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any other adverse effect on health when consumed even at lev-
els many times the established ADI levels.

8. CONCLUSIONS
Aspartame’s metabolism is well understood and follows that

of other common foods. Aspartame consumption, even at levels
much higher than that expected under typical circumstances, has
virtually no impact on levels of other blood constituents such as
amino acids, methanol or glucose.

Aspartame is a well-studied sweetener whose safety is clearly
documented and well established through extensive laboratory
testing, animal experiments, epidemiological studies, and hu-
man clinical trials.

Controlled and thorough scientific studies confirm aspar-
tame’s safety and find no credible link between consumption
of aspartame at levels found in the human diet and conditions
related to the nervous system and behavior, nor any other symp-
tom or illness.

Aspartame is well documented to be nongenotoxic and there
is no credible evidence that aspartame is carcinogenic.

Aspartame does not increase hunger in those who use it; to
the contrary, studies indicate it might be an effective tool as part
of an overall weight management program.

Aspartame is a well-characterized, thoroughly studied, high-
intensity sweetener that has a long history of safe use in the food
supply and can help reduce the caloric content of a wide variety
of foods.
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ADDENDUM
Since submission of this review, two major studies on aspar-

tame have been published. One paper describes an integrated
network of case-control studies to investigate potential associ-
ation between consumption of artificial sweeteners, including
aspartame, and cancer risk (Gallus et al., 2007). This report in-

cluded studies conducted in Italy between 1991 and 2004, with
a total of 8976 cancer cases and 7028 controls. Cancer cases in-
cluded cancers of the oral cavity and pharynx, esophagus, colon,
rectum, larynx, breast, ovary, prostate and renal cell carcinoma.
Dietary intake of sugar and artificial sweeteners was assessed
using a food-frequency questionnaire. Although the intake of
aspartame specifically was not evaluated, the study found no
evidence that artificial sweeteners increase cancer risk at these
common sites in humans (Gallus et al., 2007).

Results of a second study on aspartame by Soffritti et al.
(2007) were released online. This is a follow-up of the Soffritti
et al. (2006) study, which was discussed in detail in Section
6.3.2. In the recent study, aspartame at 0 (control, C), 400 (low
dose, LD) or 2000 ppm (high dose, HD) was added to the Cesare
Maltoni Cancer Research Center (CMCRC) standard diet and
fed to female Sprague-Dawley breeders from the colony of CM-
CRC from the 12th day of pregnancy until weaning of pups. At
4-5 weeks of age, experimental animals were assigned to groups
according to the treatment of their mothers. Groups consisted of
70 treated (LD, HD) and 95 control (C) male and female rats.
The in-life phase ended at 147 weeks with the death of the last
surviving animal. The authors reported no effect of aspartame on
feed consumption, no difference in mean body weights among
groups, and a slight decrease in survival in treated groups (no
statistics given). The incidence of lymphoma/leukemia in male
rats was C, 9.5%; LD, 15.7%, HD 17.1%; mainly involving the
lung and mediastinal/peripheral nodes. The incidence of lym-
phoma/leukemia in female rats was C, 12.6%; LD, 17.1%; HD
31.4%; mainly involving thymus, lung, spleen and peripheral
nodes. The incidence of mammary carcinomas in female rats
was C, 5.3%; LD, 7.1%; HD, 15.7%. The authors also stated
that comparison of incidence of lymphoma/leukemia in female
rats from current experiment (prenatal exposure) to results from
postnatal exposure (Soffritti et al., 2006) demonstrates that when
lifespan exposure to APM begins during fetal life, carcinogenic
effects are increased.

Several comments regarding the methodology of this study
are warranted. Doses were based on an “estimate” assuming
a constant food consumption of 20 g/day and a constant body
weight of 400 g. Although food consumption and body weight
were measured throughout the experiment, the data are only
provided after week 16, when the rats would have reached full
body weight. Thus the authors’ main conclusions are built on
the exposure period for which they provide no data.

Other important details of a study designed to assess prenatal
exposure have not been addressed in this report. These include:
(1) the number of pregnant dams per dose group; (2) whether
all dams were primaparous or of equivalent age/maturity; (3)
the growth and food consumption for mothers during pregnancy
and lactation, (4) pregnancy outcome; (5) how investigators were
able to get equal number of males and females for each treat-
ment group, as there was no description of method of culling or
assignment of pups from each mother to treatment group; and
(6) the body weights of pups at birth and during lactation, which
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