Exercise caution when ad-
ministering captopril to a nursing woman, and, in general, nursing should be interrupted.
Pediatric Use: Safety and effectiveness in children have not been established
although there is limited experience with use of captopril in children from 2 months
to 15 years of age. Dosage, on a weight basis, was comparable to that used in adults.
Captopril should be used in children only if other measures for controlling blood
pressure have not been effective.
ADVERSE REACTIONS: Reported incidences are based on clinical trials involv-
ing approximately 7000 patients.

Renal—About 1 of 100 patients developed proteinuria (see WARNINGS). Renal in-
sufficiency, renal failure, polyuria, oliguna, and urinary frequency in 1 to 2 of 1000 patients.

Hematologic — Neutropenia/agranulocytosis have occurred (see WARNINGS). Ane-
mia, thrombocytopenia, and pancytopenia have been reported.

Dermatologic — Rash (usually maculopapular, rarely urticarial), often with pruritus
and sometimes with fever and eosinophilia, in about 4 to 7 of 100 patients (depending
on renal status and dose), usually during the 1st 4 weeks of therapy. Pruritus, without
rash, in about 2 of 100 patients. A reversible associated pemphigoid-like lesion, and
photosensitivity have also been reported. Angioedema of the face, mucous mem-
branes of the mouth, or of the extremities in about 1 of 1000 patients — reversible on
discontinuance of captopril therapy. One case of laryngeal edema reported. Flushing
or pallor in 2 to 5 of 1000 patients.

Cardiovascular - Hypotension may occur, see WARNINGS and PRECAUTIONS
(Drug Interactions) for discussion of hypotension on initiation of captopril therapy.
Tachycardia, chest pain, and palpitations each in about 1 of 100 patients. Angina
pectoris, myocardial infarction, Raynaud's syndrome, and congestive heart failure
each in 2 to 3 of 1000 patients.

Dysgeusia — About 2 to 4 (depending on renal status and dose) of 100 patients
developed a diminution or loss of taste perception; taste impairment is reversible and
usually self-limited even with continued drug use (2 to 3 months). Gastric irritation,
abdominal pain, nausea, vomiting, diarrhea, anorexia, constipation, aphthous ulcers,
peptic ulcer, dizziness, headache, malaise, fatigue, insomnia, dry mouth, dyspnea,
cough, alopecia, and paresthesias reported in about 0.5 to 2% of patients but did not
appear at increased frequency compared to placebo or other treatments used in
controlled trials.

Altered Laboratory Findings: Elevations of liver enzymes in a few patients
although no causal relationship has been established. Rarely cholestatic jaundice and
hepatocellular injury with or without secondary cholestasis, have been reported. A
transient elevation of BUN and serum creatinine may occur, especially in volume-
depleted or renovascular hypertensive patients. In instances of rapid reduction of
longstanding or severely elevated blood pressure, the glomerular filtration rate may
decrease transiently, also resulting in transient rises in serum creatinine and BUN.
Small increases in serum potassium concentration frequently occur, especially in
patients with renal impairment (see PRECAUTIONS).

OVERDOSAGE: Primary concern is correction of hypotension. Volume expansion
with an I.V. infusion of normal saline is the treatment of choice for restoration of
blood pressure. Captopril may be removed from the general circulation by hemodialysis.
DOSAGE AND ADMINISTRATION: CAPOTEN (captopril) should be taken
one hour before meals. In hypertension, CAPOTEN may be dosed bid or tid. Dosage
must be individualized; see DOSAGE AND ADMINISTRATION section of pack-
age insert for detailed information regarding dosage in hypertension and in heart
failure. Because CAPOTEN (captopril) is excreted primarily by the kidneys, dosage
adjustments are recommended for patients with impaired renal function.
Consult package insert before prescribing CAPOTEN (captopril).
HOW SUPPLIED: Available in tablets of 12.5, 25, 50, and 100 mg in bottles of 100
(25 mg also available in bottles of 1000), and in UNIMATIC® single dose packs of 100
tablets. (J3-658D)

01) INNOVATORS IN CARDIOVASCULAR MEDICINE
© 1986 E. R. Squibb & Sons, Inc., Princeton, NJ 08540 526-558 Issued: April 1986SQUIBB
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Effective control time and time again1

Effective control of fasting and postprandial
glucose—patient after patient, meal after meal,
year after year.

Insulin when it's needed
Insulin levels are rapidly elevated in response to a
meal, then return promptly to basal levels after the
meal challenge subsides.

Timed to minimize risks
Rapidly metabolized and excreted, with an
excellent safety profile.1 As with all sulfonylureas,
hypoglycemia may occur.

In concert with diet in non-insulin-
dependent diabetes mellitus

Glucotrol
SYNCHRONIZED
SULFONYLUREA THERAPY

Please see brief summary ofGlucotrol® (glipizide)
prescribing information on next page. A divisor, of Pfi/er Pharmaceutical

New YotK. New York 10017



Reference:
1. Sachs R Frank M, Fishman SK: Overview of clinical experience with glipizide. In Glipizide: A Worldwide Review.
Princeton, NJ, Excerpta Medica, 1984, pp 163-172
GIUCOTMH.* (glillzide) Tablets
Brief Sanitary ef Prescribing hrfamatiM
INDICATIONS AND USAGE: GLUCOTROL is indicated as an adjunct to diet for the control of hyperglycemia in patients
with non-insulin-dependent diabetes mellitus (NIDDM, type II) after an adequate trial of dietary therapy has proved
unsatisfactory.
CONTRAINDICATIONS: GLUCOTROL is contraindicated in patients with known hypersensitivity to the drug or with
diabetic ketoacidosis, with or without coma, which should be treated with insulin.
SPECIAL WARNING ON INCREASED RISK OF CARDIOVASCULAR MORTALITY: The administration of oral hypogly-
cemic drugs has been reported to be associated with increased cardiovascular mortality as compared to
treatment with diet alone or diet plus insulin. This warning is based on the study conducted by the University
Group Diabetes Program (UGDP), a long-term prospective clinical trial designed to evaluate the effectiveness of
glucose-lowering drugs in preventing or delaying vascular complications in patients with non-insulin-dependent
diabetes. The study involved 823 patients who were randomly assigned to one ol four treatment groups (Diabetes,
19, supp. 2:747-830,1970).
UGDP reported that patients treated for S to 8 years with diet plus a fixed dose of tolbutamide (1.5 grams per day)
had a rate ol cardiovascular mortality approximately 2-1/2 times that of patients treated with diet alone. A
significant increase in total mortality was not observed, but the use of tolbutamide was discontinued based on the
increase in cardiovascular mortality, thus limiting the opportunity for the study to show an increase in overall
mortality. Despite controversy regarding the interpretation of these results, the findings of the UGDP study provide
an adequate basis for this warning. The patient should be informed of the potential risks and advantages of
GLUCOTROL and of alternative modes of therapy.
Although only one drug in the sultonylurea class (tolbutamide) was included in this study, it is prudent from a
safety standpoint to consider that this warning may also apply to other oral hypoglycemic drugs in this class, in
view of their close similarities in mode of action and chemical structure.
PRECAUTIONS: Renal and Hepatic Disease: The metabolism and excretion of GLUCOTROL may be slowed in patients
with impaired renal and/or hepatic function. Hypoglycemia may be prolonged in such patients should it occur.
Hypoglycemia: All sulfonylureas are capable of producing severe hypoglycemia. Proper patient selection, dosage,
and instructions are important to avoid hypoglycemia. Renal or hepatic insufficiency may increase the risk of
hypoglycemic reactions. Elderly, debilitated or malnourished patients and those with adrenal or pituitary insufficiency
are particularly susceptible to the hypoelycemic action of glucose-lowering drugs. Hypoglycemia may be difficult to
recognize in the elderly or people taking beta-adrenergic blocking drugs. Hypoglycemia is more likely to occur when
caloric intake is deficient, after severe or prolonged exercise, when alcohol is ingested, or when more than one
glucose-lowering drug is used-
Loss of Control of Blood Glucose: A loss of control may occur in diabetic patients exposed to stress such as fever,
trauma, infection or surgery. It may then be necessary to discontinue GLUCOTROL and administer insulin.
Laboratory Tests: Blood and urine glucose should be monitored periodically. Measurement of glycosylated hemo-
globin may be useful.
Information for Patients: Patients should be informed of the potential risks and advantages of GLUCOTROL. of
alternative modes of therapy, as well as the importance of adhering to dietary instructions, of a regular exercise
program, and of regular testing of urine and/or blood glucose. The risks of hypoglycemia. its symptoms and
treatment, and conditions that predispose to its development should be explained to patients and responsible family
members Primary and secondary failure should also be explained.
Drug Interactions: The hypoglycemic action of sulfonylureas may be potentiated by certain drugs including non-
steroidal anti-inflammatory agents and other drugs that are highly protein bound, salicylates, sulfonamides, chlo-
ramphenicol. probenecid, coumarins. monoamine oxidase inhibitors, and beta adrenergic blocking agents. In vitro
studies indicate that GLUCOTROL binds differently than tolbutamide and does not interact with salicylate or dicumarol.
However, caution must be exercised in extrapolating these findings to a clinical situation. Certain drugs tend to
produce hyperglycemia and may lead to loss of control, including the thiazides and other diuretics, corticosteroids.
phenothiazines. thyroid products, estrogens, oral contraceptives, phenytoin, mcotimc acid, sympathomimetics.
calcum channel blocking drugs, and isoniazid. A potential interaction between oral miconazole and oral hypoglycemic
agents leading to severe hypoglycemia has been reported. Whether this interaction also occurs with the intravenous,
topical, or vaginal preparations of miconazole is not known.
Carcinogenesis, Mutagenesis, Impairment of Fertility: A 20-month study in rats and an 18-month study in mice at
doses up to 75 times the maximum human dose revealed no evidence of drug-related carcinogenicity. Bacterial and
in v/Vo mutagenicity tests were uniformly negative. Studies in rats of both sexes at doses up to 75 times the human
dose showed no effects on fertility
Pregnancy: Pregnancy Category C: GLUCOTROL (glipizide) was found to be mildly fetotoxic in rat reproductive studies
at all dose levels (5-50 mg/kg) This fetotoxicity has been similarly noted with other sulfonylureas, such as
tolbutamide and tolazamide. The effect is perinatal and believed to be directly related to the pharmacologic
(hypoglycemic) action of GLUCOTROL. In studies in rats and rabbits no teratogenic effects were found There are no
adequate and well controlled studies in pregnant women. GLUCOTROL should be used during pregnancy only if the
potential benefit justifies the potential risk to the fetus.
Because recent information suggests that abnormal blood glucose levels during pregnancy are associated with a
higher incidence of congenital abnormalities, many experts recommend that insulin be used during pregnancy to
maintain blood glucose levels as close to normal as possible.
Nonteratogenic Effects: Prolonged severe hypoglycemia has been reported in neonates born to mothers who were
receiving a sulfonylurea drug at the time of delivery. This has been reported more frequently with the use of agents with
prolonged half-lives. GLUCOTROL should be discontinued at least one month before the expected delivery date.
Nursing Mothers: Since some sulfonylurea drugs are known to be excreted in human milk, insulin therapy should be
considered if nursing is to be continued.
Pediatric Use: Safety and effectiveness in children have not been established.
ADVERSE REACTIONS: In controlled studies, the frequency of serious adverse reactions reported was very low. Of
702 patients, 11.8% reported adverse reactions and in only 1.5% was GLUCOTROL discontinued.
Hypoglycemia: See PRECAUTIONS and 0VER00SAGE sections.
Gastrointestinal: Gastrointestinal disturbances, the most common, were reported with the following approximate
incidence: nausea and diarrhea, one in 70; constipation and gastralgia. one in 100. They appear to be dose-related and
may disappear on division or reduction of dosage. Chloestatic jaundice may occur rarely with sulfonylureas:
GLUCOTROL should be discontinued if this occurs.
Dermatologic: Allergic skin reactions including erythema, morbilliform or maculopapular eruptions, urticaria,
pruritus, and eczema have been reported in about one in 70 patients. These may be transient and may disappear
despite continued use of GLUCOTROL. if skin reactions persist, the drug should be discontinued. Porphyria cutanea
tarda and photosensitivity reactions have been reported with sulfonylureas.
Hematologic: Leukopenia. agranulocytosis. thrombocytopenia. hemolytic anemia, aplastic anemia, and pan-
cytopenia have been reported with sulfonylureas.
Metabolic: Hepatic porphyria and disulfiram-like alcohol reactions have been reported with sulfonylureas. Clinical
experience to date has shown that GLUCOTROL has an extremely low incidence of disulfiram-like reactions
Endocrine Reactions: Cases of hyponatremia and the syndrome of inappropriate antidiuretic hormone (SIADH)
secretion have been reported with this and other sulfonylureas.
Miscellaneous: Dizziness, drowsiness, and headache have been reported in about one in fifty patients treated with
GLUCOTROL. They are usually transient and seldom require discontinuance of therapy.
OVERDOSAGE: Overdosage of sulfonylureas including GLUCOTROL can produce hypoglycemia. If hypoglycemic
coma is diagnosed or suspected, the patient should be given a rapid intravenous injection of concentrated
(50%) glucose solution. This should be followed by a continuous infusion of a more dillute (10%) glucose solution at a
rate that will maintain the blood glucose at a level above 100 mg/dL. Patients should be closely monitored for a
minimum of 24 to 48 hours since hypoglycemia may recur after apparent clinical recovery. Clearance of GLUCOTROL
from plasma would be prolonged in persons with liver disease. Because of the extensive protein binding of
GLUCOTROL (glipizide), dialysis is unlikely to be of benefit.
DOSAGE AND ADMINISTRATION: There is no fixed dosage regimen for the management of diabetes mellitus with
GLUCOTROL; in general, it should be given approximately 30 minutes before a meal to achieve the greatest reduction
in postprandial hyperglycemia.
Initial Dose: The recommended starting dose is 5 mg before breakfast. Geriatric patients or those with liver disease
may be started on 2.5 mg. Dosage adjustments should ordinarily be in increments of 2.5-5 mg. as determined by
blood glucose response. At least several days should elapse between titration steps.
Maximum Dose: The maximum recommended total daily dose is 40 mg
Maintenance: Some patients may be effectively controlled on a once-a-day regimen, while others show better
response with divided dosing. Total daily doses above 15 mg should ordinarily be divided
HOW SUPPLIED: GLUCOTROL is available as white, dye-free, scored diamond-shaped tablets imprinted as follows:
5 mg tablet—Pfizer 411 (NDC 5 mg 0049-4110-66) Bottles of 100; 10 mg tablet—Pfizer 412 (NDC10 mg 0049-4120-65)
Bottles of 100
CAUTION: Federal law prohibits dispensing without prescription.
More detailed professional information available on request.

ROeRIG <$!& A division of Pfizer Pharmaceuticals
New York, New York 10017
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ISOPTIN SR
(verapamil HCI/Knoll)
240 mg scored, sustained-release tablets
CONTRAINDICATIONS: 1) Severe left ventricular dysfunction (see WARNINGS), 2) Hypotension
(less than 90 mmHg systolic pressure) or cardiogenic shock, 3) Sick sinus syndrome or 2nd or
3rd degree AV block (except in patients with a functioning artificial ventricular pacemaker).

WARNINGS: Heart Failure: ISOPTIN should be avoided in patients with severe left ventricular
dysfunction (see DRUG INTERACTIONS). Patients with milder ventricular dysfunction should, if
possible, be controlled before verapamil treatment. Hypotension: ISOPTIN (verapamil HCI) may
produce occasional symptomatic hypotension. Elevated Liver Enzymes: Elevations of trans-
aminases with and without concomitant elevations in alkaline phosphatase and bilirubin have
been reported. Periodic monitoring of liver function in patients receiving verapamil is therefore
prudent. Accessory Bypass Tract (Wolff-Parkinson-White): Patients with paroxysmal and/or
chronic atrial flutter or atrial fibrillation and a coexisting accessory AV pathway have developed
increased antegrade conduction across the accessory pathway producing a very rapid
ventricular response or ventricular fibrillation after receiving intravenous verapamil. While this
has not been reported with oral verapamil, it should be considered a potential risk. Treatment is
usually D.C.-cardioversion. Atrioventricular Block: The effect of verapamil on AV conduction and
the SA node may cause asymptomatic 1st degree AV block and transient bradycardia. Higher
degrees of AV block, while infrequent (0.8%), may require a reduction in dosage or, in rare
instances, discontinuation of verapamil HCI. Patients with Hypertrophic Cardiomyopathy
(IHSS): Although verapamil has been used in the therapy of patients with IHSS, severe
cardiovascular decompensation and death have been noted in this patient population.

PRECAUTIONS: Impaired Hepatic or Renal Function: Verapamil is highly metabolized by the
liver with about 70% of an administered dose excreted in the urine. In patients with impaired
hepatic or renal function verapamil should be administered cautiously and the patients
monitored for abnormal prolongation of the PR interval or other signs of excessive phar-
macological effects (see OVERDOSAGE).

Drug Interactions: Beta Blockers: Concomitant use of ISOPTIN and oral beta-adrenergic
blocking agents may be beneficial in certain patients with chronic stable angina or hypertension,
but available information is not sufficient to predict with confidence the effects of concurrent
treatment in patients with left ventricular dysfunction or cardiac conduction abnormalities.
Digitalis: Clinical use of verapamil in digitalized patients has shown the combination to be well
tolerated if digoxin doses are properly adjusted. However, chronic verapamil treatment increases
serum digoxin levels by 50 to 75% during the first week of therapy and this can result in digitalis
toxicity. Upon discontinuation of ISOPTIN (verapamil HCI), the patient should be reassessed to
avoid underdigitalization. Antihypertensive Agents: Verapamil administered concomitantly with
oral antihypertensive agents (e.g., vasodilators, angiotensin-converting enzyme inhibitors,
diuretics, beta blockers, prazosin) will usually have an additive effect on lowering blood
pressure. Patients receiving these combinations should be appropriately monitored. Dis-
opyramide: Disopyramide should not be administered within 48 hours before or 24 hours after
verapamil administration. Quinidine: In patients with hypertrophic cardiomyopathy (IHSS),
concomitant use of verapamil and quinidine resulted in significant hypotension. There has been
a report of increased quinidine levels during verapamil therapy. Nitrates: The pharmacologic
profile of verapamil and nitrates as well as clinical experience suggest beneficial interactions.
Cimetidine: Two clinical trials have shown a lack of significant verapamil interaction with
cimetidine. A third study showed cimetidine reduced verapamil clearance and increased
elimination to 1/2. Anesthetic Agents: Verapamil may potentiate the activity of neuromuscular
blocking agents and inhalation anesthetics. Carbamazepine: Verapamil may increase car-
bamazepine concentrations during combined therapy. Rifampin: Therapy with rifampin may
markedly reduce oral verapamil bioavailability. Lithium: Verapamil may lower lithium levels in
patient on chronic oral lithium therapy. Carcinogenesis, Mutagenesis, Impairment of Fertility:
There was no evidence of a carcinogenic potential of verapamil administered to rats for two
years. Verapamil was not mutagenic in the Ames test. Studies in female rats did not show
impaired fertility. Effects on male fertility have not been determined. Pregnancy (Category C):
There are no adequate and well-controlled studies in pregnant women. ISOPTIN crosses the
placental barrier and can be detected in umbilical vein blood at delivery. This drug should be
used during pregnancy, labor, and delivery, only if clearly needed. Nursing Mothers: ISOPTIN is
excreted in human milk, therefore, nursing should be discontinued while verapamil is
administered. Pediatric Use: Safety and efficacy of ISOPTIN in children below the age of 18 years
have not been established.

ADVERSE REACTIONS: Constipation 8.4%, dizziness 3.5%, nausea 2.7%, hypotension 2.5%,
edema 2 . 1 % , headache 1.9%, CHF/pulmonary edema 1.8%, fatigue 1.7%, bradycardia 1.4%,
3° AV block 0.8%, flushing 0 .1%, elevated liver enzymes (see WARNINGS). The following
reactions, reported in less than 1.0% of patients, occurred under conditions (open trials,
marketing experience) where a causal relationship is uncertain; they are mentioned to alert the
physician to a possible relationship: angina pectoris, arthralgia and rash, AV block, blurred
vision, cerebrovascular accident, chest pain, claudication, confusion, diarrhea, dry mouth,
dyspnea, ecchymosis or bruising, equilibrium disorders, exanthema, gastrointestinal distress,
gingival hyperplasia, gynecomastia, hair loss, hyperkeratosis, impotence, increased urination,
insomnia, macules, muscle cramps, myocardial infarction, palpitations, paresthesia, psychotic
symptoms, purpura (vasculitis), shakiness, somnolence, spotty menstruation, sweating,
syncope, urticaria. Treatment of Acute Cardiovascular Adverse Reactions: Whenever severe
hypotension or complete AV block occur following oral administration of verapamil, the
appropriate emergency measures should be applied immediately, e.g., intravenously admin-
istered isoproterenol HCI, levarterenol bitartrate, atropine (all in the usual doses), or calcium
gluconate (10% solution). If further support is necessary, inotropic agents (dopamine or
dobutamine) may be administered. Actual treatment and dosage should depend on the severity
and the clinical situation and the judgment and experience of the treating physician.

OVERDOSAGE: Treatment of overdosage should be supportive. Beta-adrenergic stimulation or
parenteral administration of calcium solutions may increase calcium ion flux across the slow
channel, and have been used effectively in treatment of deliberate overdosage with verapamil.
Clinically significant hypotensive reactions or fixed high degree AV block should be treated with
vasopressor agents or cardiac pacing, respectively. Asystole should be handled by the usual
measures including cardiopulmonary resuscitation.

Knoll Pharmaceuticals
A Unit of BASF K&F Corporation
Whippany, New Jersey 07981
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ISOPTIN
(vempamil HCI/Knoll)
240 mg scored.sustained-release tablets

JAMES B.
38, black male, heavy smoker.
Prescribed a diuretic by an-
other physician last year for
hypertension.

YOUR CONCERNS
Presents with "smoker's
cough." Workup reveals a BP
of 150/107.

A LOGICAL CHOICE FOR
CONTROL OF HIS BP
ISOPTIN* (verapamil
HCI/Knoll) because...
— Black hypertensives often
have low plasma renin ac-
tivity and generally do not
respond favorably to beta
blockers.
— Beta blockers may
increase the likelihood of
bronchospasm.

ALICE W.
65, diabetic, overweight. Her
BP has elevated to 190/98.

YOUR CONCERNS
She's on daily insulin.
A LOGICAL CHOICE FOR
CONTROL OF HER BP
ISOPTIN* (verapamil
HCI/Knoll) because...
— Unlike most beta blockers
and diuretics, ISOPTIN has no
adverse effects on serum
glucose levels.
— Unlike most beta blockers,
ISOPTIN does not mask the
symptoms of hypoglycemia.

THOMAS G.
70, asthmatic. In the past, BP
adequately controlled with
25 mg hydrochlorothiazide
daily.

YOUR CONCERNS
Today patient presents with
symptoms of gout. Workup
reveals high uric acid level,
low serum potassium, and BP
elevated to 180/98.

A LOGICAL CHOICE FOR
CONTROL OF HIS BP
ISOPTIN' (verapamil
HCI/Knoll) because...
— Unlike diuretics, ISOPTIN
will not decrease serum po-
tassium levels or elevate uric
acid levels.
— Unlike beta blockers,
ISOPTIN can be used safely in
asthma and COPD patients.

JOHN K.
42, Annual physical uncov-
ered diastolic BP of 102...
confirmed on three successive
office visits. Unresponsive to
nonpharmacologic
intervention.

YOUR CONCERNS
Salesman, spends many hours
of his working day in car...
total cholesterol level 300,
HDL 35.

A LOGICAL CHOICE FOR
CONTROL OF HIS BP
ISOPTIN* (verapamil
HCI/Knoll) because...
— Unlike diuretics, ISOPTIN
does not cause urinary
urgency.
— Unlike either beta blockers
or diuretics, ISOPTIN will not
adversely affect his already
seriously compromised lipid
profile.
— Unlike with propranolol,
fatigue and impotence are
rarely reported.

Antihypertensive therapy you
and your patients can live with

Knoll Pharmaceuticals
A Unit of BASF KSF Corporate
Whippany. New Jersey 07981

*A product of Knoll research.
© 1986, BASF K & F Corporation
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HEART MSEASCKIDNEY DISEASE, AND BLINDNESS
HAVEACOMMON WARNING SIGN.

Diabetes is a major contributor to heart dis-
ease, kidney disease and blindness. Physicians
believe, however, that early detection of diabetes
can help reduce or minimize severe complica-
tions later on.

Some of diabetes' most obvious warning

signs are frequent urination, unusual hunger,
excessive thirst, rapid weight loss, blurred vision,
skin infections and slow healing.

If you have any of the above symptoms, take
a warning from us.

See your physician.

FIGHT SOME OF THE WORST DISEASES OF OUR TIME.

Support the American Diabetes Assodatai.
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NOVCT

Coming soon

Squibb-Novb

A new human insulin
^ delivery system

The diabetes care specialists
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