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Obesity is increasing in an epidemic manner in most countries and
constitutes a public health problem by enhancing the risk for
cardiovascular disease and metabolic disorders such as type 2 dia-
betes"?. Owing to the increase in obesity, life expectancy may start

ru—- v
iy ",?ﬁ.
= 2| e

s Ly to decrease in developed countries for the first time in recent
.'..‘-’.‘.i._','.!..,__“. history’. The factors determining fat mass in adult humans are
""1"':5-'4"1...- e st not fully understood, but increased lipid storage in already

developed fat cells (adipocytes) is thought to be most imwgagt‘_*’r

o wars that adimaccta mamahas ie g smaine datassaiaaat foos

Here we show that adipocyte number is a major determinant for

- e

the fat mass in adults. However, the number of fat cells stays FRESEEESEEEERE RIS
constant in adulthood in lean and obese individuals, even after Heis s
marked weight loss, indicating that the number of adipocytes is

set during childhood and adolescence. To establish the dynamics

generation rate is altered in early onset obesity, suggesting a tight
regulation of fat cell number in this condition during adulthood.
The high turnover of adipocytes establishes a new therapeutic
target for pharmacological intervention in obesity.
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Figure 4 | Effect of obesity on adipocyte generation and death. a, No
significant difference in adipocyte death rate per year was seen across the
different BMIs. b, Obese individuals had a significantly greater number of
adipocytes added peryear thanlean individuals. ¢, No significant difference in
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the average age of adipocytes in lean versus obese individuals was found. In

aandb, values are the medians and error bars indicate the location of the first

and third quartiles; in ¢, data are shown as mean * s.e.m. Asterisk, P <0.01

for lean (1 = 13) versus obese (n = 14) individuals, Kruskal-Wallis test.
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