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Publication overview
This review summarises the outcomes from a randomised, double-blind, placebo-controlled Justification 
for the Use of Statins in Primary Prevention: An Intervention Trial Evaluating Rosuvastatin (JUPITER) study,1 
which evaluated the effect of rosuvastatin calcium (CRESTOR®)2 on the occurrence of major atherosclerotic 
cardiovascular disease events in 17,802 men (≥50 years) and women (≥60 years) who had no clinically 
evident cardiovascular disease, low-density lipoprotein (LDL) cholesterol levels <3.3 mmol/L, and high-
sensitivity-C-reactive protein (hs-CRP) levels ≥2 mg/L. The study researchers reported a 50% reduction in 
LDL cholesterol levels, a 37% reduction in hs-CRP levels, and a decrease in the combined primary endpoint 
involving cardiovascular complications (44% reduction), as well as its individual components.
Rosuvastatin (CRESTOR®) is a 3-hydroxy-3-methylglutaryl coenzyme A (HMG-CoA) reductase inhibitor (statin) 
that has both lipid-lowering and anti-inflammatory effects.2 In Australia, rosuvastatin (CRESTOR®) is indicated 
for the prevention of major cardiovascular events in men ≥50 years old and women ≥60 years old with no 
clinically evident cardiovascular disease but with at least two conventional risk factors for cardiovascular 
disease (hypertension, low high-density lipoprotein [HDL] cholesterol, smoking, or a family history of premature 
coronary heart disease).2 CRESTOR® is indicated to: reduce the risk of nonfatal myocardial infarction; reduce 
the risk of nonfatal stroke; and reduce the risk of coronary artery revascularisation procedures.2

Study background
The efficacy of statins in the primary and secondary prevention of cardiovascular (CV) events among patients 
with dyslipidaemia or known CV disease is well established.3-9 The VOYAGER database, for example, which 
comprises 32,258 patients randomly assigned to treatment with fixed doses of rosuvastatin, atorvastatin, 
or simvastatin has demonstrated the ability of these statins to lower atherogenic lipids, thus supporting the use 
of statin therapy for effective CV disease prevention.10 Similarly, statins (rosuvastatin and atorvastatin) resulted 
in significant regression of coronary atherosclerosis as determined by serial intravascular ultrasonography of 
coronary atheroma volume (SATURN trial).9

Statins have also been associated with anti-inflammatory, anti-oxidant, anti-proliferative, and immunomodulatory 
effects.11, 12 In particular, inflammation is thought to have a role in the pathogenesis of CV events, and results 
in the elevated secretion and activity of acute inflammatory proteins such as high sensitivity-C-reactive protein 
(hs-CRP).13-15 Compared with levels below 1.0 mg/L, hs-CRP levels above 3.0 mg/L have been associated with 
a relative risk for incident coronary heart disease of 1.58 (95% confidence interval [CI] 1.37, 1.83).15

Clinical trials have indicated that statin therapy reduces hs-CRP levels through a mechanism largely independent 
of the low-density lipoprotein (LDL) cholesterol-lowering effect,16-18 resulting in better clinical outcomes in 
patients whose hs-CRP level has been reduced.19 In the Air Force/Texas Coronary Atherosclerosis Prevention 
Study (AFCAPS/TexCAPS), among participants with low LDL cholesterol, but high hs-CRP, vascular event rates 
were just as high as rates among those with overt hyperlipidaemia, with a post hoc analysis indicating that statin 
therapy significantly reduced CV events in this subgroup (N=1428, hazard ratio [HR] 0.58, 95% CI 0.34, 0.98).18

Prior to the JUPITER trial1 being conducted, no prospective outcome trial had directly addressed the question of 
whether apparently healthy persons with levels of LDL cholesterol below current treatment thresholds, but with 
elevated levels of hs-CRP, might benefit from statin therapy. The JUPITER trial was conducted with the primary 
objective of investigating whether treatment with rosuvastatin 20 mg daily, compared with placebo, would 
decrease the rate of first major CV events in apparently healthy men and women with elevated levels of hs-CRP.1

Expert comment
It has long been postulated that atherosclerosis is a generalised inflammatory process that is promoted, 
accelerated, and aggravated by elevated LDL cholesterol. The initiator of atherosclerosis is LDL cholesterol 
that accumulates in the arterial wall but also produces endothelial damage, followed by expression of leukocyte 
adhesion molecules on the endothelium of the vessel wall. Activated vascular smooth muscle cells then 
secrete proinflammatory chemokines and contribute to the recruitment of monocytes into the vascular wall, 
which differentiate to macrophages, producing unstable plaques that are prone to rupture and cause acute 
coronary syndrome (ACS). Hs-CRP is a marker of systemic inflammation, and in early trials that showed 
benefit of LDL cholesterol lowering in patients after ACS, it was often noted to be elevated. Of relevance to 
this study was the observation in these trials that the best outcome was in patients who had a decrease in 
both LDL cholesterol and hs-CRP; patients who had a reduction in LDL cholesterol only had a worse outcome 
than the patients who had a reduction in both, despite similar levels of LDL reduction. The JUPITER study 
was designed to test the hypothesis that lowering LDL cholesterol in patients with elevated hs-CRP (as a 
marker of inflammatory risk) but relatively low LDL cholesterol (<3.4 mmol/L) who would not normally qualify 
for statin therapy, would be beneficial.facebook .com/researchrev iewau /
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Study design and methods
Design
The JUPITER trial was a randomised, double-blind, placebo-controlled, multicentre 
trial conducted at 1315 sites in 26 countries.1 All potentially eligible subjects 
underwent a 4-week, placebo run-in phase. Those who completed this run-in phase 
with good compliance (defined as taking more than 80% of all study tablets) were 
enrolled and randomised (1:1) to placebo or rosuvastatin.1 Follow-up visits were 
scheduled at approximately 3 months, then every 6 months after randomisation 
until month 60. Patients were followed up in a close-out visit following cessation 
of the study.1

Study population
The main inclusion and exclusion criteria for the JUPITER trial are shown in Table 1.1

Figure 1. Cumulative incidence of the primary endpoint in the JUPITER study (nonfatal myocardial 
infarction, nonfatal stroke, arterial revascularisation, hospitalisation for unstable angina, or confirmed 
death from cardiovascular causes)1

HR = hazard ratio; NNT5 = number needed to treat to prevent the occurrence of one primary endpoint over 5 years.

Stroke: The reduction in the risk of stroke was due to a 51% reduction in the rate 
of ischaemic stroke (HR 0.49; 95% CI 0.30, 0.81; p=0.004), with no difference in 
the rates of haemorrhagic stroke between the rosuvastatin and placebo treatment 
groups (HR 0.67; 95% CI 0.24, 1.88; p=0.44).20 The reduction in stroke risk was 
consistent across all subgroups evaluated, including those customarily considered 
to be at low risk of stroke.20

Venous thromboembolism: Rosuvastatin treatment was associated with a 
significant decrease in the risk of deep vein thrombosis by 43% compared with 
placebo (HR 0.57; 95% CI 0.37, 0.86; p=0.007).21 Consistent effects were observed 
in all the subgroups examined.

Table 1. Inclusion and exclusion criteria1

Inclusion criteria Exclusion criteria

• Men >50 years, or women >60 years

• LDL cholesterol <3.4 mmol/L

• Hs-CRP >2.0 mg/L

• Triglycerides <5.6 mmol/L

• No history of CV disease

• Usage of any lipid-lowering therapy

• Hormone replacement therapy

• Diabetes

• Hypertension (SBP >190 mmHg or DBP >100 mmHg)

• Cancer (except skin BCC or SCC) in the prior 5 years

• Hepatic dysfunction

• CK >3x ULN

• Creatinine level >176.8 μmol/L

• Alcohol or drug abuse

• Inflammatory conditions

• Use of immunosuppressants

CK = creatine kinase; CV = cardiovascular; BCC = basal cell carcinoma; DBP = diastolic blood pressure; 
Hs-CRP = high-sensitivity-C-reactive protein; LDL = low-density lipoprotein; SBP = systolic blood pressure; 
SCC = squamous cell carcinoma; ULN = upper limit of normal.

Table 2. Baseline characteristics in the JUPITER trial participants1

Rosuvastatin
(n=8901)

Placebo
(n=8901)

Age,* years 66.0 66.0

Female, n (%) 3426 (38.5) 3375 (37.9)

Race or ethnic group

White 6358 (71.4) 6325 (71.1)

Black 1100 (12.4) 1124 (12.6)

Hispanic 1121 (12.6) 1140 (12.8)

Other or unknown 322 (3.6) 312 (3.5)

Body mass index,* kg/m2 28.3 28.4

Systolic blood pressure,* mmHg 134 134

Diastolic blood pressure,* mmHg 80 80

Current smoker, n (%) 1400 (15.7) 1420 (16.0)

Metabolic syndrome, n (%) 3652 (41.0) 3723 (41.8)

Aspirin use, n (%) 1481 (16.6) 1477 (16.6)

Hs-CRP,* mg/L 4.2 4.3

LDL cholesterol,* mmol/L (mg/dL) 2.8 (108) 2.8 (108)

HDL cholesterol,* mmol/L (mg/dL) 1.3 (49) 1.3 (49)

Triglycerides,* mmol/L (mg/L) 1.3 (118) 1.3 (118)

Total cholesterol,* mmol/L (mg/dL) 4.8 (186) 4.8 (185)

HDL = high-density lipoprotein; Hs-CRP = high-sensitivity-C-reactive protein; LDL = low-density lipoprotein.
*Median values.

Study endpoints
The primary outcome was the occurrence of a first major CV event (nonfatal 
myocardial infarction, nonfatal stroke, hospitalisation for unstable angina, an arterial 
revascularisation procedure, or confirmed death from CV causes).1 Secondary 
endpoints included the individual components of the primary endpoint.1

Statistical analysis
JUPITER was an event-driven trial designed to continue until 520 confirmed primary 
endpoints had occurred.1 This would provide a statistical power of 90% to detect 
a 25% reduction in the rate of the primary endpoint, with a two-sided significance 
level of 0.05.1

Study results
Trial enrolment took place between February 4, 2003 and December 15, 2006.1 
A total of 89,890 people were screened for enrolment, of whom 17,802 eligible 
people were randomly assigned to a study group.1

The JUPITER study was stopped early (after a median follow-up of 1.9 years 
[maximum 5.0 years]) by the independent data and safety monitoring board due 
to meeting predefined stopping rules for efficacy in rosuvastatin-treated subjects.1

Patient characteristics
The study population was diverse and included 6801 women (38.2%), and a mixture 
of races/ethnicities (Table 2).1 Aspirin was used by 16.6% of participants and 
41.4% had metabolic syndrome. Baseline characteristics are shown in Table 2.1

Efficacy
Primary endpoint: Rosuvastatin, compared with placebo, reduced the risk of CV 
events by 44% (142 vs 251 events, respectively; Figure 1).1 The rates of this primary 
endpoint were 0.77 and 1.36 per 100 person-years of follow-up in the rosuvastatin 
and placebo groups, respectively (HR 0.56; 95% CI 0.46, 0.69; p<0.00001).1 
The number needed to treat to prevent the occurrence of one primary endpoint 
over 5 years was projected to be 25.

Secondary endpoints: Rosuvastatin treatment significantly reduced the rates of 
the individual components of the primary endpoint (Table 3).1 Rosuvastatin was 
associated with a 54% reduction in myocardial infarction (p=0.0002), a 48% 
reduction in stroke (p=0.002), and a 20% reduction in all-cause mortality (p=0.02).

Placebo
251/8901

Rosuvastatin
142/8901

HR 0.56, 95% CI 0.46, 0.69
p<0.00001
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Number at Risk
Follow-up (years)

Rosuvastatin

Placebo

8901 8631 8412 6540 3893 1958 1353 983 544 157

8901 8621 8353 6508 3872 1963 1333 955 534 174

Number Needed to Treat (NNT5) = 25
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After 1 year, rosuvastatin compared with placebo improved eGFR (66.8 mL/min/1.73 m2 vs 66.6 mL/min/1.73 m2; 
p=0.02).25 This benefit was not evident in subjects with eGFR <60 mL/min/1.73 m2, but was among those 
with eGFR ≥60 mL/min/1.73 m2 at baseline, the median eGFR levels were 70.5 versus 70.0 mL/min/1.73 m2 
in the rosuvastatin and placebo groups, respectively (p=0.007).25

Cardiovascular risk: Of the JUPITER participants, 6091 and 7340 subjects had a baseline estimated 10-year 
Framingham risk of 5%-10% and 11%-20%, respectively.26 In these “intermediate risk” subgroups, rosuvastatin, 
compared with placebo, was associated with relative risk reductions of 45% in those with a Framingham risk of 
5-10% (HR 0.55; 95% CI 0.36 , 0.84; p=0.005) and 49% in participants with a Framingham risk of 10-20% 
(HR 0.51; 95% CI 0.39, 0.68; p<0.0001).26

Impact on lipid and hs-CPR levels
In JUPITER participants, rosuvastatin lowered LDL 
cholesterol by 50%, triglycerides by 17%, and hs-CRP 
by 37%, whereas it increased high-density lipoprotein 
(HDL) cholesterol by 4% compared with placebo 
(p<0.001 for all from baseline to year 1).1 In patients 
treated with rosuvastatin, the median LDL cholesterol 
level at 1 year was 1.4 mmol/L (55 mg/dL) (interquartile 
range, 1.1 to 1.9 mmol/L [44 to 72 mg/dL]), and the 
median hs-CRP was 2.2 mg/L (interquartile range, 
1.2 to 4.4 mg/L).1

Subgroup analysis
Consistent benefits with rosuvastatin were observed 
across the subgroups analysed.1, 22-24

Low-risk groups: Rosuvastatin was associated with a 
positive benefit on the primary endpoint in subgroups 
previously considered to be at low risk of this CV 
endpoint, including women, persons with a body mass 
index ≤25 kg/m2, persons without metabolic syndrome, 
nonsmokers, those with Framingham risk scores of 10% 
or less, and those without hypertension (Figure 2).1

Gender: The relative risk reduction for the primary 
endpoint with rosuvastatin was similar and statistically 
significant in both men (HR 0.58; 95% CI 0.45, 0.73; 
p<0.001) and women (HR 0.54; 95% CI 0.37, 0.80; 
p=0.002).22

Age: Participants aged 70 years or older (n=5695) 
accrued 49% of the 393 confirmed primary endpoints.24 
Nevertheless, the risk of reaching the primary endpoint 
was reduced by 37% with rosuvastatin compared with 
placebo treatment in this subgroup (HR 0.63; 95% CI 
0.41, 0.98; p<0.001).24

Chronic kidney disease: The JUPITER study included 
3267 patients with moderate chronic kidney disease 
(CKD; estimated glomerular filtration rate [eGFR] 
<60 mL/min/1.73 m2).25 Compared with those with 
eGFR ≥60 mL/min/1.73 m2, participants with moderate 
CKD had a greater risk of reaching the primary endpoint 
(HR 1.54; 95% CI 1.23, 1.92; p=0.0002), as well 
as arterial revascularisation (HR 1.53; 95% CI 1.13, 
2.08; p=0.008).25 Among those with moderate CKD, 
rosuvastatin treatment resulted in a 45% reduction 
in the risk of the primary endpoint (HR 0.55; 95% CI 
0.38, 0.82; p=0.002) and a 44% reduction in all-cause 
mortality (HR 0.56; 95% CI 0.37, 0.85; p=0.005).

 

Figure 2. Effects of rosuvastatin on the primary trial endpoint, according to baseline characteristics of the JUPITER cohort1

Adapted from Ridker et al. N Engl J Med. 2008;359(21):2195-207.

Table 3. Outcomes from the JUPITER trial1

Endpoint Rosuvastatin
(n=8901)

Placebo
(n=8901)

Hazard ratio
(95% CI)

Relative risk reduction 
(%)

p-value

Primary, n

Major CV event 142 251 0.56 (0.46, 0.69) 44 <0.00001

Secondary, n

MI, stroke, or confirmed CV death 83 157 0.53 (0.40, 0.69) 47 <0.00001

Nonfatal MI 22 62 0.35 (0.22, 0.58) 65 <0.00001

Any MI 31 68 0.46 (0.30, 0.70) 54 0.0002

Nonfatal stroke 30 58 0.52 (0.33, 0.80) 48 0.003

Arterial revascularisation 71 131 0.54 (0.41, 0.72) 46 <0.001

Hospitalisation for unstable angina 16 27 0.59 (0.32, 1.10) 41 0.09

Arterial revascularisation or hospitalisation for unstable angina 76 143 0.53 (0.40, 0.70) 47 <0.00001

Total mortality 198 247 0.80 (0.67, 0.97) 20 0.02

CV = cardiovascular; MI = myocardial infarction.

0.25 0.5 1.0 2.0 4.0
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Age > 65
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Expert comment
The JUPITER study showed that treatment with rosuvastatin lowered both LDL 
cholesterol and hs-CRP in patients who had elevated hs-CRP (>2 mg/L) and low 
LDL cholesterol levels (<3.4 mmol/L) at baseline.1 There was a highly significant 
reduction in the primary endpoint (nonfatal myocardial infarction, nonfatal stroke, 
hospitalisation for unstable angina, an arterial revascularisation procedure or 
confirmed death from CV causes), as well as significant reductions in individual 
hard CV endpoints such as all cause and CV mortality, myocardial infarction, 
stroke, and revascularisation. These benefits were seen across many subgroups, 
and in fact there was not a subgroup that was examined where the results 
were not concordant with the main results. Of great interest was the benefit 
seen in patients whose only risk factor was elevated hs-CRP, but the strength 
of the results would have been even stronger if the intervention had also been 
tested in participants who had similar LDL cholesterol but hs-CRP <2 mg/L. 
The importance of lowering hs-CRP has subsequently been proven in the CANTOS 
study using canukinumab,30 an interleukin-1 inhibitor, and the LODOCO31 and 
COLCOT32 studies using colchicine. Both these secondary prevention studies 
showed benefits of suppressing inflammation with improvement in outcomes 
but the JUPITER is the only study to look at this strategy in primary prevention.

Study interpretation
In the JUPITER trial in apparently healthy men and women with elevated levels 
of hs-CRP, rosuvastatin significantly reduced the incidence of major CV events, 
despite the study participants having LDL cholesterol levels below current treatment 
thresholds. Rosuvastatin, compared with placebo, also significantly reduced the 
incidence of death from any cause.1

The benefits of rosuvastatin occurred across all subgroups evaluated, including 
those considered to be at high risk of CV events, as well as subgroups thought to 
be at low risk of CV events (e.g. participants with Framingham risk scores of 10% 
or less, those without the metabolic syndrome, and those with elevated levels of 
hs-CPR but no other major risk factors).1, 27

Serious adverse events within JUPITER were equally reported across rosuvastatin 
and placebo recipients and there were no significant differences between the 
rosuvastatin and placebo groups with regard to muscle weakness, myopathy, 
hepatic or renal function, or incidence of cancer.1 Overall, there was no increase 
in plasma glucose levels or glucosuria during follow-up, but small increases in 
both HbA1c and physician-reported diabetes were reported. Most of the incident 
diabetes occurred in participants who had had impaired fasting glucose at study 
entry, a subgroup that also experienced a statistically significant reduction in the 
trial primary endpoint.33 Further analysis of data from the JUPITER trial also found 
that for participants with no major diabetes risk factors, there was no associated 
increase in diabetes.23 The small increases in HbA1c and physician-reported diabetes 
in the JUPITER study were similar to that reported in other larger statin trials.34, 35

The JUPITER study researchers acknowledged that the study had a number 
of limitations.1 People with low levels of hs-CPR were not included in the trial. 
The researchers explained that this was because the hypothesis-generating 
analysis of hs-CPR in the AFCAPS/TexCAPS study found low CV event rates and 
no evidence that statin therapy lowered vascular risk among persons who had neither 
hyperlipidaemia nor elevated hs-CPR. Thus, they argued that statin therapy in this 
group of patients would be highly unlikely to show a benefit. Another limitation was 
that the study was terminated early by the independent data and safety monitoring 
board after a median follow-up of less than 2 years, and so the longer term effects 
of rosuvastatin therapy could not be analysed. However, data from the trial are 
available for patients treated for 2 and 5 years which actually show a greater relative 
risk reduction in the CV primary endpoint.33

Take home messages
• Among apparently healthy men and women with elevated hs-CRP but low 

LDL cholesterol, rosuvastatin, compared with placebo, significantly reduced 
the incidence of a first major CV event

• The benefit of rosuvastatin, compared with placebo, was apparent across the 
prespecified subgroup analysed (presence or absence of major CV risk factors)

• Rosuvastatin, compared with placebo, was not associated with an increase 
in serious adverse events

• The small increases in HbA1c and physician-reported diabetes were similar 
to that reported in other larger statin trials

A post hoc analysis of 9302 patients at “high risk” of CV events (defined by an 
European systematic coronary risk evaluation [SCORE] ≥5%; extrapolated model) 
found that the primary endpoint was reduced with rosuvastatin compared with 
placebo treatment (HR 0.61; 95% 0.48, 0.78; p<0.0001).27 Rosuvastatin treatment, 
compared with placebo, was also associated with a relative risk reduction for the 
combined endpoint of myocardial infarction, stroke and CV death in “high risk” 
subjects defined by a SCORE ≥5% (HR 0.57; 95% CI 0.43, 0.78, p=0.0003) or 
by a Framingham score >20% (n=1558: HR 0.50; 95% CI 0.27, 0.93; p=0.028).27

Baseline hs-CRP: For subjects with elevated hs-CPR, but no other major risk factor 
other than increased age, the benefit of rosuvastatin was similar to that for higher 
risk subjects (HR 0.63; 95% CI 0.44, 0.92; p=0.01).1

The absolute risk of CV events increased with increasing baseline hs-CRP in the 
JUPITER trial.28 However, the absolute risk reduction associated with rosuvastatin 
was greatest among those with the greatest hs-CRP levels at study baseline.28

Participants at risk of diabetes: Physician-reported diabetes occurred more 
frequently with patients treated with rosuvastatin versus placebo (270 vs 216 
reports of diabetes, respectively; HR 1.25; 95% CI 1.05, 1.49; p=0.01).23 In persons 
with one or more major diabetes risk factor (n=11,508), rosuvastatin treatment 
was associated with a 39% reduction in the primary endpoint (HR 0.61; 95% CI 
0.47, 0.79; p=0.0001), a 36% reduction in venous thromboembolism (HR 0.64; 
95% CI 0.39, 1.06; p=0.08), and a 28% increase in diabetes (HR 1.28; 95% CI 
1.07, 1.54; p=0.01).23 For participants with diabetes risk factors, 93 vascular 
events or deaths were avoided for every 54 new cases of diabetes diagnosed.23 
For participants with no major diabetes risk factor (n=6095), rosuvastatin treatment 
was associated with a 52% reduction in the primary endpoint (HR 0.48; 95% CI 
0.33, 0.68; p=0.0001), a 53% reduction in venous thromboembolism (HR 0.47; 
95 CI 0.21, 1.03; p=0.05), a 22% reduction in total mortality (HR 0.78; 95% CI 
0.59, 1.03; p=0.08), but no increase in diabetes (HR 0.99; 95% CI 0.45, 2.21; 
p=0.99).23 In this subgroup, a total of 86 vascular events or deaths were avoided, 
with no new cases of diabetes diagnosed.23

Adverse events
The adverse events reported in the JUPITER trial are shown in Table 4.1

Table 4. Adverse events in the JUPITER trial*1

Adverse event Rosuvastatin 
(N = 8901)

Placebo 
(N = 8901)

p-value

Any serious adverse event, n (%) 1352 (15.2) 1377 (15.5) 0.60

Muscular weakness, stiffness, or pain, n (%) 1421 (16.0) 1375 (15.4) 0.34

Myopathy, n (%) 10 (0.1) 9 (0.1) 0.82

Rhabdomyolysis, n (%)† 1 (<0.1) 0 —

Newly diagnosed cancer, n (%) 298 (3.4) 314 (3.5) 0.51

Death from cancer, n (%) 35 (0.4) 58 (0.7) 0.02

Gastrointestinal disorder, n (%) 1753 (19.7) 1711 (19.2) 0.43

Renal disorder, n (%) 535 (6.0) 480 (5.4) 0.08

Bleeding, n (%) 258 (2.9) 275 (3.1) 0.45

Hepatic disorder, n (%) 216 (2.4) 186 (2.1) 0.13

* Data were missing for some patients for some events. † The single case of rhabdomyolysis occurred after closure of the trial.

Despite half the participants treated with rosuvastatin having LDL cholesterol levels 
below 1.4 mmol/L (55 mg/dL) and 25% of patients having LDL cholesterol levels 
below 1.1 mmol/L (44 mg/dL), the total numbers of reported serious adverse events 
were similar in the rosuvastatin and placebo groups; myopathy, hepatic injury, and 
cancer did not occur more frequently in either group (Table 3).1

There were no significant differences between the treatment groups during 
the follow-up period with respect to the fasting blood glucose level (98 mg/dL 
[5.4 mmol/L]) in both groups; p=0.12) or newly diagnosed glycosuria (36 subjects 
in the rosuvastatin group and 32 in the placebo group; p=0.64); there was a 
minimal difference between the two groups in the median glycated haemoglobin 
(HbA1c) value (5.9% and 5.8%, respectively; p=0.001). As previously stated, 
physician-reported diabetes was more frequent in the rosuvastatin group than in 
the placebo group (p=0.01).1

A post hoc analysis reported no difference between rosuvastatin and placebo in 
post-treatment changes in haemoglobin levels.29
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STUDY REVIEW

Rosuvastatin to prevent vascular events in men and women with elevated C-reactive protein

Expert’s concluding remarks
The JUPITER study was stopped early due to the significant reduction in 
mortality seen with LDL cholesterol and hs-CRP reduction in this population. 
Elevated hs-CRP indicates an increased CV risk at high and normal levels of LDL 
cholesterol, and this study clearly demonstrates that rosuvastatin lowers CV events 
and death in patients with elevated hs-CRP and “normal” LDL cholesterol that 
would not usually be treated. Unfortunately, hs-CRP is not routinely tested in 
Australia, and even if measured and elevated, rosuvastatin is not approved or 
reimbursed for use in this context.
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