Primary prevention revisited: Age as a modifiable CV risk factor 
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London, UK - Headline for a comedian's obituary in the December 29, 1974 New York Times: "Jack Benny, at 39." Benny was born in 1894. 

Are there other ways to stop time, besides maintaining a running gag for four decades? 

Further significant gains in cardiovascular disease prevention are likely to require a shift in how medicine and the healthcare system view the management of CV risk factors—a shift from initiating therapy only after decades of progressive atherosclerosis to starting it early in their assault on the vasculature, before most of the damage is done—argues a Viewpoint published online this week in the Lancet [1]. 

The authors, Dr Allan Sniderman (Royal Victoria Hospital, Montreal, QC) and Dr Curt D Furberg (Wake Forest University School of Medicine, Winston-Salem, NC), observe that age is a more powerful predictor of CV events than dyslipidemia, blood pressure, or smoking, while it is uniformly viewed as a nonmodifiable risk factor. If true, "a tight limit exists on how much prevention can be achieved. But is conventional wisdom correct? Are all the effects of age immutable?"

No, according to Sniderman and Furberg. "Since arteries are damaged over time, our view is that we should take advantage of time and intervene early," they write. Their proposal ranges far and wide to show how contemporary CAD management fails to account for the disorder's decades-long genesis and recommends some fixes.

Guidelines-based care is geared toward prevention of plaque rupture, "when we should be trying to prevent the development of the plaque," Sniderman observed for heartwire. 

"Our prevention models have focused on predicting clinical events, and because clinical events occur in older people, inevitably the key factor that guides the decision whether to intervene is age," he said. "We're going to have to revise our models, because all those we currently use incorporate age. If you're not 50 or 60 or 70, you're not at high risk, almost by definition. . . . And this applies with a vengeance to women."

Meanwhile, vascular disease starts long before it penetrates medicine's radar range; if therapy waits until a person is high risk as defined by age, it intervenes late in the process, when drug therapy, PCI, and CABG are limited in what they can achieve, Sniderman observed. Started before the arteries suffer much damage, he said, the benefits of drug therapy would likely be far greater. 

To reap those rewards, appropriate candidates for early intervention would have to be identified and then offered the opportunity to go on lifelong therapy—for the time being, that means statins, because diet and lifestyle changes, while important, "are unlikely to be adequate, especially in those with pronounced abnormalities of blood pressure or blood lipids," according to Sniderman and Furberg.

The third-party-payer system would have to accommodate the expense of such long-term therapy while the cost of generically available statins falls. "The prices that we're paying for them now, even for generics, are relatively high," Sniderman said. Once a drug's patent expires, the manufacturer's reward for innovation has been paid; afterward, "we should be ensuring that cost doesn't become a barrier to lifesaving."
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