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SUPPLEMENTAL TABLE 2
Animal studies investigating the effect of aflatoxin exposure during pregnancy

Author (year) Animal model (n) Aflatoxin dose and duration (treatment group)* Results

Butler and others (1971)10 Rats (20) 0 (A), 5–7 mg/kg on day 16 (B),
5–7 mg/kg on day 19 (C)

Decrease in fetal weight in AF-treated
animals. Authors suggest due to
decrease in feed intake

Schmidt and others (1980)11 Hamster (40) 0 (A), 4 mg/kg body weight of
crystalline AFM1 by IP injection
on day 8 of pregnancy (B), 4 mg/kg
on day 9 of pregnancy (C), 6 mg/kg
on day 8 of pregnancy (D), 6 mg/kg
on day 8 of pregnancy (E)

Decrease in fetal growth in all AF-treated
groups by 0.5–0.7cm. Evidence of renal
and hepatic necrosis in pregnant hamsters

Appelgren and Arora (1983)12 Mice (33) 0 (A), 4 mg/kg on day 8 (B), 4 mg/kg
on day 9 (C)

Increase in fetal malformations and increase
in pup mortality in AF-treated mice

Mocchegiani and others (1998)13 Sows and their
piglets (24)

0 (A), 800 μg/kg AFG (B), 800 μg/kg AFB
(C), 800 μg/kg AFG + 800 μg/kg AFB (D)

Decrease in piglet body weight in
AFB-treated groups

Kihara and others (2000)14 Rats (30) 0 (A), 0.3 mg/kg/day AFB1 dissolved in
dimethylsulfoxide subcutaneously on
days 11–14 (B) or 15–18 of (C) gestation

Decrease in mean birthweights in offspring
treated with AFB1; decrease in number
of live births in group C

Oliveira and others (2002)15 Japanese
quail (256)

0 (A), 25 μg/kg feed (B), 50 μg/kg feed
(C), 100 μg/kg feed (D)

Decrease in egg weights in groups C and D

Wangikar and others (2004) Rats (38) 0 (A), 0.125 mg/kg (B), 0.25 mg/kg
(C), 0.5 mg/kg (D), 1 mg/kg (E)

Decrease in fetal weight and crown to rump
lengths and increase in gross anomalies
in group E compared with control.
Cases of abortion in groups D and E

Wangikar and others (2005) Rabbits (20) 0 (A), 0.025 mg/kg body weight
(B), 0.05 mg/kg body weight
(C), 0.1 mg/kg body weight (D)

Decrease in fetal weights in group D,
decrease in crown to rump length in
groups C and D, increase in skeletal
anomalies, and impaired organ
development in AF-treated fetuses

El-Nahla and others (2013) Rabbits (6) 0 (A), 0.05 mg/kg from days 6–18
of pregnancy (B)

Decrease in fetal weights and crown rump
length in AF-treated fetuses. Decrease in
weight of fetal organs (liver and gall
bladder, stomach and intestine, and
lungs and kidneys). Increase in skeletal
anomalies

AF = aflatoxin; IP = intraperitoneal.
*Letter in column labeled “Aflatoxin dose and duration (Treatment group)” refers to treatment group within the experiment.
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SUPPLEMENTAL TABLE 3
Animal studies investigating the effect of aflatoxin exposure on hematological parameters

Author (year) In vivo or in vitro animal model (n)
Aflatoxin dose and duration

(treatment group)* Results

Tung and others (1975)16 In vivo chicks (240) 0 (A), 0.625 μg/g feed
(B), 1.25 μg/g feed
(C), 2.5 μg/g feed (D),
5.0 μg/g feed
(E), 10 μg/g feed (F)

Hemoglobin, erythrocyte count,
and packed cell volume were
significantly decreased in all
AF-treated groups. Increase in
leukocyte count in group F

Lanza and others (1981)17 In vivo chicks (N = 64) 0 (A), 5 μg/kg body
weight/day (B)

Aflatoxin treatment reduced body
weight and iron absorption
regardless of presence of anemia.
Effect on anemia was
strain dependent

Verma and Raval (1991)18 In vitro rabbit red blood
cells rabbit

0.35–3.5 μg/mL Lower levels of AFB1 (< 1.4 μg/mL)
caused morphological changes
to RBC resulting in elimination;
higher levels (> 1.4 μg/mL)
caused hemolysis

Harvey and others (1995)19 In vivo pigs (N = 12) 0 (A), 2.5 mg/kg feed (B) AF treatment reduced body weight
and feed consumption and
unsaturated iron-binding capacity,
and increased total iron concentration
indicating hemolytic anemia

Marin and others (2002)20 In vivo pigs (N = 36) 0 (A), 140 ppb (B), 280 ppb (C) No effect on total red blood cell
numbers or relative number of
lymphocytes, monocytes, neutrophils,
basophils, and eosinophils in
AF-treated pigs. Biphasic effect
on white blood cells with an increase
in group C

Yousef and others (2003)21 In vivo rabbits (N = 15) 0 (A), 15 μg/kg body weight
(B), 30 μg/kg body weight (C)

Decrease in hemoglobin in groups B
and C. Decrease in erythrocytes and
packed cell volume in group C

Eisa and Metwally (2011)22 In vivo rabbits (N = 20) 0 (A), 0.1 mg/kg feed (B) Microcytic hypochromic anemia in
AF-treated rabbits

Andretta and others (2012)23 In vivo broilers (meta-analysis
0of 98 studies containing
37,371 broilers)

Mean dose = 0.95 mg/kg feed
(range = 0–5 mg/kg);
mean duration = 18 days

Decrease in hematocrit, hemoglobin,
leukocytes, heterophils, and
lymphocytes in AF-treated broilers

AF = aflatoxin; RBC = red blood cell.
*Letter in column labeled “Aflatoxin dose and duration (Treatment group)” refers to treatment group within the experiment.
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