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AGGENDA ITEM 5(a): DRAFT AND PROPOSED DRAFT FOOD ADDITIVE PROVISIONS OF
THE GSFA (CX/FA 11/43/7)

PART I - Colour Additives
Paragraph 11 - Caramel IV
Recommendation 2
i. Comment: Under Cat 1.1.2 Dairy-based drinks, flavoured and/or fermented (e.g., chocolate milk,
cocoa, eggnog, drinking yoghurt, whey-based drinks) - we propose deletion of Note 52 from column on
comments.
Rationale: Ideally, due to the presence of cocoa ingredients in chocolate milk like cocoa powder or
chocolate, addition of colour is normally should not be required. However colour variations in cocoa powder
is a common and normal phenomenon. Such a caramel addition is minimal and self limiting in this case. In
India usage of caramel colours in such products is permitted. We also highlight precedence of allowance: viz.
Category 1.7 is a similar dairy based desserts category which covers products such as chocolate yoghurts,
_chocolate puddings. This category does not exempt caramel usage in chocolate products. We recommend
that Category 1.1.2 should also allow the usage of caramel in chocolate based dairy products hence propose
deletion of Note 52,
ii. Comment: Under Cat 6.3 Breakfast Cereals, including rolled oats - we propose deletion of Note AA
from column on comments.
Rationale: Usage of the term rolled oats under the breakfast cereals does not connote commodity but a value
added product from oats, that may be flavoured, contain inclusions such as syrups and coloured for better
consumer appeal and colour consistency. We recommend that colour usage should be allowed in this
category, hence propose deletion of Note AA.

iiii, Comment: We support the caramel levels suggested by the eWG under categories 14.1.2.2, 14.1.2.4,
14.1.3.2 and 14.1.3.4
Rationale: Usage of caramel is permitted under local regulations in India at GMP level. Any level lesser
than 5% of usage of caramel will not serve the purpose of addition as colorant.
PART Il - Miscellaneous
Paragraph 26 — Sorbates
Recommendation 1:

i Comment: Under Cat 1.1.2 Dairy-based drinks, flavoured and/or fermented (e.g., chocolate milk,

cocoa, eggnog, drinking yoghurt, whey-based drinks) - we propose max level of 500 ppm based on the
technological need,
Rationale: While the antimycotic property of sorbates is wellknown, it is now known to also inhibit bacteria.
Since most of the products under dairy based drinks category have less acidic value (>pH 6.0), it would
require higher level than normally used in acidic products (pH <4.5) for desired efficacy. The proposed
concentrations do not alter the taste or odour of the products.
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AGGENDA ITEM 5(a): DRAFI‘ AND PROPOSED DRAFT FOOD ADDITIVE PROVISIONS OF
THE GSFA (CX/FA 11/43/7)

In addition to its previous comments submitted at the 40" Session of CCFA in Beijing, China, the National
Health Federation (NHF) respectfully submits the following current comments conceming Aspartame as a
food additive:

1. Aspartame Contains Toxic Methanol

Methanol (methyl alcohol, wood alcohol), a poisonous substance,/' is added as a component during the
manufacture of aspartame./" The methanol is subsequently released within hours of consumption/" after
hydrolysis of the methyl group of the dipeptide by chymotrypsin in the small intestine./" Absorption in
primates is hastened considerably if the methanol is ingested as free methanol /¥ as it occurs in soft drinks
after decomposition of aspartame during storage or in other foods after being heated." Regardless of whether
the aspartame-derived methanol exists in food in its free form or still esterified to phenylalanine, 10% of the
weight of aspartame intake of an individual will be absorbed by the blood stream as methanol within hours
after consumption.™

Methanol has no therapeutic properties and is considered only as a toxicant./* The ingestion of two
teaspoons is considered lethal in humans./*™ Methyl alcohol produces the Methyl alcohol syndrome,
consistently, only in humans and no other test animal, including monkeys./ There is a clear difference
between "toxicity,” which can be produced in every living thing, and the "toxic syndrome."/*

The greater toxicity of methanol to man is rooted firmly in the limited biochemical pathways available to
humans for detoxification. The loss of uricase (EC 1.7.3.3.), formyl-tetrahydrofolate synthetase
(EC6.3.4.3 )ﬂ and other enzymes.f"“ during evolution sets man apart from all laboratory animals including
monkeys./*" As a result, there is no generally accepted animal model for methanol toxicity. Humans
suffer "toxic syndrome™ at a minimum lethal dose of < 1 gm/kg, much less than that of monkeys, 3-6 g/kg./™
The minimum lethal dose of methanol in rats, rabbits, and dogs is 9, 5, and 7 g/kg respectively"; ethyl
alcohol is more toxic than methanol to these test animals./™

The United States Environmental Protection Agency in its Multimedia Environmental Goals for
Environmental Assessment recommends a minimum acute toxicity concentration of methanol in drinking
water at 3.9 parts per million, with a recommended limit of consumption below 7.8 mg/day.™™

This report clearly indicates that methanol "is considered a cumulative poison due to the low rate of
excretion once it is absorbed. In the body, methanol is oxidized to formaldehyde and formic acid; both of
these metabolites are toxic.”

In particular, the formaldehyde metabolite of methanol is a deadly neurotoxin. Yet, a one-liter aspartame-
sweetened beverage contains about 56 milligrams of methanol. Heavy users of aspartame-containing
products consume as much as 250 mg of methanol daily, or 32 times the EPA safety limit.

Some have argued that the food additive is no different in having methanol than natural fruits. Yet,
the methanol found in fruits and vegetables is bound to pectin and takes it out of the body safety, Also, the
methanol in fruits and vegetables is always accompanied by ethanol, which is the classic antidote to
methanol toxicity./*"" So, there is no comparison in toxicity between the naturally sourced fruits and the
synthetic aspartame,

2. Recent Study Demonstrates Aspartame Toxicity

A very recent study conducted in India, showed that aspartame water given to rats for just six months caused
noticeable liver harm./ ** The Abstract/™ states that:

“The present study evaluates the effect of long term intake of aspartame, the artificial sweetener, on liver
antioxidant system and hepatocellular injury in animal model. Eighteen adult male Wistar rats, weighing
150 - 175 g, were randomly divided into three groups as follows: first group was given aspartame dissolved
in water in a dose of 500 mg/kg.b.wt; the second group was given a dose of 1000 mg/kg.b.wt; and controls
were given water freely. Rats that had received aspartame (1000 mg/kg.b.wt) in the drinking water for 180
days showed a significant increase in activities of alanine aminotransferase (ALT), aspartate
aminotransferase (AST), alkaline phosphatase (ALP) and y-glutamyl transferase (GGT). The concentration
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of reduced glutathione (GSH) and the activity of glutathione peroxidase (GPx), and glutathione reductase
(GR) were significantly reduced in the liver of rats that had received aspartame (1000 mg/kg.b.wt).
Glutathione was significantly decreased in both the experimental groups. Histopathological examination
revealed leukocyte infiltration in aspartame-treated rats (1000 mg/kg.b.wt). It can be concluded from these
observations that long term consumption of aspartame leads to hepatocellular injury and alterations in
liver antioxidant status mainly through glutathione dependent system.” (emphasis added)

This recent study is just one more of many studies revealing the ill health effects of aspartame. The
manufacturers of aspartame would have us believe otherwise with doctored studies that even the U.S. Food
and Drug Administration harshly criticized until it was captured by the aspartame industry and changed its
position.

3. For Safety Reasons, Codex Must Lower the ADI for Aspartame

A serious consequence of the mistake of not being aware of the dangerous metabolism of the methanol in
aspartame is that when scientists calculated its ADI (Advised Daily Intake) they did not include the toxic
properties of the methanol in their estimations and it was calculated incorrectly by a factor of 35. The current
ADI is 40mg/kg (JECFA/Codex at 0-40 mg/kg). However, if one were to correctly take into account the
ADI of methanol, then the ADI for aspartame should drop to 1.14mg/kg.

If Codex is about protecting the health of the consumer, then this body would be remiss in not revisiting its
ADI numbers and setting them significantly lower so as to protect consumers from the toxic effects of
methanol. The National Health Federation strongly urges this Committee not to advance aspartame along
the path to approval as a food additive at all, and certainly not until all independent studies of its health
effects have been taken into account.
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