Editorial

Managing Comorbidities in the Rheumatic

Diseases: The New Reality

While we as rheumatologists are encouraged by recent
advances in the therapy of several of our most challenging
diseases, we are also keenly aware of important contribu-
tions in the recognition of comorbidities in the rheumatic
diseases. These are no doubt intricately linked to and may
have an impact on the quality of life and survival of our
patients as much as the primary disease itself. So as we are
now more able to manage the immediate manifestations of
disease — pain, inflammation, disability — our attention
turns to managing the comorbid conditions that accompany
them.

Significant advances have been made not only in the
epidemiologic description of comorbid conditions such as
cardiovascular disease and glucocorticoid-induced osteo-
porosis, but also into their pathogenesis. Armed with this
increasing body of knowledge, it is our hope that an even
more comprehensive approach to patient care would result.
Granted, this has always been the forte of the theumatologist
— care of the whole patient with multisystem disease. Now,
the “multisystem” horizon has been broadened.

The report of Al-Herz, et al in the March issue of The
Journal' sheds light on the practical challenges that lie
ahead in the management of cardiovascular disease in
systemic lupus erythematosus (SLE), and also sounds an
alert regarding the management of comorbidities in general.
This article provides a first examination into the recognition
and screening of several cardiovascular risk factors in
patients with SLE. Using the combined setting of a univer-
sity-based tertiary referral clinic as well as several commu-
nity-based private practices, the report surveys the extent to
which known cardiac risk factors are documented and acted
upon if abnormal in patients with SLE. In all, the results are
enlightening. The authors demonstrate that hyperlipidemia
occurred in 55% of subjects in whom measurements were
made; however, lipids were measured in only 31% of
subjects. Of those with abnormalities, only 36% had some
sort of documented intervention, either diet, pharma-
cotherapy, or a referral for management. Other risk factors
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such as the presence of nephritic syndrome, hypertension,
and smoking received more attention in terms of screening.
It could be argued, however, that knowledge of these partic-
ular risk factors would come about as a matter of routine
care in SLE, not requiring the specific cognizance of cardiac
risk. Thus, for those risk factors that require a specific
awareness, screening maneuvers were not commonly
performed.

We have appreciated that young women with SLE may
be up to 50 times more likely to have a myocardial infarc-
tion than population-based controls? and several-fold more
likely to be hospitalized for myocardial infarction, conges-
tive heart failure, or stroke’, increases that are not fully
accounted for by traditional Framingham risk factors*. The
earlier observation that lupus sera was in itself atherogenic
via immune complex-mediated mechanisms involving low
density lipoprotein® has been recently augmented by find-
ings that antibodies directed against high density lipoprotein
and B,-glycoprotein I may play a role in atherogenesis®.
Although no therapy is available to address these latter
mechanisms specifically, modification of known risk factors
is presently possible.

It becomes apparent, however, that screening for cardiac
risk factors, according to the report of Al-Herz, et al, is
underutilized. One reason may be that physicians, including
rheumatologists, may not be aware of the importance of
cardiovascular disease in SLE. Indeed, the fact that the
academic center performed much better in screening for risk
factors than the private practices may reflect this. Also, the
authors recognize that the prevalence of screening may be
underestimated due to a failure of documentation. But given
the known prevalence of ischemic cardiac disease in SLE,
which may be as high as 82% in patients with nonspecific
chest symptoms and 43% of asymptomatic women with
SLE’, and an estimated incidence of myocardial infarction
of 1.5% per year (strokes, 0.5% per year)?, the results of this
study should prompt further evaluation into the state of
management of these conditions.

See Cardiovascular disease risk factor screening in SLE.
J Rheumatol 2003:30:493-6, March issue.
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The article by Al-Herz, et al provides a first practice-
based look at the state of care for cardiovascular comor-
bidity in SLE. Certainly, more data are required from a
variety of settings to complete the picture, and just as with
other comorbid conditions such as glucocorticoid-induced
osteoporosis (GIOP), this information will help to develop
strategies for intervention.

Even for GIOP, a condition that is well recognized and
has been well described from both epidemiologic and mech-
anistic perspectives, the struggle continues to implement
optimal care. A recently published study by Solomon and
colleagues demonstrated that only 23% of patients taking
longterm glucocorticoids had undergone bone densitometry
testing in an academic rheumatology practice’. Other reports
document the relatively infrequent use of anti-osteoporosis
medications in those patients at risk!'%-14,

The problem of GIOP serves as a model by which we can
learn the lessons of addressing the issue of comorbid condi-
tions in patients with theumatic diseases. The issue certainly
has many dimensions, including recognition of the scope of
the problem, elucidation of its pathophysiologic basis, the
development of practice guidelines and dissemination of
information to practitioners, continued practice-based
quality monitoring, and even policy and legislative changes,
all of which need to be addressed. This will continue to
apply for all comorbid conditions, present and future,
including cardiovascular disease in SLE and rheumatoid
arthritis'>!’, and malignancies in inflammatory myo-
pathies'® and perhaps SLE'.

With Al-Herz, et al’s article as a start, it is expected that
more practice-based data such as the work of Bruce, et al?
will continue to emerge to define the performance of practi-
tioners over time and the areas in which interventions can be
made to improve clinical management. Comparisons
between private and academic practices as well as managed-
care organizations will be necessary to examine the effect of
delivery systems, which include the availability of tech-
nology and reimbursement for investigating these condi-
tions. Such studies may also provide insights into physician
awareness, and the need for continued education and
dissemination of information.

While we do not have the full picture of all the modifi-
able factors involved in atherogenesis in SLE, data indicate
that traditional risk factors are important and should be opti-
mized*?'. Thus, vigilance regarding lipid levels, blood pres-
sure, smoking cessation, regular exercise and weight
control, glycemic control, and minimizing corticosteroid
exposure should be maintained. In addition, management of
homocysteine levels?? should be strongly considered, as
should appropriate monitoring and treatment of antiphos-
pholipid antibody-related complications, all in addition to
minimizing disease activity. At the same time, ongoing
studies will no doubt shed further light on the relative
impact of each of these interventions and define optimal
treatment strategies.
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Practice guidelines serve the broader purpose of defining
the important factors within a disease entity, making
updated evidence-based recommendations regarding treat-
ment, and being a vehicle for dissemination of information,
as exemplified by the American College of Rheumatology’s
guidelines for GIOPZ, It is expected that similar documents
will evolve for the other comorbid conditions that we
encounter. It is also expected that studies into the practical
implementation of such guidelines will be conducted, as
practice patterns do not always reflect published recommen-
dations; the reasons for this are not fully clear. Information
needs to reach not only the rheumatologist but also other
collaborating practitioners, including those in primary care.
While not explicitly mentioned, the Al-Herz, et al study
counted information obtained from both the rheumatologist
and the patient’s primary care/family doctor, whose infor-
mation was made available to the specialist. This under-
scores the need for ongoing coordination both in screening
and treating comorbid conditions, and ongoing education of
physicians.

As information and guidelines evolve, we will be faced
with issues of reimbursement and insurance coverage for the
screening and treatment of these conditions. These will
likely need to be augmented, calling for an increased
dialogue with legislators and insurance payors. Bone densit-
ometry screening in the US has been made much more
accessible since the passage of the Bone Mass Measurement
Act in 1997; we hope that a “Cardiac Screening Act” or
“Malignancy Screening Act” for patients with rheumatic
diseases will provide longterm benefits to patients and
society in the future.

The problem of cardiovascular disease in SLE, as
described by Urowitz, et al**, of the high incidence of
myocardial infarction occurring in young, premenopausal
women, is to say the least counterintuitive and alarming.
The same may be said of any of the other comorbid condi-
tions mentioned in this editorial. Although the epidemiology
and biology of these problems have received much atten-
tion, evidence suggests that many questions, and indeed
many barriers, still exist to providing the comprehensive
patient care that we have all envisioned. At the same time,
the work continues to overcome these barriers. We hope that
the new reality will be the minimization of the effects of
comorbidities on the lives of our patients.
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