SODIUM eHLORITE
1. Chemical and Physical Data

1.1 Synonyms and molecular formulae and weights

Sodium chlorite
ehem. Abstr. Services Reg. No: 7758-19-2

Synonym: Chlorous acid, sodium salt
Molecular formula: NaCIOi
Molecular weight: 90.44

Sodiurn chlorite trihydrate
ehem. Abstr. Services Reg. No.: 49658-21-1

hydrate

Synonym: Chlorous acid, sodium salt, tri

Molecular formula: NaCIOiJHiO
Molecular weight: 144.49

1.2 Chemical and physical properties of the pure substance
From Weast (1989) unless otherwise specified

Sodium chlorite
(a) Description: White, hygroscopic crystals

(b) Melting-point: Decomposes at 180-200°C
(c) Solubility Soluble in water (g/l): 390 at 17°C, 550 at 60°C
(d) Stability Stable in the absence of oxidizable organic matter (Budavari,

1989)
(e) Reactivity: Oxidizes many organic and inorganic substances; can explode

in response to physical shock or heat when mixed with combustibles
(Canadian Centre for Occupational Health and Safety, 1989). ln aqueous
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alkaline solutions, chlorite ion is very stable, even at 100°C; in acid
solutions, chlorite forms chlorous acid (HCIOi), which rapidly
disproportioflates to chlorine dioxide, chlorate and chloride (Aieta &
Roberts, 1985).

Sodium chlorite, trihydrate
(a) Description: Triclinic leaflets
(b) Stability Becomes anhydrous àt 38°C or in a dessicator over potassium
hydroxide at room temperature (Budavari, 1989)

1.3 Technical products and impurities

Trade names: Neo Silox D; Textone

Sodium chlorite is the only chlorite salt marketed and used in commercially
significant quantities. The technical-grade usually contains approximately 80%
sodium chlorite (Noack & Doeff, 1979). Products are available in dry form or as
aqueous solutions containing 25-80% sodium chlorite (Olin Corporation, 1989). A
small amount of sodium hydroxide is usually retained to stabilze the product, and

sodium chloride is usually added to reduce the sodium chlorite content to a
maximum of about 80%; this is necessary to ensure safety and minimize reactivity
(Noack & Doerr, 1979).
2. Production, Use, Occurrence and Analysis
2.1 Production and use
(a) Production

Sodium chlorite was described in 1843 by N. Milan; it was first produced in the
USA by the Mathieson Company in 1937. ln 1948, Degussa AG became the first
German producer (Eul, 1989).

The commercial manufacture of sodium chlorite depends entirely on chlorine
dioxide made from sodium chlorate. GeneraIly, chlorine dioxide is absorbed in
caustic soda containing hydrogen peroxide as a reducing agent to produce sodium
chlorite. An excess of hydrogen peroxide is important to prevent dispro-

portionation, which yields sodium chlorate. Sodium chloride may be added to
decrease the sodium chlorite content to 80% of dry product weight (Noack & Doeff,
1979).

Commercially significant quantities of sodium chlorite are produced mainly in

J apan, the European Economic Community and the USA. Accurate production
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statistics are not available. The Japanese Ministry of International Trade and
Industry reported production of 620 tonnes in 1973 and 540 tonnes in 1974,
although it is unclear whether these statistics refer strictly to sodium chlorite
(Noack & Doerr, 1979). Japanese production of sodium chlorite (100%) was 400

tonnes in 1984,3815 tonnes in 1985, 3634 tonnes in 1986, 3811 tonnes in 1987 and
3503 tonnes in 1988 (Anon., 1985; Ministry of International Trade and Industry,

1989).

Sodium chlorite is produced byone company each in Belgium, Brazil, France,
Italy, Spain and the UK, by two companies in Germany and the USA, and by five

companies in Japan (Chemical Information Services Ltd, 1988).
(h) Use

Most of the sodium chlorite used in the USA is in the production of aqueous
chlorine dioxide solutions at the site of use. This conversion can be carried out by

the disproportionation of chlorous acid formed from chlorite in aqueous
hydrochloric acid solution, but is more commonly achieved by the oxidation of
chlorite by chlorine or hypochlorous acid (Aieta & Roberts, 1985; White, 1986).

Chlorine dioxide is generated to bleach and strip textiles, to bleach wood pulp in
paper processing, to eliminate tastes and odours in potable water, to reduce loads of

adsorbable organic halogenated compound in industrial effluents, to control
microbiological growth in paper mils, oil wells and petroleum systems and food
processing plant flume water, to bleach (upgrade) fats and oIls, to disinfect sewage,
to treat factory wastes, where it converts simple phenolic compounds, simple
trial
cooling towers. Sodium chlorite is also used in the electronics industry for etching
se it oxidizes copper metal to copper(II) directly (Olin
Corporation, 1984, 1989). The compound is used for the same processes in Europe
cyanides and sulfides, to bleach natural foliage and to control algae in indus

printed circuits bec

au

and Asia, but more sodium chlorite is used to bleach textiles (Noack & Doeff, 1979).
2.2 Occurrence
(a) Natural occurrence

Sodium chlorite is not known to occur naturally.
(h) Occupational expsure

Industrial processes in which workers may be exposed to sodium chlorite
include generation of chlorine dioxide in aqueous solutions at pulp and textile mi

Ils

and the treatment of drinking-water; however, no data on occupational exposures
were avaIlable to the Working Group. No regulatory standards or guidelines have

been published for exposures to sodium chlorite.
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2.3 Analysis

A method for the quantitative analysis of chlorite in water, which distinguishes
chlorite from other oxychlorine species, has been reported (White, 1986).

3. Biological Data Relevant to the Evaluation of

Carcinogenic Risk to Humans
3.1 Carcinogenicity studies in animais (Table 1)

(a) Oral administration

Mouse: Groups of 50 male and 50 female B6C3F 1 mice, six weeks old, were

given 0.0, 0.025 or 0.05% sodium chlorite (82-87% pure (impurities unspecifiedD in
the drinking-water for 80 weeks. Survival at 85 weeks was: males-control, 35/50;
low-dose, 47/50; high-dose, 43/50; females-control, 47/50; low-dose, 50/50;
high-dose,

50/50. Hyperplastic nodules in the liver occurred in 6/35 control, 14/47

low-dose and 11/43 high-dose males, and hepatocellular carcinomas occurred in
4/35 control, 8/47 low-dose and 6/43 high-dose males; these differences are not

significant. The incidences of liver tumours in control and treated females were
similar. Adenomas of the lung occurred in 0/35 control, 2/47 low-dose and 5/43
high-dose male mice (p c( 0.05, chi-square test), and adenocarcinomas occurred in

0/35 control, 1/47 low-dose and 2/43 high-dose males; the incidences of lung
tumours were similar in control and treated females. The proportion of high-dose
an
female mice with malignant lymphoma/leukaemia was significantly smaller th

that in controls (control, 7/47; low-dose, 5/50; high-dose, 1/50; p c( 0.05, chi-square
test) (Yokose et aL., 1987). (The. Working Group noted that survival-adjusted
statistical analyses were not reported.)
Rat: Groups of 50 male and 50 female Fischer 344 rats, six weeks old, were
given 0.0, 0.03 or 0.06% sodium chlorite (purity unspecified) in the drinking-water

for 85 weeks. The study was terminated early because of pneumonia associated
with Sendai virus infection. Survival at 85 weeks was: males-control, 34/50;
low-dose, 30/50; high-dose, 43/50; females-control, 47/50; low-dose, 44/50;
high-dose,

50/50. The proportions oflow- and high-dose rats with tumours were not

significantly greater than that of controls. Hyperplastic foci of the liver occurred in
0/34 control, 0/30 low-dose and 4/43 high-dose male rats (Shimoyama et aL., 1985).
(h) Skin application

Mouse: A group of 20 female Sencar mice, six weeks old, was given 0.2-ml
topical applications of sodium chlorite (purity unspecified) at 20 mg/ml in acetone
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(4 mg per mouse) twice a week for 51 weeks. A group of 15 female mice given topical

applications of acetone was used as controls. AIl mice survived to the end of the
study; no skin tumour was observed in the treated or control groups (Kurokawa et
al., 1984). (The Working Group noted the small number of animaIs used.)
ln an initiation-promotion study, a group of 20 female Sencar mice, six weeks
old, was given a single topical application of 20 nmol (5.1 iig) 7,12-dimethylbenz(aJanthracene in acetone followed by O.2-ml applications of sodium chlorite

(purity unspecified) at 20 mg/ml in acetone twice a week for 51 weeks. A group of 15
female mice given a single application of 7, 12-dimethylbenz(a )anthracene followed
by applications of acetone was used as controls. The effective number of mi

ce was

20 (number of survivors not given L Squamous-cell carcinomas of the skin were seen

in 5/20 treated mice and no control (Kurokawa et al., 1984).

3.2 Other relevant data
(a) Experimental systems
(i) Absorption, distribution, metabolism and excretion

Radiolabel e6CI) derived from sodium chlorIte given to rats by gavage (0.15
mg/kg bw) was absorbed and appeared in serum at a rate constant of O.2/h relative
to an absorption constant of O.04/h for sodium chloride also given by gavage. The

radiolabel was eliminated from blood with a half-time of 35 h, compared to 52 h for
sodium chloride. The authors reported that 32% of the original dose of sodium
chlorite was eliminated as chloride in the urine, while 6% was elIminated as chlorite
within 72 h. Of the recovered dose, 83% was found in urine and 13% in faeces. After
periods ranging from 72 to 120 h, the highest concentration of radiolabel derived
from sodium chlorite appeared in blood (Abdel-Rahman et aL., 1982; Suh &
Abdel-Rahman, 1983; Abdel-Rahman et aL., 1984; Abdel-Rahman, 1985).

Haem catalysed the chlorination of monochlorodimedone (a model substrate
for myeloperoxidase) by sodium chlorite in vitro (Wilson et al., 1983).
(ii) Toxic effects

The toxicological effects of chlorite have been reviewed (National Academy of
Sciences, 1980, 1987).

Sodium chlorite induced haemolysis, decreased haemoglobin concentrations
and loss of packed cell volume in the blood of male Sprague- Dawley rats treated for

30 and 60 days with 100-500 mg/l chlorite in drinking-water but did Dot induce
methaemoglobinaemia at concentrations up to 500 mg/l chlorite. After 90 days of
treatment, red blood cell counts and haemoglobin concentrations returned to
normal; however, red blood cell glutathione concentrations remained significantly

..

0Ul
Table 1. Summary of carcinogenicity studies or sodium chlorite in experimental animais
Reference

Species/
strain

Yokos et al.

Mouse

(1987)

B63F i

Sex

M

Dose
schedule

Exrimental parameter/

obsrvation

2

3

0.05

-

drinking-

Survval (85 weeks)

35/50

0.025
47/50

water, 80

Liver
6/35
4/35

14/47
8/47

11/43
6/43

0/35
0/35

2/47
1/47

5/43
2/43

0
47/50
7/47

0.025
50/50
5/50

0.05

0
15/15

4
20/20

Hyprplastic nodule

Adenoccinoma

Do (%)

F

Survval (85 weeks)

Lymphoma/leukaemia
et al. (1984)

1

0

Lung
Adenoma

F

0

Dos (%)

Carcinoma

Mouse
Sencar

-

Ad-lib.

weeks

Kurokawa

Significance Comments

Group

2 d/week

Do (mg/mouse)

skin appL.

Survval (51 weeks)

43/50

Rat

M

et al. (1985)

Ad-lib
drinkingwater,

-

p ~ 0.05

Increas

~

P ~ 0.05

-

0
Z
0
0

Decreas
No skin
tumour

::

en

â
E

~

tT
Ul

N

Dos (%)

0

Survval (85 weeks)
Hepatic hyprplasia

34/50
0/34

0.03
30/50
0/30

0.06
43/50
4/43
0.06
50/50

85 weeks

F

~
~

50/50
1/50

acetone,
51 weeks

Shimoyama

-

Dos (%)

0

0.03

Survval (85 weeks)

47/50

44/50
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depressed and 2,3-diphosphoglycerate levels elevated in animaIs treated with
concentrations of chlorite as low as 50 mg/l (Heffernan et al., 1979). Siffilar
haematological effects have been observed in cats, rats, mi

ce and monkeys exposed

to similar concentrations (Heffernan et al., 1979a; Abdel-Rahman et al., 1980;

Moore & Calabrese, 1980; Bercz et al., 1982). Bercz et al. (1982) saw no effect on

thyroid function in monkeys exposed to sodium chlorite for 30-60 days in
drinking-water at doses up to 60 mg/kg per day.
Intraperitoneal injection of sodium chlorite at doses of 10 mg/kg and above
produced methaemoglobinaemia in rats (Musil et al., 196; Heffernan et aL., 1979).
(iii) Effects on reproduction and prenatal toxicity

Reproductive effects: Female NJ mice were given sodium chlorite (100 mg/l) in

distiIed drinking-water throughout gestation and through 28 days of lactation
(Moore et al., 1980). Control mice received distiled drinking-water without sodium
chlorite. The proportion of mice that became pregnant was smaller among treatr,ed
an control mice. There was no change in liUer size, weight at birth or neonatal
th

survival through lactation, but pups in the sodium chlorite group had a significant
reduction in weight gain.
Male and female Long-Evans rats were given 0, 1, 10 or 100 mg/l sodium

chlorite in deionized drinking-water (Carlton et al., 1987). Males were treated for 56
days before mating and during 10 days of mating; females were treated for 14 days
before mating, throughout the mating period and gestation and through to day21 of
lactation. Additional males were given 0, 10, 100 or 500 mg/l sodium chlorite ¡n
drinking-water for 72-76 days to confirm the observed changes in sperm cou

nt,

morphology and movement. There was no significant effect on the body weight of
adults or offspring, but water consumption was decreased at the 500 mg/l dose leveL.

There was no effect on fertility, litter size or survival of neonates or on the weight of
the testis, epididymis or cauda epididymis. On histological examination of organs

of the male and female reproductive tract, no chemically induced toxicity was seen.
With 100 and 500 mg/l sodium chlorite, there was a subtle but reproducible increase

in the number of abnormal sperm and a decrease in progressive sperm motility, as

observed by videomicrography. Adverse effects in neonates were limited to a
significant decrease in the levels of the thyroid hormones triiodothyronine and
thyroxine in the serum on postnatal days 21 and 40.
Developmental toxicity Groups of 4- 10 Sprague-Dawley rats were treated with

sodium chlorite as 0.1, 0.5 or 2% in drinking-water or by daily intraperitoneal
injections of 10,20 or 50 mg/kg bw, or by gavage at 20 mg/kg bw, on gestation days

8-15. Toxicity, including high mortality in sorne groups, was observed in groups
receiving sodium chlorite by intraperitoneal injection at 20 or 50 mg/kg bwor by
gavage, but not in the groups given sodium chlorite in the drinking-water or at 10
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mg/kg bw intraperitoneally. The group receiving 0.1% in the drinking-water had a

significant increas.e in body weight compared to controls, whereas significant
decreases were observed in groups that received higher doses in the drinking-water
and in the group receiving 20 mg/kg sodium chlorite intraperitoneally. There was
no evidence of a teratogenic effect, and there was no effeèt on litter size, postnatal
growth or survival (Cou

ri et al., 1982). (The Working Group noted the small group

sizes.)

Female Sprague-Dawley rats were given sodium chlorite in the drinking-water

at 0, 1 or 10 mg/l for 2.5 months and were then mated with untreated males.
Treatment of the mated females continued through to gestation day 20. There were

six to nine pregnant females per group. No apparent maternaI toxicity and no
change in litter size or weight was seen, but a dose- related increase in variants of the
sternum and an increase in crown-rump length offetuses occurred at the high-dose
level (Suh et al., 1983). (The Working Group noted the small group sizes.)

(iv) Genetic and related effects (Table 2)
Positive responses were reported with sodium chlorite in a Salmonella

tyhimurium reverse mutation assay, in a chromosomal aberration test with the
Chinese hamster CHL cell line and in a micronucleus test in mice after a single
intraperitoneal treatment. ln mouse bone-marrow micronucleus tests, a weak
response was observed following a single oral treatment, while no effect was
observed after multiple oral or intraperitoneal administration. ln mice, multiple
oral treatments did not induce chromosomal aberration or aneuploidy in bone
marrow or abnormal sperm morphology. (The Working Group noted that the
conflicting findings obtained in tests for micronucleus induction in mice reflect
differences in dose.)

(b) Humans

(i) Absorption, distribution, excretion and metabolism
No data were avaIlable to the Working Group.
(ii) Toxic effects

Michael et aL. (1981) took blood samples from the population of a village in

which the water disinfectant system was changed to chlorine dioxide as a
infectant during the summer months to avoid taste and odour problems
produced by chlorine. A population of 197 individuals was screened and compared
with 112 unexposed individuals. Chlorine dioxide concentrations ranged from 0.33
dis

to 1. 11 mg/l, chlorite levels from 3.19 to 6.96 mg/l and chlorate levels from 0.34 to 1.82

mg/l; total avaIlable chlorine (chlorine was used to generate the chlorine dioxide
from chlorite) ranged from 8.79 to 20.83 mg/L. No significant difference was

Table 2. Genetic and related effects or sodium chlorite
Test sytem

Without
exogenous
metabolic
system
SAO, Sal11nella typhimurium TA1oo, revers mutation

CIC, Chromosmal aberrations, Chinese hamster CHL fibroblasts
MV, Micronucleus test, CD-1 mice in vivo
MV, Micronucleus test, ddY mice
MV, Micronucleus test, ddY mice
MV, Micronucleus test, ddY mice
CBA, Chromosmal aberrations, bone-marrow cells of CD-1 mice in vivo
AVA, Aneuploidy, bone-marrow cells of CD-1 mice in vivo
SPM, Spenn morphology, B6C3F, mice in vivo

~

Result

Dose

With
exogenous
metabolic
system

r:

0

-

U

C

+
+

+

100.00

0

-

20.000

0

+

0

-

0

(+ )

0

30.00
15.00
15.00
150.00
30.00
30.00
30.00

-

Reference

LED/HID

0
0
0

Ishidate et al. (1984)
Ishidate (1987)

Meier et al. (1985)
Hayashi et al. (1988)
Hayashi et al. (1988)
Hayashi et al. (1988)
Meier et al. (1985)

~

n
::
l'
0
~

§

Meier et al. (1985)
Meier et al. (1985)

..

~
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observed in haematocrit, haemoglobin, red blood cell count, white cell count,
nt, me

reticulocyte cou

an corpuscular volume, methaemoglobin, blood urea

nitrogen, serum creatinine or total bilrubin 70 days after chlorine dioxide
treatment was initiated. A single glucose-6-phosphate dehydrogenase-deficient

male identified in the population displayed a reduction of haemoglobin

concentrations from 14.7 to 12.9 g/dl, of haematocrit from 46 to 40% and of red
blood cell count from 4.78 to 4.11 x 1ü6 mL. (The Working Group noted that the last

observed effect was mild and that a causal association with chlorite could not be
established. )

A clinical study of the effects of chlorite, chlorate and chlorine dioxide was
conducted in three parts; tolerance to a rising dose by normal male volunteers
(Lubbers & Bianchine, 1984), a 12-week study (Lubbers et aL., 1984a) and a study in
three glucose-6-phosphate dehydrogenase-deficient male volunteers (Lubbers et

al., 1984b). ln the study of rising doses, the maxmal concentrations of chlorite and
chlorate were 2.4 mg/l and that of chlorine dioxide, 24 mg/l; each treatment involved
drinking two 5OO-ml portions. The authors concluded that although there were

some significant trends, no physiological importance could be attached to the

changes (Lubbers & Bianchine, 1984). The 12-week study required subjects to
drink 500 ml of water containing 5 mg/l chlorine dioxide, chlorite or chlorate within

a 15-min period each day. Again, there were significant, but small trends in certain
parameters. No physiological significance could be attributed to any of these
changes (Lubbers et al., 1984a). The study of the three glucose-6-phosphate

dehydrogenase-deficient individuals was conducted under circumstances simIlar to
those outlIned above, and they were followed for an additional eight weeks after

treatment. No clinically significant treatment-related change was identified
(Lubbers et al., 1984b).
(iii) Effects on reproduction and prenatal toxicity

ln a retrospective epidemiological study, Tuthil et aL. (1982) compared
neonatal morbidity and mortalIty in two communities in the USA, one of which
employed chloride dioxide for water disinfection in 1945 and the other, chlorination
(see also the monograph on chlorination of drinking-water, p. 106). Exposure was
estimated from the amount of chlorite added to the water; the monthly average was
0.32 mgll (high, 0.56 mg/l), which gave rise to an average concentration of residual

0.3 mg/l. ln subsequent years, the mean level of sodium
chlorite added to the water declined to 0.16 mg/l. The number of infants that were
judged by the attending physician to be premature or to have greater weight loss
after birth was significantly greater in the community utilizing chlorine dioxide
chlorine species inexcess of

compared with the community utilzing chlorination. The rates of jaundice, birth
defects and neonatal mortality did not differ between the communities. (The
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Working Group noted the difficulties associated with establishing prematurity and

poor weight gain after birth, especially in a retrospective study, and that
confounding factors were not controlled for.)

(iv) Genetic and re/ated effects
No data were available to the Working Group.
3.3 Case reports and epidemiological studies of carcinogenicity to humans
No data were available to the Working Group.

4. Summary of Data Reported and Evaluation
4.1 Exposure data

Sodium chlorite is the only chlorite salt produced commercially in significant
quantities. It is used mainly for the generation of chlorine dioxide in situ for

bleaching textiles, in pulp and paper processing, and for disinfection. Sodium
chlorite is used In a small number of water treatment plants to generate chlorine
dioxide; this may result in low residual concentrations of chlorite in drinking-water.
No information was available on occupational exposures to sodium chlorite.
4.2 Experimental carcinogenicity data

Sodium chlorite was tested for carcinogenicity in male and female B6C3Fi
mice and Fischer 344 rats by oral administration in the drinking-water and in a
limited study by skin application in female Sencar mice. It was further tested for
promoting effects in female Sencar mice by skin application following a single
application of 7, 12-dimethylbenz(a )anthracene. Oral administration of sodium

chlorite to mice was associated with a marginal increase in the incidence of lung
tumours in treated males. ln the study in rats, no significant increase in tumour

incidence at any site was seen in treated animaIs. Skin tumours did not occur in
Sen

car mice following skin application of sodium chlorite. ln the initiation/promo-

tion study, sodium chlorite had a marginal promoting effect.

4.3 Human carcinogenicity data

No data were avaIlable to the Working Group.

4.4 Other relevant data
Sodium chlorite has been shown to produce haemolytic anaemia in several
animal species at concentrations in drinking-water of 100 mg/l or higher. No sign of

such effects was seen in humans at much lower doses.
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Minimal adverse reproductive effects were observed in rats and mice given
sodium chlorite in the drinking-water at concentrations of 100 mg/l or higher.

Single studies indicated that sodium chlorite induced mutations in bacteria
and chromosomal aberrations in cultured mammalIan cells. ln mice treated in vivo,

conflicting results were obtained with regard to the induction of micronuclei, while

a single study showed no induction of aneuploidy, chromosomal aberrations or
abnormal sperm morphology.
4.5 Evaluation 1

There is inadequate evidence for the carcinogenici ty of sodium chlori te in
experimental animaIs.

ans on the carcinogenicity of

No data were available from studies in hum

sodium chlorite.

Overall evaluation
Sodium chlorite is not classifable as to its carcinogenicity to humans (Group

3).
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