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Abstract
Purpose A substantial percentage of patients report intolerance or side effects of statin treatment leading to treatment changes or
discontinuation. The purpose of this study was to examine statin therapy changes and subsequent effects on low-density
lipoprotein cholesterol (LDL-C) among patients with statin intolerance (SI).
Methods We identified 45,037 adults fromKaiser Permanente Southern California with SI documented between 2006 and 2012.
Changes in statin therapy in the year before and after the SI index date were examined. We categorized patients into those who
initiated statin therapy, discontinued, up-titrated, down-titrated, or did not switch therapy. We calculated the percentage change in
LDL-C from the year before to the year after SI, and the percentage of patients attaining LDL-C < 100 and < 70 mg/dL.
Results In the year prior to the SI date, 77.8% of patients filled a statin prescription. Following SI, 44.6% had no treatment
change, 25.5% discontinued, and 30.0% altered their statin therapy. Of those who altered statin therapy, 52.6% down-titrated and
17.2% up-titrated their dose. Rhabdomyolysis was documented in < 1% of the cohort. The largest changes in LDL-C were
experienced by patients who were on a high-intensity statin then discontinued treatment (35.6% increase) and those who initiated
a high-intensity statin (25.5% decrease). The proportion of patients achieving LDL-C < 100 mg/dL and LDL-C < 70 mg/dL was
the lowest among those who discontinued therapy.
Conclusions Although adjustments to the statin dosagemay be appropriate upon documentation of SI, many of these patients will
have high LDL-C. Strategies for LDL-C reduction in patients with SI may be necessary.
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Background

Statins are commonly prescribed for adults with elevated low-
density lipoprotein cholesterol (LDL-C) and those with high
cardiovascular (CV) disease risk to reduce the occurrence of
CVevents [1]. Although statins are usually well tolerated [2],
a substantial percentage of patients report experiencing some
degree of intolerance or side effects including muscle aches,
dyspepsia, and myopathy, in turn, leading to treatment chang-
es or discontinuation and an unmet treatment need [3–5]. Data
from patient registries and observational studies indicate that 7
to 29% of statin users report muscle-related symptoms [6].
The prevalence of life-threatening muscular adverse events
such as rhabdomyolysis among patients receiving statin ther-
apy, however, is rare (< 1%) [7]. In addition, the relationship
between statin therapy and a particular symptom can be diffi-
cult to determine in the absence of a thorough clinical
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examination and documentation of the temporality of symp-
toms relative to statin initiation [3, 8].

There is no universally agreed upon definition of statin
intolerance (SI) [9]. Definitions of SI include statin-
associated muscle symptoms (SAMS), statin-induced adverse
effects, and the inability to achieve evidence-based doses of
statin therapy [10–12]. SI may encompass life-threating ad-
verse events like rhabdomyolysis and intolerable SAMS on
low statin doses as well as more mild symptoms that may only
occur on specific statins or specific doses. The 2013 American
College of Cardiology/American Heart Association guide-
lines recommend that patients with SI be prescribed a lower
dose of the same statin or a different statin type [13]. Other
approaches to managing patients with SI include changing the
dosing interval [14], the addition of non-statin lipid-lowering
therapy, or dietary interventions [3]. Given the lack of
evidence-based clinical guidelines for managing statin-
intolerant patients [8] and an anticipated increase in statin
use as a result of broader eligibility criteria [15], understand-
ing statin treatment patterns among patients with SI can in-
form healthcare providers about the potential unmet need for
treatment. The objective of this study was to examine statin
treatment patterns, therapy changes, and LDL-C lowering fol-
lowing documentation of SI in a real-world practice setting.

Methods

Setting and Study Population

This study was conducted among members of Kaiser
Permanente Southern California (KPSC), a large, integrat-
ed healthcare delivery system that provides comprehensive
care for more than four million members. The KPSC mem-
bership is highly representative of the overall Southern
California population [16]. Data on medical care are cap-
tured through structured administrative and clinical data-
bases and electronic health records (EHR). Most KPSC
members (> 95% in recent years) have outpatient prescrip-
tion drug coverage which gives them the incentive to fill
prescriptions at KPSC pharmacies; thus, the majority of
statin prescriptions among patients in the current study
were captured. Among all KPSC members, we identified
51,347 patients who were aged ≥ 18 years with SI docu-
mented in their EHR by a physician between January 1,
2006 and December 31, 2012. Statin intolerance was iden-
tified when the name of a statin was listed in the allergy
section of the EHR and through a search of the patient
problem list for the term Bstatin.^ The first SI date docu-
mented within the study period, or January 1, 2006 for
patients with SI documented prior to the study period,
was used as the index date. Patients without 12 months
of continuous membership or a drug benefit before their

index date were excluded (n = 6310). After exclusions, a
total of 45,037 individuals remained in the cohort (Fig. 1).

Baseline Patient Characteristics

We extracted patient demographics, comorbidities, pharmacy,
and laboratory data from administrative and clinical databases
and the EHR. Baseline characteristics of the study population
were defined based on data closest to the index date in the
12 months prior to and including the index date. These in-
cluded sociodemographics (age, sex, and race/ethnicity),
body mass index, blood pressure, Charlson Comorbidity
Index (hypertension, myocardial infarction (MI), congestive
heart failure, peripheral vascular disease, cerebrovascular dis-
ease, chronic pulmonary disease, renal disease, diabetes), CV-
related comorbidities, rhabdomyolysis, myopathy, number of
concomitant medications, cholesterol levels, creatine kinase
(CK), and alanine aminotransferase (ALT). Use of statins
(including combinations) and other lipid-lowering agents
was identified by the sold date of the prescription and was
assessed during the baseline period and 12 months following
the SI index date, or until disenrollment or death.

Statistical Analysis

We examined the distribution of the type and dose of the last
statin filled in the year before SI was documented and the first
statin filled on the index date or within the year after SI was
documented. We calculated the percentage of patients not on
a statin and the percentage on high-, moderate-, and low-
intensity statin therapy pre- and post-SI index date. We also
examined the percent of patients with a change in the inten-
sity of their statin medication in the year before SI. Statin
intensity (Supplemental Table 1) was categorized by daily
dose according to the 2013 American College of
Cardiology/American Heart Association Cholesterol guide-
lines [17]. We then calculated the percentage of patients
who initiated statin therapy (i.e., no statin therapy within
1 year prior to index date), discontinued, down-titrated, up-
titrated, or did not change therapy in the year after the docu-
mented SI. Patients who disenrolled from the health plan
within the year post-SI index date were included in the
discontinued group. Baseline patient characteristics across
these groups were examined. The distribution of triglycerides,
CK, and ALT levels was highly skewed; therefore, we calcu-
lated medians and interquartile ranges for these variables. We
calculated the mean percentage change of LDL-C from base-
line to 1 year after the SI date, and the percentage of patients
attaining LDL-C of < 100 and < 70 mg/dL by the post-SI
treatment pattern groups. To provide the most proximate
LDL-C result for patients who initiated, discontinued (or
disenrolled during follow-up), or switched statin therapy, we
used the first LDL-C measurement between 30 days and
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1 year following the statin initiation, discontinuation, or
switch date. For patients who did not switch therapy, we used
the last LDL-C measurement between 60 days and 1 year
after the index date. A large proportion of patients who did
not switch therapy had an LDL-C measurement on the index
date; therefore, using the measurement between 60 days and
1 year allowed ample time to observe a change in LDL-C. If a
patient did not have an LDL-C value in the post-SI period,
they were not included in the LDL-C analyses (n = 9426).

The study protocol was reviewed and approved by the
KPSC Institutional Review Board, and a waiver for written
informed consent was obtained due to the nature of the
study. Compliance with Health Insurance Portability and
Accountability Act (HIPAA) regulations was ensured.

Results

Among the 45,037 patients in the cohort, 35,059 (77.8%)
filled a statin prescription in the year prior to the index date.
Of these patients, 18.9, 59.3, and 21.9% received a high, mod-
erate, and low-intensity statin, respectively (Table 1). In addi-
tion, 85.1% of those who filled their statin prescription had no
previous changes to the intensity of their statin medication in
the year before SI. Among those taking a statin prior to doc-
umentation of SI, 40.4% of patients had no change in statin
treatment, 32.7% discontinued treatment, 20.3% down-

titrated, and 6.6% up-titrated their statin medication following
the SI date.

Across the entire cohort (n = 45,037), 44.6% of patients
had no treatment change, and 25.5 and 30.0% discontinued
and changed their statin therapy, respectively (Table 2). Of
those whose statin therapy changed following SI, 52.6%
down-titrated and 17.2% up-titrated their dose, and 30.1%
were newly started on a statin although they have may been
taking a statin prior to the 1-year look-back period. The ma-
jority of patients (59.8%) in the cohort were female, the mean
age was 63.4 (11.6) years, 0.9% had a history of rhabdomy-
olysis, and 4.1% had mild liver disease (Table 2). Those who
discontinued statin therapy were more likely to have a diag-
nosis of rhabdomyolysis and myopathy, and were less likely
to have a history of MI than patients with changes to their
statin medication. Although most patients did not have a CK
measure in the year prior to SI, among those with a measure-
ment, patients who discontinued statin therapy had a higher
median CK (116, IQR 72–233 IU/L); however, the value was
within the normal reference range. The median ALT values
were also within normal range and did not vary across the
groups. Additional baseline characteristics are presented in
Supplemental Table 2. The use of other lipid-lowering agents
in the year prior to the SI index date was 13.8% and was
highest among patients who were newly started on a statin
with 8.7% receiving a cholesterol absorption inhibitor such as
ezetimibe (Table 3). Within the year following the SI index
date, 24.9% of all patients filled a prescription for a non-statin

Members aged ≥18 years with statin intolerance between 

January 1, 2006 and December 31, 2012

N=51,347 patients

Patients with 12 months of continuous membership (45 

day gap allowed) prior to index date

N=45,731 patients

Patients with insufficient 

prior membership

N=5,616 patients

Patients have a pharmacy benefit in the 12 months prior to 

index date

N=45,037 patients

Patients without a 

pharmacy benefit

N=694 patients

Fig. 1 Identification of the study
cohort

Table 1 Concordance of statin therapy pre- and post-statin intolerance index date

Statin intensity First fill on or after index date within 1 year, N (%)

High Medium Low No statin Total

Last fill before index date, N (%) High 2154 (6.1) 2452 (7.0) 759 (2.2) 1244 (3.5) 6609 (18.9)

Medium 965 (2.8) 9046 (25.8) 3890 (11.1) 6883 (19.6) 20,784 (59.3)

Low 115 (0.3) 1246 (3.6) 2965 (8.5) 3340 (9.5) 7666 (21.9)

Total 3234 (9.2) 12,744 (36.4) 7614 (21.7) 11,467 (32.7) 35,059 (100)

Index date—date statin intolerance was documented in the electronic health record
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lipid-lowering agent. Use of cholesterol absorption inhibitors
increased from 5.5 to 11.1% between the pre- and post-SI
index date and was highest (15.4%) among patients who
discontinued their statin following the SI index date.

Figure 2 shows the percent change in LDL-C from pre- to
post-SI index date by statin intensity treatment pattern groups.
The largest percentage increases in LDL-C levels were among
patients who were on a high-intensity statin then either
discontinued (35.6% increase) or switched to a low-intensity
statin (18.9% increase). In contrast, patients who newly initi-
ated therapy and those who up-titrated had the largest mean
percentage reductions in LDL-C, ranging from a reduction of
12.2% among patients who were up-titrated from a low- to
medium-intensity statin to a 25.5% reduction among patients
who initiated a high-intensity statin. Figure 3 shows the pro-
portion of patients with LDL-C of < 100 and < 70 mg/dL by

statin intensity treatment pattern groups. The proportion of
patients with LDL-C < 100 mg/dL was highest (60.4%)
among those who remained on a high-intensity statin after
the SI date. The proportion of patients with LDL-C < 70 mg/
dL was highest (26.7%) in those who were up-titrated from a
low- to high-intensity statin. Patients who discontinued statin
therapy had the lowest percentage achieving LDL-C <
100 mg/dL and LDL-C < 70 mg/dL. Fewer than half of pa-
tients who down-titrated their statin dose achieved LDL-C <
100 mg/dL and < 8% achieved LDL-C < 70 mg/dL.

Discussion

The majority of patients in this study cohort who filled a statin
prescription in the year prior to SI either discontinued or

Table 2 Baseline characteristics of patients with statin intolerance by post-statin intolerance treatment pattern

Variable* Total Down-titrated Discontinued** Up-titrated Newly started No switch
N = 45,037 (100) N = 7101 (15.8) N = 11,467 (25.5) N = 2326 (5.2) N = 4065 (9.0) N = 20,078 (44.6)

Mean age, years 63.4 (11.6) 63.6 (11.2) 63.1 (12.4) 62.9 (11.5) 61.7 (11.0) 63.9 (11.4)

Female 26,949 (59.8) 4290 (60.4) 7065 (61.6) 1392 (59.8) 2310 (56.8) 11,892 (59.2)

Race/ethnicity

Asian 4626 (10.3) 759 (10.7) 1019 (8.9) 273 (11.7) 393 (9.7) 2182 (10.9)

Black 5640 (12.5) 950 (13.4) 1451 (12.7) 281 (12.1) 549 (13.5) 2409 (12.0)

Hispanic 10,770 (23.9) 1861 (26.2) 2899 (25.3) 588 (25.3) 989 (24.3) 4433 (22.1)

White 22,096 (49.1) 3282 (46.2) 5566 (48.5) 1107 (47.6) 1939 (47.7) 10,202 (50.8)

Other/unknown 1905 (4.2) 249 (3.5) 532 (4.6) 77 (3.3) 195 (4.8) 852 (4.2)

Comorbidities‡

Dyslipidemia/hyperlipidemia 21,698 (48.2) 3874 (54.6) 5714 (49.8) 1234 (53.1) 1262 (31.0) 9614 (47.9)

Myocardial infarction 3508 (7.8) 651 (9.2) 658 (5.7) 213 (9.2) 215 (5.3) 1771 (8.8)

Rhabdomyolysis± 416 (0.9) 69 (1.0) 245 (2.1) 5 (0.2) 5 (0.1) 92 (0.5)

Mild liver disease 1843 (4.1) 289 (4.1) 529 (4.6) 83 (3.6) 142 (3.5) 800 (4.0)

Myopathy± 228 (0.5) 28 (0.4) 99 (0.9) 10 (0.4) 15 (0.4) 76 (0.4)

Mean LDL-C, mg/dL† 129.4 (42.3) 125.5 (44.7) 129.2 (41.3) 134.0 (40.7) 150.2 (40.0) 126.4 (41.4)

Creatine kinase (CK), IU/L†,╪

Mean (SD) 349.1 (2298.5) 389.2 (3019.3) 585.6 (3217.3) 155.0 (202.8) 171.3 (444.5) 188.6 (793.0)

Median (IQR) 111 (71–190) 113 (73–192) 116 (72–233) 106 (71–166) 108 (75–180) 106 (70–172)

Not measured 34,026 (75.6) 5000 (70.4) 8006 (69.8) 1735 (74.6) 3564 (87.7) 15,721 (78.3)

Alanine aminotransferase (ALT), U/L†,╪

Mean (SD) 29.0 (35.4) 29.9 (37.9) 32.8 (51.9) 26.1 (16.6) 27.3 (18.3) 27.1 (24.8)

Median (IQR) 22 (17–31) 23 (18–31) 23 (17–32) 22 (17–29) 22 (17–31) 22 (17–30)

Not measured 5688 (12.6) 670 (9.4) 1280 (11.2) 236 (10.1) 788 (19.4) 2714 (13.5)

*Data shown are N (percentage), mean (standard deviation), or median (interquartile range)

**Nine percent of the discontinued group disenrolled from the health plan within 1 year after the SI date
†Within 365 days prior to or on the index date
‡Unless otherwise indicated, based upon ICD-9 diagnosis codes only. Myocardial infarction and mild liver disease codes are included in the Charlson
Comorbidity Index

±Based upon inpatient or outpatient ICD-9 diagnosis code 728.88
╪The normal reference range for CKwas defined as < 398 IU/L for men and < 235 IU/L for women. The normal reference for ALT range was defined as
< 64 U/L for men and < 55 U/L for women
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down-titrated the treatment following documented SI. A small
percentage of patients in our study were re-challenged with a
second statin in the year prior to SI, and few had a diagnosis of
rhabdomyolysis ormeasurement of CK levels. Further, among
patients with a CK measurement, the median values were not
abnormally elevated. The largest proportion of patients with
LDL-C < 100 mg/dL was among those who remained on a
high-intensity statin after the SI date while less than half of
patients who down-titrated their statin dose achieved LDL-C
< 100 mg/dL.

A review of evidence from randomized controlled trials
regarding the safety and efficacy of statin therapy indicates
that tolerance of statins is similar to placebo thus the beneficial
effects of treatment outweigh the adverse effects [18]. In ad-
dition, a meta-analysis of 18 clinical trials showed the

prevalence of serious adverse events among statin users to
be rare [19]. Similarly, the prevalence of rhabdomyolysis
was low in our study. A study conducted among 63,624 pa-
tients at high risk for CV disease morbidity and mortality in an
integrated healthcare system found that 0.5% of patients had a
history of rhabdomyolysis with statin use [20]. This finding is
lower than the prevalence in our study which was conducted
among more than 45,000 patients in a similar healthcare de-
livery system; however, we only selected patients with SI and
did not limit our study to patients at high risk of CV disease.
The higher prevalence of rhabdomyolysis in our cohort might
be attributed to the fact that the majority of patients were
current statin users. Few patients in our study had a CK mea-
surement in the year prior to SI being documented. This find-
ing suggests that patients may report symptoms associated

Table 3 Use of non-statin lipid-lowering agents among patients pre- and post-statin intolerance index date

Variable* Total Down-titrated Discontinued Up-titrated Newly started No switch
N = 45,037 (100) N = 7101 (15.8) N = 11,467 (25.5) N = 2326 (5.2) N = 4065 (9.0) N = 20,078 (44.6)

Other lipid-lowering agents prior to SI†

None 38,810 (86.2) 6367 (89.7) 10,025 (87.4) 2012 (86.5) 3297 (81.1) 17,109 (85.2)

Cholesterol absorption inhibitors 2463 (5.5) 205 (2.9) 474 (4.1) 109 (4.7) 353 (8.7) 1322 (6.6)

Bile sequestrants 715 (1.6) 85 (1.2) 181 (1.6) 30 (1.3) 111 (2.7) 308 (1.5)

Fibric acid derivatives 2503 (5.6) 356 (5.0) 635 (5.5) 144 (6.2) 246 (6.1) 1122 (5.6)

Other 546 (1.2) 88 (1.2) 152 (1.3) 31 (1.3) 58 (1.4) 217 (1.1)

Other lipid-lowering agents post-SI‡

None 33,814 (75.1) 5626 (79.2) 7507 (65.5) 1832 (78.8) 3227 (79.4) 15,622 (77.8)

Cholesterol absorption inhibitors 5012 (11.1) 617 (8.7) 1764 (15.4) 179 (7.7) 395 (9.7) 2057 (10.3)

Bile sequestrants 1722 (3.8) 219 (3.1) 696 (6.1) 80 (3.4) 106 (2.6) 621 (3.1)

Fibric acid derivatives 3053 (6.8) 395 (5.6) 984 (8.6) 155 (6.7) 247 (6.1) 1272 (6.3)

Other 1436 (3.2) 244 (3.4) 516 (4.5) 80 (3.4) 90 (2.2) 506 (2.5)

†Within 365 days prior to or on the index date
‡Within 365 days following the index date

Fig. 2 Percent change in LDL-C
pre- and post-statin intolerance by
statin intensity treatment pattern.
High, high-intensity statin; Med,
medium-intensity statin; Low,
low-intensity statin; Disc,
discontinued statin; No, no
previous statin therapy
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with SI which may lead physicians to document this informa-
tion in the EHR in the absence of biomarkers used to assess
statin-associated adverse effects.

The finding that a large number of patients in our study
discontinued statin therapy is consistent with a study conduct-
ed at the Cleveland Clinic between 1995 and 2010 among
patients with documented intolerance to two statins and at
least 6 months of lipid-lowering therapy use [21]. Over a
nearly 3-year follow-up period, 28% of patients discontinued
statin therapy after documentation of SI although there was
more use of non-prescription drugs than the daily statin dosing
group. These patients experienced an 8% reduction in LDL-C.
In comparison, patients in our study who discontinued statin
treatment, on average experienced an increase in LDL-C;
however, a larger proportion of patients in the Cleveland
Clinic study had concomitant use of other lipid-lowering
drugs which may have resulted in the reductions seen in that
study versus our study. In our study, the proportion of patients
receiving a non-statin lipid-lowering agent nearly doubled be-
tween the pre- and post-SI date suggesting that clinicians per-
ceive an unmet need for additional LDL-C lowering. Using a
non-statin lipid-lowering drug is an alternative to statin use for
SI patients [3, 22]. Patients who discontinued statin treatment
in our study were less likely to have a history of MI than
patients who switched to a different statin after SI. A study
of 10,138 adults who completed the Internet-based
Understanding Statin Use in America and Gaps in Patient
Education (USAGE) Survey found that respondents who
discontinued statin therapy were less likely to have CV dis-
ease than those who switched statins [4]. Not having a history

of MI may provide patients and providers with a sense of
lower risk for CVevents and thus an increased confidence in
discontinuing statin use.

A substantial proportion of patients in our study did not
achieve LDL-C < 100 mg/dL across all groups. Although at-
tainment of LDL-C < 100 mg/dL was highest among patients
who remained on a high-intensity statin and those who were
up-titrated to a high-intensity statin after the SI date, fewer
than 60% of patients in any statin treatment group achieved
this previously recommended treatment goal. Studying the
clinical and economic consequences of SI compared with a
matched cohort of statin users without SI in an integrated US
health system from 2008 through 2014, Graham and col-
leagues found 60% of SI patients not achieving LDL-C goal
[23]. In addition, SI patients had a higher risk for non-fatal CV
events and higher health care costs highlighting the need for
alternative lipid management options. Zhang et al. conducted
a retrospective cohort study to assess the association between
continued statin use following a presumed adverse reaction to
a statin and subsequent death, MI, or stroke among 22,266
patients [5]. Similar to our study, 30% of patients discontinued
statin therapy after the presumed adverse reaction. Moreover,
the incidence of CV events and death was 10–20% lower
among patients who continued statin therapy during an aver-
age of 4 years of follow-up time. In a cohort study ofMedicare
recipients who began statin therapy within 30 days of hospital
discharge for MI, incidence rates of CVevents and death were
determined for those with SI compared to patients with high
adherence to statins [24]. Between 2007 and 2014, SI was not
associated with an increased risk of death; however, the

Fig. 3 LDL-C goal attainment among statin-intolerant patients after a
change in statin therapy. An asterisk indicates that LDL-C was
measured between 30 days and 1 year after the statin switch date. The
first LDL-C in this time period was used for individuals with multiple
LDL-C measures. Double asterisks indicate that LDL-C was measured

between 60 days and 1 year after the statin intolerance date. The last LDL-
C in this time period was used for individuals with multiple LDL-C
measures. NS-NS, no statin to no statin; High, high-intensity statin;
Med, medium-intensity statin; Low, low-intensity statin; Disc,
discontinued statin; NS, no switch in statin therapy
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incidence rate for recurrent MI and coronary heart disease
events was significantly higher for patients with SI. The find-
ings from these studies strongly suggest that patients have an
unmet need for further reductions in LDL-C and CVevents.

Our study has a number of limitations. First, this study was
limited to EHR data from a single health plan where the ma-
jority of patients have a drug benefit. As such, its findings may
not be generalizable to other populations, such as uninsured
populations. Second, no direct contact was made with patients
or providers to determine the reason for SI being documented
or the reason for discontinuation of statin therapy; therefore,
we are unable to determine specific barriers to managing pa-
tient with adverse effects to statins. Third, a patient could have
had SI prior to the study period or enrollment in the health
plan which could be a reason patients may have not been
taking a statin within the year prior to cohort entry although
they may have been re-challenged with a statin post-index
date. The primary advantage of our study is that it was con-
ducted in a large, diverse population in a real-world clinical
setting. Use of an EHR also allows complete capture of labo-
ratory results, comorbidities, and prescription patterns. To our
knowledge, only one other study examining SI using an EHR
has reported laboratory measures relevant to SI, changes in
LDL-C, patients’ medical history, and statin treatment pat-
terns. Lastly, our study included all patients with documented
SI; thus, our results provide a broader view of statin treatment
patterns, therapy changes, and LDL-C lowering than studies
limited to patients with CV disease.

Conclusions

In this patient population, a small proportion of those with
documented SI also had a diagnosis of rhabdomyolysis. A
large proportion of patients, however, discontinued or down-
titrated their statin medication. These same patients also expe-
rienced an increase in LDL-C levels. Adjustments to the statin
dosage may be appropriate upon documentation of SI; how-
ever, limited guideline recommendations for statin-intolerant
patients may result in non-evidence-based practices.
Additional interventions to help overcome SI, such as pre-
scribing an alternative appropriate statin and rechallenging a
patient with the same statin, and reduce LDL-C have the po-
tential to facilitate further reduction in CV risk.
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