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Fatal flaw in the fetal argument

The fetal-origins hypothesis, in its initial form, postulated
that maternal and fetal undernutrition is associated with an
increase in an individual’s propensity towards the develop-
ment of CHD and its allied risk factors in adult life
(Barker, 1993), including hypertension, dyslipidaemia and
Type 2 diabetes. Indeed, an inverse association between
birth weight and blood pressure has been considered to pro-
vide the strongest evidence in support of the fetal origins
hypothesis (Robinson, 2001). However, recent systematic
reviews of the large number of studies in this area have
shown little support for two of the major components of
the hypothesis, namely inverse associations between birth
weight and blood pressure (Huxley er al. 2002) and with
dyslipidaemia (Huxley et al. 2004), flaws, which if not
fatal, are at the very least problematic, for the fetal-origins
hypothesis (Huxley, 2006).

Evidence from animal studies has been used to provide
support in favour of the fetal-origins hypothesis, but as Pro-
fessor Cohen implies, extrapolating these findings to human
populations is fraught with difficulty. In humans, there are
limited data as to the effects of maternal nutrition on
offspring’s adult health, but what data there are would tend
to suggest that maternal undernutrition is not strongly associ-
ated with either higher blood pressure or cholesterol levels in
offspring (Stanner et al. 1997; Roseboom et al. 1999).

But, even allowing for a small inverse association between
birth weight and CHD risk factors, from a public health per-
spective, strategies aimed at reducing the burden of chronic
disease through the modification of adult lifestyle factors
such as cigarette smoking, diet and physical activity are
likely to be far more achievable and have a much greater
impact than interventions aimed at reducing the burden of
disease through increases in birth weight (Huxley er al.
2002, 2004).

Dr Rachel Huxley

Senior Epidemiologist

The George Institute

PO Box M201, Missenden Road

NSW 2050

Australia

Email: rhuxley @thegeorgeinstitute.org

DOI: 10.1017/BIN20061888

References

Barker DJP (1993) Fetal and infant origins of adult disease. BMJ,
Ist edition.

Huxley R (2006) Invited Commentary: Fatal flaw in the fetal argu-
ment. Br J Nutr 95, 441-442.

Huxley R, Neil A & Collins R (2002) Unravelling the fetal origins
hypothesis: is there really an inverse association between birth
weight and subsequent blood pressure? Lancet 360, 659—665.

Huxley R, Owen CG, Whincup PH, Cook DG, Colman S & Collins
R (2004) Birth weight and subsequent cholesterol levels:
exploration of the ‘fetal origins’ hypothesis. JAMA 292,
2755-2764.

Robinson R (2001) The fetal-origins of adult disease: no longer just a
hypothesis and may be critically important in South Asia. BMJ
322, 375-376.

Roseboom TJ, van-der-Meulen JH, Ravelli AC, von Montfrans GA,
Osmond C, Barker DJ, Bleker OP (1999) Blood pressure in
adults after prenatal exposure to famine. J Hypertens 17, 325-330.

Stanner SA, Bulmer K, Andres C, Lantseva OE, Borodina V, Poteen
VV, Yudkin JS (1997) Does malnutrition in utero determine dia-
betes and coronary heart disease in adulthood? Results from the
Leningrad siege study, a cross sectional study. Br J Nutr 315,
1342-1349.

ssaud Aussanun abpuquied Ag auljuo paysiiqnd 8881900ZNf8/£ 1010 1/610°10p//:sdny


https://doi.org/10.1017/BJN20061888

