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For additional information, please ask your local sales representative.

MICARDIS 80mg
Now for Cardiovascular (CV) Risk Reduction1

MICARDIS®(telmisartan) tablets are indicated
for reduction of the risk of myocardial infarction,
stroke, or death from CV causes in patients
55 years of age or older at high risk of developing
major CV events who are unable to take
ACE inhibitors.1

WARNING: AVOID USE IN PREGNANCY
When used in pregnancy, drugs that act directly on the
renin-angiotensin system can cause injury and even
death to the developing fetus. When pregnancy is detected,
MICARDIS® (telmisartan) tablets should be discontinued as
soon as possible (See Warnings and Precautions ).

Because studies with telmisartan did not exclude that it
may not preserve a meaningful fraction of the effect of
the ACE inhibitor to which it was compared, consider
using the ACE inhibitor first.

Volume depletion and/or salt depletion should be corrected in patients
before initiation of therapy or symptomatic hypotension may occur.

In patients with renal artery stenosis or severe renal impairment,
care should be exercised with dosing of MICARDIS. In patients
with severe heart failure, decline in renal function and, rarely,
acute renal failure and/or death has been associated with
inhibiting the renin-angiotensin system.

Use of MICARDIS with an ACE inhibitor is not recommended.

Please see Brief Summary of Prescribing Information, including
full indication, on adjacent page.

Reference: 1. Micardis PI. Ridgefield, CT: Boehringer Ingelheim
Pharmaceuticals, Inc.; 2009.
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Statin Use May Lower Rheumatoid Arthritis Risk
B Y  M I T C H E L  L . Z O L E R

P H I L A D E L P H I A —  Statin use was
linked with a significant reduction in the
incidence of rheumatoid arthritis in a ret-
rospective, observational study of about
200,000 people in Israel.

The anti-inflammatory effect of statins
is the hypothesized mechanism by which
the drugs appear to have protected
against development of rheumatoid
arthritis (RA), Dr. Howard Amital said at
the annual meeting of the American
College of Rheumatology. 

Added support for a causal relationship
came from the observations that statin
use had no impact on the incidence of
osteoarthritis, and the protective effect
for RA was greatest in people who re-
ceived the highest statin dosages or the
most potent agents.

“The degree of [RA] lowering with
statin was remarkable,” said Dr. Amital,
head of the department of medicine at
Meir Medical Center in Kfar-Saba, Israel.

The investigators used medical records
from patients enrolled in a large Israeli
health maintenance organization that
had 1.8 million enrollees during 1998-
2007. The study excluded people who
had an existing diagnosis of RA, os-
teoarthritis (OA), or rheumatic fever at
the start of the study period, and also ex-
cluded people being treated with a cor-
ticosteroid, disease-modifying an-
tirheumatic drug, or biological agent.

During the study period, about 200,000
people received statin treatment and did
not have a preexisting diagnosis of RA or
OA. During an average follow-up of 5
years, a total of 2,578 of these people re-
ceived an initial diagnosis of RA and
8,906 received an initial diagnosis of OA.

To assess the impact of statin treat-
ment, Dr. Amital and his associates broke
the study population into five groups
based on the percentage of days during
follow-up that they were on statin treat-
ment: 0%-19%, 20%-39%, 40%-59%,
60%-79%, and 80%-100%. The relative
risk for developing RA was significantly
related to statin use. Among people on
a statin for 0%-19% of the follow-up pe-
riod, the RA incidence rate was set as 1.0.
The rate dropped with increased use,
reaching a nadir of 0.6 in those on a
statin for 80%-100% of follow-up, a sta-
tistically significant difference, compared
with the reference subgroup.

The incidence rate for OA showed
much less change across the range of
statin use. In people on a statin for 80%-
100% of follow-up, the rate of new OA
was 85% of the rate among those who
used a statin for 0%-19% of follow-up.

The impact of statin use on RA varied
with the age of the patients. The statin
effect appeared to be greatest among
people aged 35-44 years. Among en-
rollees aged 75 or older, statin use had no
significant association with RA inci-
dence. The link between statin use and
reduced RA incidence was very similar in
women and men.

Dr. Amital and his associates also per-
formed another analysis that stratified

statin use into three tiers on the basis of
dosage and drug potency. For example, a
dosage of lovastatin of 40 mg/day or less
was categorized as low efficacy (a dosage
expected to reduce serum cholesterol by
30% or less), whereas an atorvastatin
dosage of 10 mg/day was categorized as
moderate efficacy (expected to cut serum
cholesterol by 31%-40%). A lovastatin
dosage of 80 mg/day or an atorvastatin
dosage of 20 mg/day or greater were 

categorized as high efficacy (expected to re-
duce serum cholesterol by 41% or more).

This analysis showed that while all
three statin categories were linked with
significant reductions in RA incidence,
the high-efficacy category was associat-
ed with the largest reduction in RA, and
the low-efficacy category was linked
with the smallest reduction.

Dr. Amital said that he and his associ-
ates had no conflicts of interest. ■

The degree of
rheumatoid
arthritis lowering
with statin ‘was
remarkable.’
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