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Statins and Cardiovascular Disease: Not as
Protective as We're Led to Believe

David Seaman, DC, MS, DABCN

I am regularly asked about statins by chiropractors whose general medical practitioner tells them
they need to be on statins because their total cholesterol is a little over 200 mg/dL. Most DCs
generally don't want to take the medication, of course, but get some fear put into them about dying
of a heart attack and that statins are protective in that regard.

The widely reported results of the JUPITER trial1 is what brought "statins for all" to the mainstream
consciousness. The question is, how many who reported on or adhere to the suggestions based on
JUPITER have actually read the study? I suspect very few.

Two papers subsequent to JUPITER challenged the notion that statins should be used as a
preventive strategy. de Lorgeril, et al., concluded that "the results of the trial do not support the
use of statin treatment for primary prevention of cardiovascular diseases and raise troubling
questions concerning the role of commercial sponsors." And Ray, et al., concluded:

"[B]ased on aggregate data on 65,229 men and women from 11 studies, yielding approximately
244,000 person-years of follow-up and 2793 deaths, we observed that statin therapy for an average
period of 3.7 years had no benefit on all-cause mortality in a high-risk primary prevention
population. Current prevention guidelines endorse statin therapy for subjects at high global risk of
incident CVD as a means to reduce fatal and nonfatal vascular event. Due consideration is needed
in applying statin therapy in lower-risk primary prevention populations."
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Not surprisingly, the primary author of the JUPITER study chimed in on this. In a Time magazine

article4 about the obvious contradictory conclusions regarding JUPITER, Dr. Ridker stated:

"I agree with the Ray, et al., bottom line, which is what we have always said over and over: the first
things to do to prevent heart disease is to eat a proper diet, exercise regularly and stop smoking.
But what [JUPITER] clearly shows is that even among people who are thin, who exercise, have low
cholesterol and don't smoke, the risk is high if you have elevated levels of CRP. And being on a
statin can lower your risk of having a heart event by half."

According to Dr. Ridker's statement, JUPITER subjects were thin? Really? The median BMI was 28
and the interquartile range was 25.3-32. I am 6'2" and weigh 170 lbs, which means my BMI is 21.8,
which is thin according to the real-world view of thin. However, in order to be thin, according
Ridker, I would have to gain 50 lbs of fat.

Also according to Dr. Ridker, being on a statin will cut one's risk of having a heart event by 50
percent. Really? There were 8,901 subjects, ranging in age from 60-71 years in the treatment and
placebo groups. They were followed for a median of 1.9 years for the occurrence of the combined
primary end point of myocardial infarction, stroke, arterial revascularization, hospitalization for
unstable angina, or death from cardiovascular causes.



In the statin group, there were 141 major cardiovascular events versus 251 in the placebo group.1

Table 1 demonstrates what happens if you look at the math percentages in the fashion most people
understand. If one took a statin, they had a 98.4 percent chance of not having a cardiovascular
event, versus a 97.2 percent chance of not having an event when taking the placebo. Perhaps this
is why Ray, et al., and de Lorgeril, et al., stated that the JUPITER results do not support the use of
statins for preventing cardiovascular disease? There is only a 1 percent difference in
cardiovascular events if normal, everyday math is applied. Is a 1 percent reduction in a
cardiovascular event worth all the potential side effects (Table 2) associated with statin use?

If patients knew the potential side effects associated with statin drugs for a mere 1 percent
reduction in risk of a cardiovascular event, would they take them so readily for prevention? I
suspect most would probably choose otherwise.

Table1: Findings From the JUPITER Trial

 Statin Placebo

Events- raw data 141 / 8,901 251 / 8,901

Events- based out of 100 1.6 / 100 2.8 / 100

Actualincidence 1.6% on statins had events 2.8% on placebo had events

Preventionof events 98.4% were without events 97.2% were without events

Table2: Potential Side Effects of Statins5-12

polyneuropathy peripheral neuropathy memory loss

aggression irritability cognitive defects

myalgia muscle weakness muscle cramps

rhabdomyolysis ALS-like symptoms fatigue

general mitochondrial disruption erectile dysfunction  

A Better Way to Protect Against Cardiovascular Disease

It is quite clear that cardiovascular disease is initiated and driven by ongoing inflammation; this
has been known for many years. Cholesterol is only part of the issue, and elevations represent a
component of the chronic inflammatory state. So, the focus should be inflammation reduction (a
point I have made repeatedly in this column).

The current American diet is excessively high in sugar, flour, and fat calories (trans- and omega-6
fatty acids), which leads to substantially elevated postprandial levels of circulating glucose and
triglycerides, referred to as postprandial dysmetabolism. The outcome is an immediate increase in
inflammatory markers such as free radicals and C-reactive protein, and sympathetic hyperactivity,

which is directly linked to the expression of diabetes and cardiovascular disease.13-14

Not well-appreciated is that the postprandial dysmetabolic inflammatory state may be associated
with the perpetuation of lumbar radicular pain, tendinopathies, and generalized musculoskeletal

pain,15-19 so we should consider addressing the dysmetabolic inflammatory state in patients
suffering with chronic musculoskeletal pain syndromes.
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In the clinical setting, a BMI above 25 identifies patients who are pursuing dysmetabolism. An
operational goal should be to achieve a BMI below 25 by eating anti-inflammatory foods and
exercising daily. Proper exercise is anti-inflammatory and has an appetite-suppressing effect. And
when individuals eat an anti-inflammatory diet that includes lean animal protein, vegetables, fruit,
nuts and low glycemic tubers such as sweet potatoes, the postprandial dysmetabolism is blunted.

The problem is that most Americans do not eat this way, so they perpetually live in the postprandial
dysmetabolic inflammatory state. For more details, see the O'Keefe, et al., paper on this topic,

available as a free full text.14

Supplements may also be useful at addressing chronic inflammation. The focus should be
inflammation reduction, not trying to use natural cholesterol-lowering agents such as red yeast rice
to replace statins that only offer a 1 percent better preventative effect (because your goal should
not be to reduce patients' risk of a cardiovascular event by only 1 percent, even naturally, but to
address the underlying causes of their high cholesterol). Of special consideration should be
botanical anti-inflammatories, such as ginger and turmeric, which can be eaten with meals and/or

taken as a supplement. Such botanicals function via multiple anti-inflammatory mechanism.20-21

Additional key supplements include vitamin D, omega-3 fatty acids, and magnesium.22-24

A Final Note on Statins and Other Medications

Despite the negative tone presented herein toward statins, it should not be viewed that I am
negative on statins in general. I am negative on the notion that they dramatically reduce
cardiovascular events and thus should be taken on a preventive basis. Statins do offer anti-
inflammatory benefits that may be of use to people in pursuit of dysmetabolic inflammation, which
means I believe that "flamed-up" individuals with hypertension, hyperglycemia, and hyperlipidemia
should be on several meds. However, ideally, these medications should be used only in the short
term, while people move back toward a healthy state. The problem is patients are generally not
given encouragement and proper direction on pursuing a healthy lifestyle long term to improve
their cardiovascular profile.
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