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ABSTRACT

This work reviews 314 cases of poisoninn.
in--ludiuy i5 ueatns wnich occurred in humans as a
result of castor seed ingestion between 1738 and 1983.
Castor seed toxicity is due to ricin, a powerful
phytotoxin present in the plant and concentrated in
the seeds. Ingestion of castor seeds is extremely
dangerous. In some parts of the world it is customary
to eat one seed for purgative purposes. However, if
they are well chewcd, 2 or 3 seeds may be fatal to a
child and 8 seeds to an adult. There is a latent
period of 3 to 20h before the signs of toxicity
appear. Manifestations of toxicity include internal
hemorrhage and gastrointestinal irritation, nausea,
violent vomiting, abdominal. pain, severe diarrhea,
dilatation of the pupils, and shivering. Convulsions
occur in severe poisoning. The clinical features of
poisoning give no clue to the diagnosis.

The mode of action of ricin is not well
understood, and at the present time no antidote for
castor seed poisoning is available. Hospital treatment
for the poisoned patient is entirely supportive.
Following seed ingestion gastric lavage is employed to
remove any remaining seeds from the stomach, followed
by an appropriate dose of activated charcoal to bind
the rel.eased ricin. Fluid and electrolyte balance must
be maintained. In most cases the patient remains K "\
hospitalized for 3 to 14 days. Aeoe ton or")
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PREFACE

In the evolutionary battle for survival, numerous
organisms have developed a wide variety of defensive
systems against potential aggressors. Prominent among
such biological defenses are potent toxins, such as
a toxic protein ricin, produced by the ubiquitous
castor bean plant. Ricin is considered the most toxic
substance of plant origin. A single gram of ri-in
would be lethal to 1.5 million guinea pigs, and 1 kg
is lethal to 3.6 million peoplc. Only tetanus,
botulinum and diphtheria "supertoxins" are more
powerful. Consumption of castor seeds has produced
severe poisoning and death in many regions of the
world; numerous cases have been iecorded in the medical
literature.

This review is a collection and summary of reports
of castor seed poisoning by ingestion and ric n
poisoning by injection from various parts of the world.
The review clearly shows that more research effort is
needed to develop an effective treatment against ricin
poisoning. It would benefit both the civilian and the
military communities, since the use of castor seed
toxin against US citizens by subnational and terrorist
groups cannot be excluded. The covert and clandestine
use of castor seed poison recorded in the literature
underlines an urgent need for an effective antidote.
In addition, the antidote should be readily available
to US troops undergoing survival exercises in various
tropical and subtropical regions of the world where
castor seeds can be easily mistaken for edible nuts.

ii
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CASTOR SEED POISONING IN HUMANS - A REVIEW
Klain and Jaeger

"All things are poison
and nothing is without poison.

The dose alone decides...."

Paracelsus, 1493-1541

INTRODUCTION

Some plants, bacteria, and animals -:ntain
proteins which may be highly toxic to othcnr living
organisms. The lethal dose of these toxin- is minute,
often a few micrograms per kg body weight. A
particula. toxin may affect specific organ:- or cells,
and may imi.iobilize or kill the intended vic im within
seconds. The mode of action of such toxins at the
molecular level is not fully understood, but some
toxins may inhibit the synthesis of specific tissue
prcLeins, while others may be potenL neurotoxins.
Since early times such "superpoisons" have been a
convenient tool to eliminate an adversary. They can be
mixed easily with food, only minute amounts are needed,
and they act quickly. Indeed, this form of killing
became a lucrative business in ancient Rome, and it
appears to have been resurrected in our times.

In 1978, ricin, a toxin present in castor beans,
was used by an Eastern European Block agent operating
in London to eliminate Georgi Markov, a journalist and
an enemy of the Bulgarian regime. At about 13:30 on
Thursday, September 7, a pellet containing the poison
was implanted when an umbrella tip was jabbed into the
back of Markov's right thigh. The pellet contained two
channels, about 0.3 mm in diameter, drilled at right
angles to each other, and containing about 500 ug of
ricin. About Sh later Markov complained of feeling
weak. The next day his temperature was elevated and he
vomited. In the afternoon he had difficulty speaking.
He was admitted to the hospital where it was noted that
he looked hot and ill; his pulse was fast but regular,
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and his blood pressure was normal. Some tender,
swollen lymph glands were noted in his right groin.
Markov's white cell count was 10,600. On Saturday
afternoon his blood pressure dropped, his pulse rose to
160/min and his temperature fell. He was cold,
sweating and dizzy. He was administered plasma
expanders. His white cell count rose to 26,300. On
Sunday he stopped passing urine and it was assumed that
renal tubular necrosis had set in. Vomiting became
more severe, with blood in the vomit. The
electrocardiogram showed a complete block in the
conductive sy,:tcm of the heart with evidence of ectopic
beats in the ventricles. His white cell count rose to
33,200. The patient became confused, pulled out his
intravenous lines and died shortly thereafter. At
autopsy a pellet was found in the subcutanous tissue
beneath the superficial thigh wound. The autopsy
revealed edema of the lungs, fatty change of the liver,
hemorrhagic necrosis of the small intestines and
hemorrhagic disruption of the lymph glands in the
groin. Interstitial hemorrhages were also present in
the intestines, testicles, pancreas, inguinal lymph
glands and the adrenals. Subsequent histology showed
small hemorrhages throughout the heart muscle,
especially the conductive system (1).

Investigators administered ricin to a pig to
compare the course cf intoxication with that seen in
Markov. About 6h after poisoning, the pig became sick,
and its temperature and white cell count increased.
The pig stopped eating but did not vomit. An
electrocardiogram showed an extremely abnormal rhythm;
the pig became subdued and died in a little over 24h.
The heart had widespread small myocardial hemorrhages,
and there was necrosis in the whole gut as well as the
duodenum. All lympn nodes were hemorrhagic. The liver
and kidneys appeared normal (1).

A pellet identical to the one removed from
Markov's thigh was removed from the back of another man
in Paris. This individual was in the hospital for 12
days with a fever from which he recovered (1).

At present no specific treatment for ricin
poisoning exists; it is largely empirical. As ricin is
difficult to detect in the body, it may have been used
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for criminal purposes more often than we realize.
Ricin is extremely toxic because it kills all cells.
On a weight basis, ricin is twice as poisonous as cobra
venom. It is a relatively small protein (M.W. about
65,000 daltons), consisting of two peptide chains: an
active A-chain and a B-chain linked by a single
disulfide bond. The B-chain is a lectin readily
binding to galactose residues of glycoproteins and
glycolipids located on the cell surface. The A-chain
inhibits protein synthesis by inactivating the 60 S
ribosomal subunit, which is then unable to bind to
elongation factor 2. Ricin has been studied as a
potential agent for treating malignancies. The toxin
is successfully used against animal tumors, including
Ehrlich ascites tumor cells and leukemias. A modified
molecule of ricin attached to a specific antibody
destroys a specific tumor or cancerous cell. Such
immunotoxins are used as cancer chemotherapeutic agents
(2,3).

The seeds of castor bean pln (Ricinus co-munis,
L.) contain the largest amount of ricin, but all parts
of the plant are probably toxic. Seeds are variable,
smooth, flattened oval, 1/4 to 3/4 inch long, glossy
dark or mottled brown, and are reported to have a
piea,,t taste. -he paii' haz been cultivated since
ancient times, and is often grown for ornamental
purposes. It is a large plant, grown commercially for
pharmaceutical and industrial use of its oil, and for
landscaping because of its large, 12-lobed fan-like
dark leves. The plant is probably native to Africa.
It easily adapts to various and .jLctnZ -..n most
tropical and subtropical lands. In the tropics the
plant is a perennial, reaching a height of 30 to 40
feet. In the temperate zone it becomes an annual,
attaining a height of 8 to 12 feet in a single season.
In the United States it is common in the Carolinas,
Florida, throughout the Gulf States and California.
During WW I, the cultivation of the plant ,.:,s
temporarily stimulated by a demand for the ,il as a
lubricant, and considerable acreage was planted in
F2orida and California. Leading producers are China,
India and Brazil. Castor bean plants are also grown in
Russia, Costa Rica, Ecuador, Pakistan, Thailand, the
Philippine Islands, Paraguay, Romania, Ethiopia,
Sudan, Tanzania and Mexico. The current worldwide
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annual production of castor seed is approximately
1,000,000 metric tons. In modern times castor oil has
become an essential ingredient in the production of
Nylon 11 (plastic and filament), sebacic acid (Nylon 6-
10, plasticizers and jet engine lubricants), heavy-duty
automotive and truck greases, coatings, inks,
surfactants, polyurethanes and numerous oleochemical
derivatives. The Castrol Oil Corporation is well knon
in this respect (4).

Numerous cases of violent illness resulting from
eating castor beans have been reported in children and
adults. in the tropics, it is a custom among some of
the people to eat a single bean for its purgative
effect, although modern medicine recognizes this
practice as highly dangerous. In some countries holes
are drilled through the seeds and they are strung
together with or without other colorful seeds to form
necklaces. Intentional ingestion of castor seeds, or
rubbing the mucosa of the oral cavity with shelled seed
was practiced, with some quccess, by the Italian trocpz
in VV I to induce severe diarrhea and eye inflarroiation,
in order to avoid military duty or result in discharge
from the Army (5).

This report sumrmarizes and critically reviews the
available literature on castor bean poisoning in
humans. It is hoped that this review will stimulate
much needed research directed toward a better
understanding of castor bean poisoning, accidental or
intentional, and toward the development of rational
medical therapy for this toxic material. There is
another benefit to be accrued from such endeavors, in
the tropics ground castor seeds are fermented and
dried, and then sold for human food. Castor bean meal
which remains after the oil has beer, removed contains
about 40% protein. Detoxified castor bean meal, with
an acceptable flavor, could be used as a high quality
protein supplement for animal as well as human
consumption, possibly providing another source of much
needed protein supplement in underdeveloped countries.

For the preparation of the following Historical
section the authors relied primarily on the 1889 review
by 2ermann Stillmark (6).
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HISTORICAL

Castor beans have been found in Egypt in several
ancient tombs estimated to be over 4,000 years old.
The ancient Greeks and Romans were also familiar with
castor bean plants. The Romans called the plant "cici"
and the plant is also mentioned in the Bible (Jonas
4:6). The origin of the Latin word "ricinus" is not
known. The word denotes both the castor bean plant
(Ricirnus communis) and the European tick (Ixodes
ricinus). Because the bean resembles the tick, it is
unclear whether the plant was named after the tick or
vice versa. The Greek name "kroton" describes both the
plant and the tick. The Romans called the plant the
"louse tree" or "cici". However, the word "ricinus"
may have originated from the Hebrew word "kikar"
(round). in England castor seed oil -.'as known as
"kiki" oil. The Germans call the plant "Wunderbausn",
the Dutch "Wonderboon" or "Christuspalm," and the
French "Bois de Carapat" or "Pauine Dieu". The Russian
words for the plant and the tick also have a similar
origin ("Kleshtschevina" vs. "Kleshtsch"). In India,
the plant is described in the ancient Susruta Ayurveda
(Medical Treatise), and the Sanscrit name for the plant
is "Eranda" or "Revuka" (6). In Egypt the plant is
called "Kharua", in Mexico "Higuerillo", in Cuba
"Higuereta", in Venezuela "Tartago" and in China "Pi
ma" or "Ta ma Tse" (7). Before WW I, France and other
European countries imported castor oil from South and
North America, including Canada. In that era Canada
was known as "le pays des castors" (beaver country),
hence the name castor oil (8).

O-:l extraction from castor seeds was discussed by
the Greek historian Herodotus ca. 400 B.C. as follows:

the Egyptians obtain oil from the fruits of
a shrub called kiki. They grow the plants from
seeds, whereas the plant grows wild in Greece.
They collect the seeds, roast them and then boil
them. The oil that flows out is as good in the
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lamp as olive oil, but it smokes a great
deal (6).

The Roman naturalist Pliny, ca. 50 A.D., was the first
person to describe the properties and extraction
procedures for castor oil: "the seeds are boiled and
the oil that flows on the surface is poured off. The
Egyptians obtain cluane_ uLl without using water or
fire, by sprinkling clean seeds with salt and pressing
the oil out." He also stated that the oil is too thick
and does not give enough light (6). The Greek
physician Dioscorea, ca. 50 A.D., states "the seeds
should be diicd in the sun until the shells fall off.
Then they are pulverized in a mortar, boiled and the
oil is poured off" (6).

Pliny's recommendation is to drink a mixture of
warm water with an equal volume cf oil to cleanse the
body. He claims the drink will relieve aching feet and
earaches, improve the color of the skin, renew growth
of hair on bald spots, and enhance healing of skin
burns (6). T'he ancient writers in the Middle East
iecommtiended castor oil for internal as well as external
purposes. They recommended a mixture of 10 seeds
ground with honey to be used foi treatment of gout,
swelling of joints, eye inflammation and skin
disorders. A review of the medical uses of the castor
bean plant has been published (7).

CASTOR SEED POISONING--CASE HISTORIES

In Stillmark's era (ca. 1880) there was a serious
paucity of information on castor seed poisoning in
humans. In his "Manual of Toxicology" published in
Philadelphia in 1874, John T. Reese had described
only one case of poisoning, and only one case had been
mentioned in L. Lewin's "Lehrbuch der Toxikoloaie"
published in 1885. Stillmark, therefore, reviewed and
pubiished a collection of case histories of castor seed
poisonings in humans (6). References 9-30 and the
corresponding cases are extracted from his
publication. Some of the early references given by
Stillmark are incomplete, and no effort was made by
these reviewers to consult the original articles.



Klain and Jaeger-- 7

In 1738, two cases of castor seed poisoning were
reported. A 24-year-old woman consumed about 0.2 g of
castor seed for a laxative. Two hours later she became
nauseated, weak, and frightened. After taking a
theriaca and some milk, she was treated externally with
a heart-stimulating plaster and clyster. The woman
recovered (9).

A soldier consumed a similar amount of seeds. He
developed severe diarrhea and was confined to bed for
20 days. After recovery he continued to suffer from
stomachaches (9).

In 1818, Bergius reported a case of castor seed
poisoning in a young man. The man chewed and swallowed
one seed. The next day he developed diarrhea and
vomited severely (10).

In 1823, E. Hale, a physician, was given an
intravenous dose of 8 oz of his blood mixed with 0.5 oz
of ricin oil. After 35 min he could taste the oil on
his tongue, developed nausea, dizziness, stiffness of
facial muscles, loss of speech, weakness, frequent
bowel movements, and fever. He remained ill for 3
weeks and recovered (11).

In 1848, a young man consumed about 2 g of castor
seed meal (seed residue from which the oil had been
removed by pressure). He vomited continually for abouC
24h and almost lost his life (12).

In 1856, a person consumed an emulsion containing
about 100 g of castor seeds. Vomiting and purging
followed, and no other toxic symptoms appeared (13).
In the same year a 54-year-old woman ate 5-6 castor
seeds, and several hours later her pulse was weak; she
developed edema of the lungs, contraction of facial
muscles, diarrhea and chest pain. She was given large
doses of ground up flax seeds and soda, and recovered
in 3 days (14).

In 1861, a man died after eating 2-3 castor seeds.
An autopsy revealed an inflammation of the stomach, and
erosion and ulceration of the stomach and lining of the
small intestine (15).
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In 1862, a 2-year-old child drank some rancid
ricin oil contaminated with castor bean particles. The
child died of intestinal inflammation (16).

In the same year a man 1was hospitalized after
eating 7 castor seeds. He suffered from vomiting,
diarrhea, headaches, and muscle cramps in the back,
legs and arms (17). Another report states that 2
patients drank about 30 g of castor oil and died
within 3 hours. The oil may have been contaminated
with seed protein (18).

In 1869, Pecolier reported 4 cases of castor seed
poisoning. Two girls recovered after eating 5-6 seeds.
They suffered from severe abdominal pains (19).

A 36-year-old woman ingested 3 seeds obtained
from her neighbor's yard. Two hours later she felt
weak, and vomited repeatedly (7-8 times). Later she
h'd chest pains, headaches, hot skin, thirst, and weak
pulse which persisted for 13 hours, in spite of
adJministration of medicatiotis, including opium. The
symptoms persisted for about 40 hours (19).

The fourth patient, a 20-year-old woman, ate 3
seeds but her symptoms of poisoning were not severe
(19).

In another case (1869), a woman ate 5-6 g of
ground castor seeds. Her symptoms included constant
vomiting and bloody stools. She died on day 5.
Postmortem findings included: inflammation of the
stomach lining, accumulation of blood in the brain,
liver, spleen and lungs, production of large quantities
of bile in the gall bladder and coagulation of blood in
the heart (20).

In 1870, a 6-year-old boy and a 3-yeaz-uld girl
ate an unknown quantitity of seeds. The children
recovered in 3 days (21). In the same year, an adult
man ate 6 unripe castor seeds. Two hours later, he
developed nausea, vomiting, and later diarrhea, cold
sweat and collapse. He fully recovered in 3 days. The
author claimed that the unripe seeds were more
dangerous than the ripe seeds (22).
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Another report stated that a physician prescribed
the following laxative to his hospital. patients: 1
tablespoon of a mixture consisting of 4-8 g ground
castor seeds in 60 ml water. This tasteless and cheap
medication, however, caused severe diarrhea in some
patients. Other possible problems were not mentioned
(23).

In 1871, a soldier ate 17 ripe, dry, 6-month-old
castor seeds for an aperient effect. The seeds tasted
like almonds. Three to 4h later violent diarrhea came
on, followed by heartburn, nausea, and vomiting, He
received 2 g of ipecacuanha. About 12h later his face
was covered with cold perspiration, his eyes were
upturned and he had frequent attacks of muscle cramps
in legs. The pulse was very weak, but regular. He was
treated with mallow clysters (enemas), mucilaginous
lemon drinks, rhubarb, opium and meat broth. The urine
after thc first day was dark, albuminous and dense.
For several days he felt weak, and developed a fever,
but in 6-7 days he was fully recovered (24).

other cases of castor seed pvi~oning were reported
in 1871. A 6-year-old child ate 1-2 seeds which he
mistook for beans. He developed. severe abdominal pain,
and was treated with sedatives and emetics. The child
survived (25).

A man consumed castor seeds instead of castor oil
and became severely ill. He complained of abdominal
pains, and later developed convulsions and jaundice.
One foot became gangrenous and had to be amputated.
The outcome is unknown (20).

A woman suffering from migraine headaches; ate an
unknown amount of castor seeds. She became ill,
developed severe diarrhea and died (25).

The Beadle Oil Co. in Boston discarded some
damaged castor seeds. Several chidren playing in the
street mistook the seeds for pistachio nuts and shared
some with their friends. Seventy children bccamcý
severely ill, but eventually recovered (25).

In 1875, an 18--year-old girl ate about 20 seeds,
while her two younger sisters ate 4-5 seeds. The
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oldest girl 1.iame ill 4-5h later, vomiting, with a
stomachache and severe diarrhea. The following morning
she had bloody stools, abdominal pains, and appeared to
be confused. She collapsed on day 5 and died. Her
stomach and intestinal lining was inflamed. The two
younger girls recovered (26).

In 1879, a man ate about one-half of a castor
seed, and in 5 min felt a burning sensation in the
throat which extended throughout the gastrointestinal
tract. A few minutes later he vomited and suffered
from diarrhea. Steam inhalation, morphine, brandy and
mustard plaster were administered as treatment. For
the next 3 days he felt weak and suffered from
abdominal pain (27).

In 1882, a child was given, as medication, 6-10 g
of ground seeds and milk. In 5 days the child died.
The autopsy revealed a normal stomach, but the entire
small intestine was so inflamed that it fell apart when
touched (28).

in 1888, 15 pre-school children (all under 6 years
old) and their teacher each consumed 3 to 4 seeds,
obtained from castor bean plants in the school yard.
Vomiting and weakness lasted for 48h. No diarrhea was
observed, and no medical treatments were related in the
report (29).

Several cases of ricin poisoning were discussed in
an 1888 Russian publication. A 26-year-old woman ate 6
or 7 seeds. After 2h she felt dizzy, weak, vomited,
and had abdominal pains. Cold towels were applied over
her chest and she was given black coffee to drink. Her
pulse was 120 and her feet were very cold. She
recovered fully in 5 days (30).

in another case, a woman poisoned with castor
seeds began vomiting and complained of severe
stomachaches. The stomach contents were washed out
with warm water and she was given some amygdalin and
opium. The patient recovered in 3 days (30).

A 49-year-old woman ate 12 to l5 castor seeds and
in an hour felt weak, had shivers, vomited, felt a
burning sensation in the throat and developed diarrhea.
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Her reflexes were weak; her pulse (about 130) was
barely detectable. She died in 3 days. Postmortem
examination revealed numerous small bleeding areas in
the stomach, the small intestines swollen,
disintegrating and bleeding. No poison was detected in
the intestinal contents, but a microscopic examination
revealed swollen cells in the intestinal epithelium
which contained pale and agglutinating red blood cells
(23). The author stated that the poison in cast--
seeds acts primarily on the intestinal tract and
recommended amygdalin as an antidote. After amygdalin
formed cyanide in the organism, it would counteract the
toxicity (30).

In 1900, a 26-year-old man ingested two seeds.
That evening he complained of abdominal pains, followed
by vomiting and purging. His extremities were cold, he
perspired and his pulse was weak. The stools and
vomited matter were watery, sanguineous and slimy. He
died 6 days later. No treatment was described. An
autopsy snowed that the meninges, the brain, lungs and
kidneys were congested, the heart was pale, and its
cavities contained clots. The stomach was highly
congested with scattered round erosions. There was an
extreme congestion of the small intestine and great
attenuation of the mucous coat (31).

In 1911, several cases of castor seed poisoning
occurred in Australia (32). In a merchant's office a
bag of seeds had broken open and the seeds had
scattered on the floor. Five clerks chewed and
swallowed some of them with the following results: (a)
a male, 27 years old, chewed 6 beans at 4:00 p.m. on
Thursday. He vomited at 6:00 p.m., and vomiting,
purging and cramps lasted all night and all the next
day. He was well enough to go his office on Saturday
morning. All the symptoms recurred on Saturday
afternoon. He collapsed with cold extremities,
subnormal temperature, very weak pulse and had great
difficulty in breathing. He remained ill for a week.
(b) a male, about 29 years old, ate two seeds. He did
not vomit, but the bowels were affected; he felt
indisposed all next day. (c) a male, 22 years old, ate
one seed, and it had no effect on him. (d) a male, 22
years old, ate about 6 seeds, vomited from 6:00 to
11:00 p.m., the bowels were very active, he had severe
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headache, but went to work the next morning. (e) a
male, 2) years old, ate about 8 seeds, he did not
vomit, but had severe headache, and his bowels were
very active, he was all right the following morning,
(f) a male 15 years old, ate about 6 seeds, and vomited
at 8:00 p.m. and continued vomiting until midnight.
His bowels were severely affected, with resultant
purging which did not cease until the next day. He
remained in bed on Friday, and was well the following
morning. Each of these five clerks suffered from a
sore throat, the first symptom of poisoning. No
treatment was discussed in this report (22).

In another case, the mother saw her 3 year old
child eating one seed picked from a castor bean tree
growing in her backyard. She shared the seed with her
child; each ate half a seed. Both vomited all night,
but were well the next day. The husband ate one with
no ill effects. HL.r second child, 8 years old, ate 4
seeds. Five hours later she began to vomit. Her
mother gave her castor oil, liquorice, barley water and
soap enemas, and the child went to sleep. Next morning
the child was found collapsed, unconscious, and she
appeared dead. She was taken to the hospital where she
remained in a collapsed condition for 4 days, with
vomiting and purging. She was unconscious for 2 days,
and was treated with the stomach pump and continuous
saline injections. The child recovered, and her mother
destroyed the castor bean trees (32).

The post surgeon at Cabana Barracks, Cuba observed
a prisoner who ingested 14 seeds in the evening and
became very sick after supper. He vomited all night,
had pain over the region of his liver and cramps in his
limbs. Two days later his temperature was 99'F, pulse
was 70, and his respiration was 20. His blood was not
examined, and his urine showed nothing abnormal.
Treatment consisted of hot bottles applied to his
sides, morphine administered hypodermically, a liquid
di.et, and bedrest. The patient recovered in 3 days
(33).

Another prisoner ingested 6 seeds in the evening
and became violently sick the next day. Nausea,
vomiting and purging were the main symptoms.
Headache, abdominal pain and cramps were also noted.
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His temperature was 990 F, with a pulse rate of 70, and
respiration of 20. His blood was not examined. His
urine showed a specific gravity 1.033, with an
increased amount of sulfate, and a trace of albumin.
This patient also recovered rapidly under the same
treatment as the first patient (33).

The third patient ate one seed after supper. His
symptoms were identical to the 2 preceeding patients,
but much more severe. His temperature was 95.3'F, the
pulse rate was 102, and respiration was 24. His blood
was not examined. Treatment consisted of injections
and atropine to relieve the severe abdominal pains, and
hot bottles were placed at his sides arid feet. He was
also given strychnine sulfate to stimulate the heart.
The skin temperature was so low that 2 men had to rub
his limbs to make him more comfortable. After several
days he recovered (33).

The fourth man ate 4 beans in the afternoon and
became violently sick that evening. He recovered 3
days later under thL same treatment as the preceeding 3
patients (33).

These 4 patients were given castor seeds by a man
who collected a large number of ripe seeds. After
eating an undetermined number, he placed the remainder
in his pocket and took them back to the barracks. The
man said that he liked the seeds so much that he had
eaten more than a handful of them without feeling any
bad effects. The sergeant who was in charge of this
detail also reported that he had eaten over 100 castor
seeds and had suffered only slight cramps in the lower
abdomen. These observations indicate a most marked
difference in the individual susceptibility to the
toxin in castor beans.

The author also describes a case of castor seed
poisoning that occurredin 1902 in Baltimore. A young
boy ate 10 to 12 seeds and shortly thereafter became
violently ill. Two days later he saw a physician who
treated him by administering cocaine, followed by
morphine injections two days later. His condition did
not improve, his mind became impaired, the skin became
dry and cool, and was peculiarly mottled with varying
color of pink to blue. His temperature was subnormal
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but rose to 1040F when he died on the twelfth day. His
blood seemed to be disintegrated (33).

A 1935 report describes clinical symptoms of
castor seed poisoning. Two hours after a 24-year-old
man ingested 15-20 castor seeds he felt nauseated.
After spending the night vomiting, with abdominal pains
and diarrhea, he entered the hospital the next morning.
The patient was very ill; his face, hands, arms and
legs were cyanotic; his skin and tongue were dry and
the mucous membranes were a -eddish color. His
temperature was less than 37 0 C, his pulse rate was 110,
weak and regular. He was unable to sleep and suffered
from anuria and abdominal pain. Neither the liver nor
spleen were enlarged. His heartbeat was weak and he
had pain in the kidney region. The patirent 'a given a
laxative, an injection of ouabain, an infusion of 20 ml
of hypertonic glucose solution, and a subcutaneous
injection of caffeine and camphor. The patient was
maintained on a liquid diet. Urinalysis of the
patient, on the second day, showed an output of 50 ml
of acidic urine, containing albumin and glucose, and a
specific gravity of 1.015. Some erythrocytes and
epithelial cells were present but no bile pigments,
acetone, or ketone bodies. The fourth day he continued
to have insomnia and his blood pressure was 170/100.
His urine output had increased to 500 ml. By the sixth
day his condition worsened. Diarrhea was present, his
blood pressure had lowered to 150/100, and urine output
increased to 700 ml. Strychnine was given
subcutaneously. The following day his blood urea
nitrogen was 4.64 g/1, but bloocd Tressure was
unchanged. At this time 200 ml of hypertonic glucose
was infused. On the ninth day after consuming castor
seeds, the patient had an increased output of urine to
2,500 ml, with a lowered specific gravity to 1.008. It
now contained 0.4 g of albumin, some erythrocytes and
leukocytes. His blood pressure continued to drop to
105/85. The following day his urinary output was
further increased to 5,000 ml, with a specific gravity
of 1.008. His blood pressure was 115/90, and he was
given an oral dose of both Cardiazol and ephedrin. By
the eleventh day his condition seemed slightly improved
with a urine output of 2,000 ml. The urine had a
specific gravity of 1.009, and contained 0.3 g of
albumin. His blood pressure was 105/85 and the blood
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urea nitrogen was 3.53 g/l. By the twelfth day his
condition had worsened. He was developing
acrocyanosis. His pulse was weak at a rate of 120.
His blood pressure had dropped to 60/30, and he was
hallucinating. Although he was again infused with
hypertonic glucose containing Cardiazol and ouabain,
his blood pressure continued to drop to 30/0, and he
expired that evening (34).

It was concluded that the cause of death was
nephritis, uremia, and disturbances in the peripheral
blood circulation. The autopsy report of gross
findings indicated that the deceased had a bleeding and
congested stomach, a congested and enlarged liver, a
soft, congested and enlarged spleen, no apparent
-ht.nges in the heart with a soft myocardium and normal
valves, slightly enlarged and congested kidneys with
easily detachablre capsules. The microscopic findings
were congested gLstric vessels, with hypertrophied
follicles in the spleen, and occasional patches of pus
formation. The intestines showed congestion along the
entire length; hemosiderosis and necrotic areas dotted
the liver tissues. There were enlarged pulp and
pigments in the spleen, while the myocardium showed
parenchymal degeneration. Anthracosis and pigment
deposits in the lung were visible, while atrophy of
glorneruli and areas of necrosis in the kidney confirmed
the nephritis diagnosis (34).

It was concluded that the ricin poison affected
the blood vessels and other cells causing slight
hemorrhaging, necrosis, congestion, inflammation, and
degeneration of liver, heart and spleen (34).

Castor seed poisoning is a common, typical
childhood poisoning in Hungary (35,36). In those areas
of Hungary where castor beans are grown for industrial
use, occupational poisoning is also frequent (35). In
one instance, 7 children were admitted to the hospital
complaining of abdominal pain, drowsiness and
vomiting. On day 5 they were discharged from the
hospital. In another case, a 14-year-old boy was
admitted on the third day after eating castor seeds.
He was cyanotic and had a weak pulse of 132, irregular
heart beat, frequent mucous stool and severe
nephritis. h-s urine contained many red blood cells,
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granular and hyaline cylinders and epithelial cells.
The level of blood urea was 193 mg%. After appropriate
dietary and therapeutic treatments, he was discharged
on day 17. The level of blood urea returned to 14 mg%
(35).

The following report describes castor seed
poisoning in school children. An enterprising
schoolboy who failed to sell castor seeds to a
drugstore owner gave some seeds to his classmates,
claiming that the seeds were "foreign nuts". Thirty
minutes later the children complained of heartburn and
abdominal pain; they became nauseated and vomited. Two
hours later, 10 children ages 11-13 years were brought
to the hospital. Each child was immediately treated as
follows: gastric lavage, and injections of 0.5 ml
"Pulsoton" (heart stimulant) and 0.4 ml 20% caffeine-
sodium "benzoicum" to stimulate blood circulation.
Five children were given a 10% Dextrose-Locke solution,
including thiamin and ascorbic acid, to maintain their
blood electrolytes. The lavage from some of the
chidren contained small particles of castor beans. The
number of ingested seeds varied from 1/2 to 6. After
the treatment 6 children were sent home and 4 remained
in the hospital for an additional 4 days. One child
had protein in the urine and the level of urobilinogen
in the urine was elevated in 7 children. After 48h
these levels returned to normal. The hospitalized
children complained of stomach and abdominal pain. On
the second day 2 children had headaches, felt confused
and weak. One child developed numerous petechiae on
the chest and arms. The spots disappeared in 4 days.
Electrocardiogram recordings were obtained daily for 3
days. In 5 cases the Q-T time was prolonged, one child
showed a prolonged atrio-ventricular conduction time
(0.21 sec), and one had a minimal repolarizatiou of the
right chamber. These changes were absent 4-5 days
after the poisoning. Clinically, the gastrointestinal
symptoms predominated, but the patients also suffered
with headaches, dizziness and depression. The
urobilinogen levels in the urine indicated there were
some problenis in liver function. The levels of serum
eluctrolytes did not change despite frequent vomiting.
It is emphasized that the castor seed poisoned patient
should be treated with gastric lavage, cardiac and
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circulatory stimulants, and electrolyte replacement
therapy as soon as possible (37).

In 1955, 120 cases of castor seed poisoning were
treated in a Russian medical facility (38). Neither
the location of the hospital nor the region where the
poisoning occurred is provided. The article states
that the patients sought initial help at the local
medical facilities, which in turn alerted the
population in their district. The patizxnts reached the
hospital 2-3h after ingesting castor seeds. The
patients included 5 children 4-10 years of age, one 15-
year-old, and the remaining ranged from 20-25 years.
Eighty-nine patients were hospitalized from 4 to 7
days, 24 patients from 8 to 14 days and 7 patients from
15 to 29 days. The first symptoms of poisoning
appeared l-2h after ingesting the seeds; 99 patients
felt nauseated and 92 vomited repeatedly; 73 complained
of abdominal pain; 53 had severe diarrhea. Three
patients were suffering from chronic dysentery which
was exacerbated by castor seed poisoning (38).

One patient ingested about 200 seeds. He had
severe abdomial pain, swelling in the upper part of the
abdomen, and strong peristaltic movements of the bowels
(38).

About one third of the patients felt some
weakness, complained of headaches, dizziness and
thirst. Four to 5h after poisoning, 29 paticnts had
facial hyperemia, 7 had hyperemia of the mouth, 2 had
cyanotic lips, and 33 complained of tenderness of the
abdominal region during an examination. Breathing was
not affected (38).

In 13% of the patients a decrease in pulse was
observed, and in 27% an increase was noted. No changes
in the circulatory system were observed the day after
poisoning. Liver palpation did not cause pain.
Urobilin test was negative in 79 patients, weakly
positive in 15, and positive in 6 patients. When the
urine specific gravity from each of 92 patients was
measured, 19 were below 1.015 and the remaining were
above 1.015 (38).
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Blood urea nitrogen level was determined in 51
patients; in 3 patients the level was above 50 mg%, in
another 3 it was between 40-50 mg%, in the remaining 45
it was below 40 mg%. Urine from 4 patients was
examined for protein. In 3 patients the urine
contained erythrocytes (38).

The effects of castor seed poisoning on liver and
kidney function are illustrated in one severely ill
patient: A 20-year-old man was brought to the hospital
complaining of weakness, dizziness, and headache. He
vomited frequently, including some blood, and had
abdominal pains. He had ingested about 60 seeds. His
temperature was normal; his blood pressure 120/80; and
his pulse rate was 80. The upper part of his abdomen
was painful when palpated. Blood urea nitrogen
increased to 75 mg%. Before he recovered, his
leukocyrte count rose to 24,000 and his serum bilirubin
was 3 mg%. The patient was hospitalized for 24 days
(38).

After arrival at the hospital, many patients
continued to vomit. They were treated with a gastric
lavage which reduced the frequency of vomiting. Then
they were administered oil of camphor and caffeine.
They were also given miagnesium sulfate (25 g) and
treated with clysters. Serious cases were given
glucose or saline, intravenously or subcutaneously.
Other interventions were provided as indicated by the
symptoms (38).

After observing these poisoned patients, the
Russian investigators used guinea pigs to study the
toxicity of castor seeds. Six animals were given
ground seeds mixed with 25 g of oats as follows: 2
animals weqre given 1 seed each, 2 animals were given 2
seeds each and 2 animals were given 3 seeds each. The
controls were given oats only. The experimental
animals consumed about 1/5 of the amount of food eaten
by the controls on the first day, and stopped eating
the following 2 days. One to 2h after eating, the
seed-fed animals became listless, arid did not respond
to human touch. By the second day the fecal material
contained blood. One animal from the group eating 2
seeds died on the second day. It was =alculated that
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this animal consumed about 0.16 g castor seeds. The
other experimental animals recovered (38).

In another experiment, 3 guinea pigs were each fed
a diet consisting of millet, milk, bread, oats, and 3
ground castor seeds/25 g of food. Animals were killed
on day 1, 2 and 4. Autopsies showed that the
gastrointestinal tract of these animals contained areas
with massive hemorrhage, emphysema and edema in the
lungs and edema in the brain. Histologic findings
revealed vascular changes in the stomachs and along the
entire intestinal tracts, as well as necrotic areas in
the large intestines. Cells of intramural ganglia
exhibited dystrophic changes. Some changes were
observed in lipid and protein components of hepatic
cells, swelling around the capillaries, hypertrophy of
reticular cells, and venous congestion. The spleens
were congested, with a moderate follicular hyperplasia.
The kidneys showed pronounced dystrophy with severely
congested glomeruli. Tissue dystrophy and congestion
i the hearts wcrc also found. Along with edem-a,

congestion and emphysema in the lungs, the experimental
animals displayed swelling and congestion in the brain.
These morphologic findings were then compared with
those in a patient poisoned with castor seeds (38).

The patient, 23 years old, was hospitalized,
complaining of abdominal pain, dizziness and vomiting.
He had ingested about 100 castor seeds. The next day
he developed acute chronic dysentery. Blood analysis
showed nothing abnormal, the level of bilirubin
was within normal limits. Some urobilin was detected
in the urine. The patient was hospitalized for 3
weeks. After his condition improved and he was to be
released, he suddenly died of an accidental head
injury. An autopsy tevealed some hypertrophy in the
large intestine and swelling in the underlying tissues,
dystrophy of hepatic cells, and pronounced infiltration
in the periportal tissues. There was intense swelling
in the kidneys, arid sclerosis in the glomeruli together
with lymphoidal infiltrations. Some congestion and
edema were found in the lungs. There was heavy
swelling of muscle fibers in the heart. These findings
are consistent with castor seed poisoning (38).
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A report from Argentina briefly describes castor
seed poisoning in a child. A boy of 7 years ingested 8
seeds. (A lethal dose for a child is 3 seeds). Ten hr
later, symptoms of severe poisoning appeared, although
some seeds were not chewed, and they passed through his
body intact. Clinical symptoms included severe
vomiting and diarrhea with traces of blood, severe
abdominal pain and general weakness. The abdomen was
sensitive to palpation. He had no fever. There was an
increased pulse rate with normal intensity. The
profile of blood elctrolytes was normal. He received
no medication and was well on the following day (39).

Eight cases of human poisoning occu.,ced in the
dock workers at the Stetin harbor when they consumed
spilled castor seeds they mistook for edible nuts.
Toxic symptoms appeared between one-half and 4h after
they ingested 1-1/2, 2, 3, 5, or 10 seeds. Two out of
3 ambulatory cases developed gastrointestinal problems,
and 1 patient showed acute allergic problems, including
laryngeal edema, bronchial asthma and conjunctivitis.
Five people were hospitalized due to nausea, severe
vomiting, diarrhea and abdominal pains. Two patients
complained of headaches. Overall symptoms of poisoning
were fairly light in 4 patients, 1 patient developed
circulatory problems, 4 patients developed bradycardia,
and according to their EKGs, 3 patients showed changes
in repolarization, apparently as a result of changes in
the level of blood electrolytes. No changes in the
activities of serum transaminases were observed, and
only in one case were there some red blood cells in the
urine. No hemorrhagic complications or damage to
internal organs were observed. The treatment consisted
of an early gastric lavage, and the administration of
papaverine nydrochloride, atropine and carbonate (40).

In another case, a 4- ycar-ole dock worker began
complaining of abdominal pains, nausea, vomiting and
diarrhea shortly after completing his breakfast (bread
and dry salami). These symptoms lasted for 2 days. A
physician prescribed a laxative and sulfaguanidine.
Since the patient felt weak, he was admitted to the
clinic. At that time his wife explained that he had
ingested "some nuts similar to beans". The patient was
in a serious condition, with dry, grey and cold skin,
the lower extremities had a mottled appearance, and his
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respiration rate was increased. The pulse was weak,
with a rate of 120/min. The upper abdominal. area and
chest were painful for the patient when touched by the
physician. The patient was unable to urinate. The
concentration of urea and potassium in the serum was
245.52 mg% and 3.9 mEq/l, respectively (41).

The patient was infused with noradrenaline, 30-40
mg in 200 ml of 5% glucose solution. The total amount
of the administered noradrenaline was 480 mg, 3 ampules
of "hipertensyn" and 375 mg of hydrocortisone. The
patient died about 15h later. An autopsy revealed mild
edema of the meninges and the brain, edema of the
lungs, fluid in the intestines, degenerative changes in
the liver and renal cortex. An histologic examination
showed a severe degeneration of kidney tubules (41).

In another report from Poland, a 42-year-old man
ingested 10 seeds and about 5h later developed symrptoms
of food poisoning. His condition worsened every hour
and he -"as sent to the hospital. The patient stated
that he was transferring some seeds at the railroad
station, and mistook them for peanuts. Two ethers in
his group also ate several seeds but they de' eloped
only mild gastrointestinal problems and did not require
medical help. Upon arrival at the hospital the patient
looked pale, was covered with cold sweat, his eyes were
sensitive to light, and he had a dry mouth. He had
pain in the abdominal region and the chest. The third
day his condition worsened, and vomiting became more
frequent. A further worsening of his condition was
noted on day 5, when his abdominal pain increased,
accompanied by the onset of arrhythmia, a weak heart
beat, and a pulse of 140/min. The electrocardiogram
showed damage and anoxia of the cardiac muscle. This
condition persisted for an additional 5 days. However,
on day 11 his condition had improved. The abdominal
pain and vomiting had subsided, the heart rate had
dropped to 80 beats/min., the pulse was regular, and
the blood pressure was 10/75 mm Hg, blood leukocyte
cotint was 6,900 and the irine was normal. A marked
improvement in the heart condi-Cion was observed.
Several days later his red blood cell count was 5.14
million, and the white blood cell count was £,300. He
had traces of protein in the urine, but no sugar. His
continuing treatment included cardioactive drugs, such

L
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as "strophanthin", "phenactyl", "detreomycyne", and a
transfusion of 250 ml of blood. The patient was
released from the hospital on day 21 (42).

A report from Holland describes a case of
poisoning caused by chewing a single castor bean. A
57-year-old man found some castor seeds on the loading
docks at Amsterdam harbor. Since the seeds appeared to
him to be similar to those grown in his garden
(pronkbonen), he chewed and swallowed one seed.
Shortly thereafter he felt a burning sensation in his
mouth, throat and lips. The next morning he described
the beans to his friend who later found him unconscious
in the bathroom. He was taken to an emergency room and
the medical personnel were informed that the patient
had ingested a castor seed. The patient was treated
with I mg of adrenaline subcutaneously and with 25 mg
prednisolone intravenously. His pulse rate was
100/min, temperature 36.8eC, blood potassium 3.0 mEq/l,
and serum GOT 82 units. His electrocardiogram and X-
rays were normal. Thu paLient was given 500 ml of
physiological saline intravenously and I mg of
adrenaline subcutaneously. This was followed later
with an infusion of 500 ml of dextran, and I ampule of
Calcium-Sandoz, administered intramuscularly. By
midday his blood pressure was 130/85, and he was given
500 ml of saline containing 1.5 g KCI. That afternoon
the patient felt well and asked to be released from the
hospital. The following night he developed severe
diarrhea and remained hospitalized another 4 days (43).

The Dutch physician who related this case c;tated
that there is no known antidote for castor seed
poisoning, and the treatment is strictly symptomatic.
The following treatments were proposed: (1) gastric
lavage, (2) injections of 50 mg papaverine-HCl, (3)
restoration of the clectrolyte balance, (4) preovetnLioi
of precipitation of hemc'lobin in the renal tubules by
making the urine alkali,., with injections of 1.3%
sodium bicarbonate. Later the bicarbonate solution can
be administered orally. Patients in shock should be
given at infusate of Dcxtran-40, a plasma extender,
containing 5 to 10 mug of adrenalin per 300 ml.
Metaraminol can bet L_ E;ubstitutad for noradrenaline.
In addition, a schedule of injections of 25 mg/ml of a
prednisolone solution should be started with 6
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injections the first day, 4 injections the second day,
and 2 injections the third day. An unspecified aliquot
of injections of a 10% solution of calcium
gluconolactobionate for shock treatment iz recommended.
Finally, if cramps develop, 100-500 i.,g of phenobarbital
may be given, or if the cramps are severe, Penthothal
may be administered (43).

In the course of one year, 4 cases of castor seed
poisoning were reported in India. The patients were
male, 7 to 18 years of age, who inadvertently swallowed
I or 2 seeds. In the hospital their blood samples were
analyzed for uxea, cholesterol, sodium, potassium, and
chloride. Blood levels of bilirubin and alkaline
phosphatase were determined to test for liver function.
The results showed that poisoning with castor seeds wae.
capable of elevating the blood urea level up to 272 mg%
where it could remain for more than a week. All the
other tests were in the normal range (44).

The zamo authors studied castao sued toxicity in
rats. An extract was prepared by vigorously shaking 10
mg of powdered castor seeds with 3 ml of saline. After
centrifugation, 2 ml of the supernatant fluid was used
for gastric intubation. The rats were given the saline
cxtract every day for 4 days. The data showed that the
kidneys wore most grewtly affected. Th, spleen also
showed congestion. Renal alkaline phosphatase activity
was normal. There was a four-fold increase in blood
urea lc,eln (44).

In 1977, 4 family members in Jvaly were admitted
to the hospital after ingesting caste/ seeds. The
father was 44 years of age, the mother 41 years, the
son 12 years, arid the daughter 8 yeaiv. The severity
of the poisoning symptoms was related to the number of
the sceds that had been eaten (45).

The son ingested 2 seeds. He experienced myosis
the first day, complained of nausea and vomiting for 3
days, had no diarrhea, and was the first to completely
recover. Levels of bloud urea were increased and
traces of protein were found in the urine. The patient
was treated with souium carbonate (500 ml), Trinidex
(1,000 ml), Laevoson, 5% (500 ml), and on day 4 with 5%
cglucuse (1,000 ml). lie was released onc day 9 (45).

LM -
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The father ingested 3 seeds. The first day he
experienced myosis, nausea and vomiting. These
symptoms stopped the third day. Blood urea was
elevated to 280 mg%, and there was protein in the
urine. He was given the same treatment as his son, and
was released on day 10 (45).

The mother ingested 8 seeds. She also experienced
myosis the first day, followed by vomiting and copious
bloody diarrhea for 5 days. She was treated with
solutions of sodium carbonate (500 ml), sodium and
ammonium chloride, sodium sulfate (1,000 ml), and 5%
glucose (500 ml) each day for 7 days. Blood urea was
elevated to 380 mg%. She was released on day 12 (45).

The daughter ingested about 10 seeds. The first
day she experienced drowsiness, nausea, vomiting,
violent abdominal pains and copious diarrhea. The
third day vomiting ceased and diarrhea stopped the
following day. Blood urea levels reached about 240
mg%, the urine contained protein, hyalin casts and some
crythrocytes. She was given sodium carbonate (500 ml),
5% glucose (500 ml), and isotonic saline (500 ml) for
the first 2 days; then vitamin K and cocarboxylase was
included during the following 5 days. The ninth day
she received vitamin B and C, and was released on day
12 (45).

A warning about castor bean poisoning in the
United States appeared in a 1981 publication. Two
girls, ages 4 and 5, living in a small southern Indiana
town, found a canister containing walnuts and castor
seeds. Each child chewed about 4 seeds. Ten hours
after the ingestion, the 4-year-old girl began
complaining of severe abdominal pain associated with
numerous emeses, marked lethargy and multiple loose
stools. She was taken to the local hospital where she
received gastric lavage, dicyclomine hydrochloride and
intravenous fluids. She complained of severe, colicky
abdominal pain. Laboratory results included 1+
hematuria in her initial urine analysis and elevated
serurii hemoglobin (21 mg/dl). She was continued on
intravenous fluids for 24h (46).
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Her 5-year-old cousin began episodic vomiting with
severe colicky abdominal pain 12h after castor seed
ingestion. She received treatment similar to that
administered to her cousin. She complained of severe
abdominal pain and nausea. After intravenous fluids
were continued overnight, the laboratory tests
indicated normal values (46).

Three cases of castor bean poisoning, all in the
course of 1 week, occurred in the St. Louis area. A 6-
year-old boy ingested one-half of a seed. The Poison
Center advised inducing emesis with syrup of ipecac and
the child was brought to the emergency room.
Laboratory tests included complete blood count,
urinanalysis, liver enzyme determinations, and blood
urea nitrogen. The patient was started on mildly
alkalinized parenteral fluids. After 48 hours the
treatment was stopped and the child was discharged on
tie third day (47).

A 4-year-old boy ingested portions or all of four
castor seeds which had been used to make an ornamental
necklace. Emesis was initiated at home with syrup of
ipecac, followed by charcoal and cathartics in the
emergency room. The evaluation and treatment for the
child was the same as the above 6-year-old patient.
The boy was discharged on the third day (47).

A 2-year-old girl ingested at least one castor
seed. The child was given syrup of ipecac in the
hospital and placed on outpatient status. Complete
urine analysis was followed for three consecutive days,
and all values remained within normal limits (47).

Possible teratogenic effects of castor seeds are
discussed in the report of a 20-year-old woman who
ingested one seed each month for 5 consecutive months,
an old custom in Libya to prevent pregnancy. When
advised by an obstetrician that her urine test for
pregnancy was positive, she immediately discontinued
castor bean ingestion. No other drugs were given
during pregnancy. The neonatal period was normal, but
from her 40th day of postnatal life, the baby developed
spontaneous frequent convulsions and high fever. When
the baby was admitted to the hospital, an examination
revealed moderate growth retardation, cranio-facial
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dysmorphia, and the fingers on both hands were thin
and pointed. The terminal phalanges and fingernails of
the fourth and fifth fingers were absent. The fifth
toe was missing from each foot (48).

Castor seeds were used in a suicide attempt. A
21-year-old botany student, attempting suicide,
ingested 30 seeds. Some of the seeds were chewed.
Three hours later he developed a severe diarrhea,
vomiting and abdominal pains. He was admitted to the
hospital, and on the seventeenth hour he began
shivering without fever, complained of acute abdominal
pain, had nausea, diarrhea, cramps in the limbs and
blurrA vision. He was severely dehydrated, had lost
five kg in body weight, and developed cyanosis of the
extremities. His blood pressure was 100/80 and the
pulse rate 106/min. There was an increase in blood
urea nitrogen to 72 mg%, but serum creatinine, glucose,
sodium, chloride, and potassium were normal. Increases
in hematocrit to 57%, hemoglobin to 19 g/dl, and red
cells to 5.5 million were noted. Liver function tests
were normal and there was no evidence of hemolysis.
Treatment was symptomatic, consisting of parenteral
fluid infusions over four days. Every day the patient
received one liter of saline, 3 liters of 5% glucose
and 9 g of potassium chloride. He recovered rapidly,
and on the third day he regained the body weight. He
was dismissed on the fifth day (49).

in Israel, 6 children were hospitalized after
eating castor seeds while pldying in the garden of
their home. (a) A girl, 12 years old, was admitted 5
hours after ingesting 5 seeds. The girl was pale and
vomiting, with a pulse rate of 96/min, her blood
pressure was 110/70 and her body temperature was 38°C.
She complained of severe pains in the lower abdomen.
Her hemoglobin was 16.2 g/dl, white blood cell count
14,500, blood urea nitrogen .6 mg/dl, and creatinine
1.0 mg/dl. The activities of serum glutamic-
oxaloacetic and glutamic-pyruvic transaminase were
increased to 35 and 32 units, respectively, and the
activity of alkaline phosphatase was 662 units. The
serum level of bilirubin was 3 g/dl. Her urine
contained glucose (1.3 g/dl) and some albumin as well
as red and white blood cells (50). Upon arrival at the
hospital, the girl was treated with gastric lavage,
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ac:tivated charcoal, and infusion of liquids containing
bicarbonate. She continued to complain of headaches,
abdominal pains, and vomited repeatedly. She had
severe diarrhea and bloody stools. Her blood pressure
dropped to 70/40, and her pulse rate was 108/min.
Ventricular extrasystolic beats were detected. After 6
days her diarrhea stopped and her condition improved.
Blood urea nitrogen dropped to 8 mg/dl, and liver
enzyme values returned to normal. She was released
from the hospital on day 9 (50).

(b) A girl, 4 years old, was admitted to the
hospital about 3h after ingestion of two seeds. She
complained of intense abdominal pain, nausea and
vomiting. Her heart rate was 100/min, her blood
pressure 80/60 and body temperature 380 C. Her
electrocardiogram was normal. Laboratory tests showed:
hemoglobin 13.5 g/dl, white blood cell count 11,600,
blood urea nitrogen 20 mg/dl, increased activity of
serum qlutamic and pyruvic transaminase to 47 and 35
units, alkaline phosphatase 580 units. Slight
metabolic acidosis and some albumin in the urine were
detected. Upon arrival at the hospital, the girl was
treated with gastric lavage and infusion of liquids
containing bicarbonate. The next day her condition
worsened; abdominal pains, vomiting and diarrhea became
rore intense. The electrocardiogram showed a few
extrasystolic beats. Over the next 3 days her
condition improved and she was released from the
hospital on day 6 (50).

(c) A girl, 12 years old, was admitted to the
hospital about 5h after ingestion of 5 seeds. Her
heart rate was 100/min, her blood pressure was 90/60
and body temperature 37.8'C. She complained of severe
abdominal pains, nausea and vomiting. Her white blood
cell count was 9,700, hemoglobin 16.5 g/dl, alkaline
phosphatase 607 units, serum GOT and GPT 36 and 37
units, repectively, and blood urea nitrogen 25 mg/dl.
The girl was treated with gastric lavage, activated
charcoal and infusion of liquids with bicarbonate. Her
condition improved on the third day, and she was
released the next day (50).

(d) A girl, 12 years old, was hospitalized about
20h after ingesting 3 seeds. She complained of nausea,
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vomiting, headache and abdominal pains. Her heart rate
was 100/min, her blood pressure was 110/80 and
temperature 37.8 0 C. Her blood count and liver and
kidney functions were normal. She was treated with
gastric lavage, infusion of liquids and activated
charcoal. The girl was released from the hospital on
day 4 (50).

(e) A boy, 8 years old, was hospitalized about 3h
after ingestion of 2 seeds. At admission he looked
pale and continued vomiting. His heart beat was
96/m~n, his blood pressure 90/60 and body temperature
37.5 0 C. His blood urea nitrogen level was 27 mg/dl,
and serum GOT and GPT 37 and 35 units, respectively.
After admission he was treated with gastric lavage,
activated charcoal and infusion of liquids. Five days
later his condition improved and he was released (50).

(f) A boy, 6 years old, was hospitalized about 10h
after ingesting an unknown quantity of seeds. He had
severe abdominal pains, watery diarrhea and vomited
frcquently. His hoarL Lte was 9uimin and regular his
blood pressure was 90/55 and body temperature 37.8 0 C.
Laboratory tests showed normal liver function and his
blood urea nitrogen was 20 mg/dl. He was treated with
gastric lavage, activated charcoal and infusion of
liquids which lasted for 2 days. His condition
improved and he was released from the hospital on day 5
(50).

An accidental castor seed poisoning occurred in
Great Britain. An 11-year-old schoolboy removed the
outer husk of one castor seed before chewing and
swallowiny it. uastor seeds, along with 4 other
different seeds were used in a classroom project. The
boy was treated with gastric lavage, and remained
hospitalized for 4 days. During this time he was given
magnesium sulfate and activated charcoal. Apart from
some initial generalized tenderness in the epigastrium,
he remained well (51).

In the United States, a 21-year-old man ingested
about 12 seeds that he had mistaken for hazelnuts. He
experienced no burning in the throat. Approximately
half an hour later he began vomiting profusely, 15-20
times. He continued to feel nauseated and 2h later he
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saw a physician. He was given 2 doses of syrup of
ipecac, followed with activated charcoal and magnesium
citrate. About 8h after ingesting the castor seeds he
was admitted to the hospital. The patient was
nauseated, with' a pulse of 100/min, his respiration was
20/min, and blood pressure was 130/70. Abdominal
examination revealed a scaphoid abdomen with a
hypoactive bowel sound and no tenderness. Initial
blood urea nitrogen was 16 mg%, and creatinine 1.1 mg%.
Serum sodium, potassium and chloride levels were within
normal limits. Prothrombin time was normal, glucose
159 mg%, leukocytes 14,200, hemoglobin 15.6 g, and the
hematocrit was 45%. Liver function tests were normal.
A solution of D5 in 0.5 normal saline containing 20
mEq/l KCI was given at the rate of 200 ml/hr for the
first 12h. He was also given a solution of calcium
carbonate and ascorbic acid. His diarrhea abated after
about 12h. On the third hospital day, his serum
creatinine rose to 1.5 mg%. All other laboratory
values remained within normal limits, and he was
asymptomatic. He was discharged on day 4, although his
creatinine level remained high at 1.4 mg%. The level
returned to normal 2 weeks later (52).

An 80-year-old woman was found chewing seeds that
had previously been shelled and prepared for planting.
When admitted to the hospital, she had a 2h history of
vomiting, diarrhea and abdominal cramps. Her blood
pressure was 140/90, pulse 100 beats/min, respiration
20-24/min, and temperature 37.1 C. Her abdomen was
diffusely tender, especially in the epigastrium. At
the time of admission, laboratory test values were
leukocytes, 7,800; hemoglobin, 13.9 g/dl; hematocrit,
41%; glucose, 103 mg/dl, and blood urea nitrogen, 25
mg/dl. Electrolytes were within normal limits.
Initially, 60 g of activated charcoal in 70% sorbitol
solution was administered. This was followed by 50 g
in solution every 3 to 4 hours. The patient
experienced periodic vomiting of the charcoal solution,
and had a large amount of diarrheal stools throughout
the day. Intravenous fluids were continued. Abdominal
pain and diarrhea continued throughout the second day.
The blood urea nitrogen value increased to 37 mg%, and
creatinine increased to 2 mg%. The infusion rate of
intravenous fluids was increased, and activated
charcoal in sorbitol solution was discontinued. On the
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third day after admission, the patient's
gastrointestinal symptoms had resolved. She became
increasingly pale and lethargic, and her extremities
appeared somewhat cyanotic. Her blood urea nitrogen
was 43 mg/dl, hemoglobin 17.6 g/dl, and hematocrit was
54.1%. A diagnosis of dehydration, secondary to
hypovolemia was made. Intravenous fluid therapy was
evaluated and fluids were increased to correct the
fluid deficit. The patient's condition had improved by
the fourth day. No diarrhea or gastrointestinal
distress was observed for over 24 hours. The following
day the patient's condition continued to improve, her
vital signs had stabilized and blood urea nitrogen fell
to 24 mg/dl. Later, she was discharged (52).

In Spain, a 45-year-old woman ingested 10-15
castor seeds. About 45 minutes later she complained of
abdominal pain and profuse diarrhea. Upon arrival at
the hospital she was treated with an infusion of
physiological fluids and glucose. A solution of sodium
bicarbonate was administered to increase the pH of the
urine. In addition, 50 gm of activated charcoal was
given orally. The laboratory values, as well as the
liver function test, were within normal limits. She
was discharged on day 6 (53).

DISCUSSION

The impetus to write this review arose after
reading a thesis entitled "Ueber Ricin, ein giftiges
Ferment aus den Samen von Ricinus Comm. L. und einigen
anderen Euphorbiaceen." The thesis was submitted in
February 1888, by Hermann Stillmark to the Medical
Faculty der Kaiserlichen Universitaet zu Dorpat,
Estonia, in partial fulfillment of the requirement for
his medical degree. The work was expanded and
published in 1889 as "II. Ueber Ricin" von ilermann
Stillmark, in the "Arbeiten des pharmakologischen
Instituts zu Dorpat" (6). Hermann Stillmark was born
22 July 1860 in Pensa, Estonia. He attended the
"Ritter- und Domschule" in Reval (Tallinn) and later
studied medicine in Dorpat. After graduation from the
University, he was in private practice in Merjama and
later, in Helmet. From 1895, he was a factory,
railway, school and prison physician in Pernau
(Estonia). It was, indeed, both instructive and
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enjoyable to read his work and follow his many attempts
to isolate the toxic principle from castor seeds, as
well as his description and interpretation of the
toxic effects observed in experimental animals. In his
publication, he took the liberty to discuss problems
not directly associated with his scientific endeavors,
such as his concern over the potential danger of castor
bean meal left in open fields in the Russian
countryside, and about a manuscript that was lost on
its way from Sydney to Dorpat. The fresh seeds used in
his experiments were purchased in Erfurt, Germany and
castor bean meal was ordered from Moscow. He found it
disturbing that he was not able to obtain any
information from Erfurt on tle origin of the seeds, nor
the oil extraction process used in Moscow. Stillmark
gave the name "ricin" to the toxic compound in castor
seeds. He was also the the first person to publish
the observation that ricin agglutinated erythrocytes.
This information immediately attracted the attention of
Paul Ehrlich who, in the 1890s, established some of the
fundamental principles of immunology (54,55).

This report presents a history of castor beans and
an overview of poisoning which occurred in humans as a
result of castor bean ingestion between 1738 and 1988.
A lack of understanding of the toxic nature of castor
seeds or the inability to correctly identify the seeds
accounts for a significant portion of observed
injuries. In several instances, however, the
recognized toxic nature of castor seeds was exploited
by professional assassins, or by others bent on
destroying human lives. One to 3 seeds may be fatal to
a child, 2 to 4 seeds may be poisonous to an adult, and
8 may be fatal to an adult. Fortunately, the seeds
must be well chewed before ricin is released. If the
seeds are swallowed whole, systemic toxicity is
unlikely to appear because the seed shell is quite
hard, which tends to prevent release of the ricin.
Thus, the quantity of ricin available for absorption
depends on the degree of mastication. Ricin resists
the action of proteolytic enzymes in the intestinal
tract, and presumably, is absorbed wi.thout being
hydrolyzed. Thus, it is difficult to estimate the
lethal oral dose of ricin for man. The values reported
in the literature are: 30 mg (34, 37, 40), 0.03 mg/kg
(43), or 1 mg/kg (49). The ricin concentration in a
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single castor seed is about 3% (43, 44). Eight seeds,
weighing about 0.6 g each, would contain 144 mg of
ricin, or a dose of 2 mg/kg for a 70 kg man, assuming
absorption is complete before its exit from the
intestine. A portion of the ingested seeds would be
very likely removed from the gastrointestinal tract by
vomiting and diarrhea; the true lethal dose would be
somewhat lower than the above figure. For comparison,
the lethal dose of castor seeds (g/kg body weight)
reported for domestic animals is as follows: hen,
14.00; goat, 5.50; duck, 4.0; pig, 2.30; cow, 2.00;
sheep, 1.25; rabbit, 0.90; calf 0.50; goose, 0.40;
horse 0.10 (56).

Successful early treatment is contingent upon a
knowledge of consumption of castor seeds and the
symptoms and signs of poisoning which may appear after
a latent period of several hours, even several days.
There are confirmatory immunoassay tests available in
cases where ricin poisoning is suspected (57-59). The
medical facility, however, may not be able to conduct
such a test on short notice, and the assays are
complicated by the fact that a portion of the ingested
ricin binds to red blood cells and to serum proteins.
A need for a simple and reliable test is apparent. The
manifestations of poisoning often start with a burning
sensation of the mouth and throat, followed with
weakness, nausea and headache, se-,zrP abdminal pain,
drowsiness, disorientation, cyanosis, mottled
appearance of the skin on the extremities, stupor,
convulsions, violent vomiting and profuse diarrhea.
The vomitus and stools may contain blood. The
resulting dehydration may cause cardiovascular collapse
or acute kidney failure, and may lead to tachycardia,
oliguria, hypotens-on, and even shock. Data obtained
from terminal cancer patients injected with ricin show
that about 75% of the dose remains in blood after 1
hour, and about 7% after 24 hours (57).

The plasma levels of ricin in one man who survived
castor bean poisoning ranged from 1.5 ug/l on day 1 and
2, to 1.0 and 0.9 ug/l on day 3 and 4 (49). Thus, it
is obvious that once absorbed, the circulating ricin
can affect any organ or tissue. The kidneys, liver,
and the intestinal tract are particularly prone to
ricin injury. More severe poisoning brings about
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disturbances in the central nervcus system, including
paralysis of the respiratory center. Hemorrhage
throughout the heart muscle, p. -reas, adrenals,
testicles, and lymph glands is a common feature of
ricin poisoning. Other manifestations include lung and
brain edema, conjunctivitis, optic nerve lesions and
mydriasis. The urine may show protein, casts, red
blood cells and epithelial cells, and hemoglobin. The
blood may show an increase in urea and non-protein
nitrogen. Victims who survive may be quite ill for 3
to 14 days. From this brief and very incomplete list
of metabolic and physiologic derangements observed in
humans poisoned with castor seeds, it is difficult to
answer tha question, "Why does ricin kill?" Ample
evidence shows that ricin inactivates the 60S ribosomal
subunits, causing disruption in protein synthesis and
cell death (60). Then, another question arises, "Why
does the organism die, since protein synthesis in
various organs is only partially inhibited?" Perhaps
ricin affects some specific proteins, which are
involved in a process of vital importance to the cell,
thereby giving rise to some of the pathological
consequences described above. One possibility, among
many others, is that ricin has a selective effect on
blood vessels causing severe interstitial hemorrhages.
We do not really know why ricin kills, and as a
consequence, there is no specific treatment for castor
bean poisoning. Treatment is entirely symptomatic.

Recent experimental data show that radiolabeled
ricin is rapidly distributed throughout the body after
an intravenous administration to rats. The liver
contained 46% of the injected dose at 0.5 hr. The
spleen and muscle contained 9.9% and 13% of the dose,
respectively, at 0.5 hr. However, the greatest
concentration of radioactivity was in the spleen (33%
of injected dose/g) compared with the liver (7.4%/g)
and the bone marrow (5.5%/g). More than 70% of
injected radioactivity was recovered in the urine as
low molecular weight, freely diffusible metabolites
(61).

From the reviewed cases of acute castor seed
poisoning, it is apparent that ingested seeds must be
promptly removed either by gastric lavage or emesis,
using syrup of ipecac and/or activated charcoal to
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absorb the ricin. The patient's fluid balance and
serum electrolyte status should be closely monitored to
prevent dehydration and ensuing complications. The
urine should be made alkaline by giving daily sodium
bicarbonate to prevent precipitation of hemoglobin in
the kidneys. The liver and kidney functions, and
hematology should be carefully monitored. Parenteral
nutrition may be required if vomiting and diarrhea
persist, and convulsions should be controlled by
appropriate drugs.

CONCLUSIONS AND RECOMMENDATIONS

* The high toxicity of castor seeds has long been
recognized. It is due to ricin, a small molecular
weight protein, consisting of two peptide chains linked
together by a disulfide bond. The seeds must be chewed
before the toxin is released. One to 2 seeds may be
fatal for a child, and 3 to 8 for an adult.

"* Toxic symptoms may be delayed for as long as 24
hours after a person has ingested castor seeds.

"* The mechanism of toxicity of ricin is
inconclusive. Consequently, there is no known antidote
for castor seed poisoning.

* Currently, treatment is symptomatic and
supportive, with particular emphasis on replacement
fluid and electrolyte balance after induced emesis
and/or charcoal absorption of toxin.

* New insights into the molecular and
histopathologic basis of castor seed induced injury
will offer a new and rational appruach to medical
intervention.

* Detailed studies of castor seed toxicity should
be conducted with laboratory animals. A known quantity
of decorticated, defatted and pulverized beans could be
incorporated into the diet or administered, in a
suspension, by a stomach tube.

* The proposed experimental model could be used to
study the mechanism of toxicity, and in larger animals
(pigs) the course of clinical symp-:oms of toxicity.
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* Such studies should include methods of detection
and identification of ricin in tissues and body fluids,
and development of protective and therapeutic measures.
Early diagnosis would allow an appropriate medical
intervention during the latent period before the
appearance of toxic symptoms.

REFERENCES

1. Crompton R, Gall D. Georgi Markov - Death in a
pellet. Med Leg J 1980; 48(2):51-62.

2. Lin JW, Tserng KY, Chenn CC, Tung TL. Abrin and
ricin: New anti-tumor substances. Nature 1970;
227:292-293.

3. Olsnes S. Closing on ricin action. Nature 1987;
328:474-475.

4. Naughton FC, Duneczky F, Swenson CR, Kroplinski T,
Cooperman MC. Castor Oil. In: The Kirk-Othmer
Concise Encyclopedia of Chemical Technology (M.
Grayson, ed.), John Wiley & Sons, New York, 1985,
pp 223-224.

5. Gioseffi, M. Vergiftung mit Rizinussamen. Dtsch
Med Wschr (Leipzig) 1918; 44:771-772.

6. Stillmark H. II. Ueber Ricin. Arbeiten des
Pharmakologischen Instituts zu Dorpat. 1889; 59-151,
Enke, Stuttgart.

7. Scarpa A, Guerci A. Various uses of the castor
oil plant (Ricinus conimunis L.) A review. J

Ethnopharmacol 1982; 5:117-137.

8. Dubard M, Eberhardt P. Le Ricin, Botanique,
Culture, Industrie et Commerce (A. Challamal, ed.),
Paris 1902, pp 2-4.

9. Lanzoni J. Tractatus de venenis. Lausannae,
1738; p. 247.



Klain and Jaeger-- 36

10. Bergius. Crfila Toxikologie (translated by S. Fr.
Hermstadt). Berlin, 1818:Part 3.

11. Hale E. Ueber die Einspritzung von Arzneimitteln
in die Blutadern. S. Julius u. Gerson's J ausland
Literatur 1823- 6:472.

12. Calloud. J Pharmacie Chimie 1848;(Sept).189.

13. Mialhe. In: Handbuch der Heilmittellehrc. 6th ed.
1856.

14. baude. J Chim Mad 1856; p. 7 0 7 .

15. Christison R. Med Times Gaz 1861; (May 25):555.

16. Hasselt. Allgemeine Giftlehre und die Gifte des
Pflanzenreichs. Bearb. von Henkel. 1862; 1:372.

17. Anonymous. Hospital Report. Vienna, 1862.

18. Husemann. Handbuch dor Toxik•c"g'c. Beilir, 1862;
p.449.

19. Pecholier. Etude sur l'empoisonnement par les
semences du ricin. Montpel Mod 1869; 23:508-535.

20. Houze, l'Aulnoy. Empoisonnement par la graine de
ricin. J Chim Med 1869; p.3.

21. Little W. Two cases of poisoning by the seeds of
Ricinus communis. Med Times Gaz 1870; 1:581.

22. Pcpp 0. Ueber die drastisehen Eigenschaften der
aegypt. Ricinussamen. Arch Pharm (Weinheim) 1870;
143:143.

23. Werner E. Pharm Zeitschr Russland 1870; 9(2):33.

24. Rapp. Sur un cas d'empoisonnement par les
semences de ricin. Gaz des Hop 1871; 93:369.

25. Chevallier. Ann d'Hyg Publ. 1871; p.400.

26. Taylor AS. On Poisons. 3rd ed, London, .875:
p.508.



Klain and Jaeger-- 37

27. Anonymous. Brit Med J 1879; 2:512.

28. Maschek. Handbuch der gerechtlichen Medizin.
1882; Part 2:598.

29. Edson B. NoteL on sixteen cases of poisoning by
the castor-oil bean. Brookl Med J 1888; (2):131.

30. Bcllin ET. Ucbcr dic toxikologischen
Eigenschaften der Ricinussamen in Verbindung mit
cinigcn Vergiftungsfaellcn. Russk Medic 1888;32-37.

31. Meldrum WP. Poisoning by castor oil seeds. Brit
Mcd J 1900; 1:317.

32. Wood WA. Ten cases of poisoning by castor oil
seeds. Austr Med J 1911; 16:176-178.

33. Bispham WN. Report of cases of poisoning by fruit
of Ricinus communis. Am J Med Sci 1903; 126:319-321.

34. Abdulkadir A, Lufti M. Toedliche Intoxikation
dutch die Sarmen der Rizinuspflanze. Dtsch Med
Wochschr 1935; 61:416-417.

35. Laszlo F, Holler G. Mergezesek a gyermekkorban.
Orv Hctil; 1938: 82:557-559.

36. Proisz RK. Mergezes ricinus magvakkal. Orv
Hctil 1953; 94:634-636.

37. Kaszas T, Papp G. Ricinussamen-Vergiftung von
Schulkindern. Arch Toxikol 1960; 18:145-150.

38. Kacnclson IB, Besser VL, Ionov IT, Goryatschin MP,
lofin II, Tschartorizskin NA. Otravlenie semenami
kleshcheviny. Soy Med 1960; 24:131-135.

39. Astolfi E, Polack NR. Intoxicacion accidental por
ingestion do semillas do ricino. Arch Argon Pad 1961;
56:337-339.

40. Kraszewska Z, Switlik I, Stalewski R, Gest3nberger
J. Ostre zatrucie nasionami drzewa racznikowego.
Pol Tyg Lek 1965; 20:279-281.



Klain and Jaeger-- 38

41. Hebanowski M. Prsypadek ostrej niedomogi nerek w
przebiegu zatrucia nasionami racznika. Pol Tyg Lek
1964; 19:1204-1205.

42. Karolini T, Zarnowska-Cwj.ertka W. Przypadek
zatrucia pokarmowego nasionami racznika. Przegl
Epidemiol 1965: 19(2):272-273.

43. Kingma DJ. Ricine-intoxicatie door het kauwen op
een wonderboon. Nederl Tijdsch Geneesk 1971; 115:
1190-1191.

44. Ramakrishnan S, Balasubramanian K, Madhavan M.
Biochemical and pathological studies on castor seed
poisoning. J Assoc Physicians India 1972; 20:781-784.

45. Malizia E, Sarcinelli L, Andreucci G. Ricinus
poisoning: A familiar epidemy. Acta Pharm Toxicol
(Copenh) 1977; 41(Suppl. 2):351-361.

46. Henry GW, Schwenk GR, Bohnert PA. Umbrellas and
mole beans: A warning about acute ricin poisoning. J
Ind State Med Assoc 1981; 74(9):572-573.

47. Kinamore PA, Jaeger RW, de Castro FJ. Abrus and
ricinus ingestion: Management of three cases. Clin
Toxicol 1980; 17(3):401-405.

48. El Mauhoub M, Khalifa MM, Jaswal O, Garrah MS.
"Ricine syndrome." A possible new teratogenic syndrome
associated with ingestion of castor oil seed in early
pregnancy: a case report. Ann Trop Paediatr 1983;
3:57-61.

49. Kopferschmitt J, Flesch F, Lugnier A, Sauder P,
Jaeger A, Mantz JM. Acute voluntary intoxication by
ricin. Human Toxicol 1983; 2:239-242.

50. Grief Z, Weinstein M, Cohen A, Freundlich A.
Ricin poisoning in a group of children. Harefuah 1985;
109:390-393.

51. Painter MJ, Veitch IHM, Packer JMV. A science
lesson, a castor oil plant seed and a Salford
schoolboy. Community Med 1985; 7:208-210.



Klain and Jaeger-- 39

52. Wedin GP, Neil JS, Everson GW, Krenzelok Zt.
Castor bean poisoning. Am J Emerg Med 1986; 4:259-
261.

53. Otano TB, Charles AB, Hernandez CR, Petri EM.
Intoxicacion por ingestion de semillas de ricino. A
proposito de un caso. Med Clin (Barcelona) 1988;
90:716-717.

54. Ehrlich P. Experimentelle Unterzuchungen ueber
Immunitaet. I. Ueber Ricin. Dtsch Med Wschr 1891;
17:976-979.

55. Ehrlich P. Experimentelle Untersuchungen ueber
Immunitaet. II. ITsber Abrin. Dtsch Med Wschr 1891;
17:1218-1219.

56. Balint GA. Ricin: The toxic protein of castor oil
seeds. Toxicology 1974: 2:77-102.

57. Godal A, Olsnes S, Pihl A. Radicimmunoassays of
abrin and ricin in blood. J Toxicol Environ Health
1981; 8:409-417.

58. Godal A, Fodstad 0, Ingebrigtsen K, Pihl A.
Pharmacological studies of ricin in mice and humans.
Cancer Cheinother Pharmacol 1984; 13:157-163.

59. Leith AG, Griffith GD, Green MA. Quantification
of ricin toxin using a highly sensitive avidin/biotin
enzyme-linked immunosorbent assay. J Foren Sci Soc
1980; 28:227-236.

60. Olsnes S, Refsnes K, Pihl A. Mechanism of action
of the toxic lectins abrin and ricin. Nature 1974;
249: 627-631.

61. Ramsden CS, Drayson MT, Bell EB. The toxicity,
distribution and excretion of ricin holotoxin in rats.
Toxicology 1989; 55:161-167



Klain and Jaeger-- 40

Below is a list of additional publications concerned
with castor seed toxicity in humans. Since the
reviewers were unable to obtain copies of the
publications, their content was not discussed in this
review.

1. Baudrimont A. Double cas d'empoisonnement par
des graines de ricin. J Med (Bordeaux) 1919; 49:108-
110.

2. Bellin EF. 0 toksicheskich stvoistvach siemjan
kleshcheviny; nieskolko sluchaev otravlenija imi. 1888;
Doctoral Thesis, Kharkov, Ukraine.

3. Bidwell EH. Two cases of poisoning by the seeds
of Ricinus cornmunis. Med News (Philadelphia)
1886;49:304.

4. Burroughs WJ. Poisonous effects of Ricinus
communis. Br Med J 1903; 2:836.

5. Condos E. A case of poisonous symptoms from
castor seed confection; recovery. Ind Med Rec
(Calcutta) 1895; 9:47.

6. Dowzard E. Note on the toxicity of castor seed.
J Am Pharmacol Assoc (Easton) 19: ; 12:116.

7. Earp SE. A case poisoning by castor beans.
Lancet Clin (Cincinnati,; 1885;16:163.

8. Follweiler FL, Haley DE. Toxicity of the castor
bean. J Am Med Assoc (Chicago) 1925; 84:1418.

9. Foster H. Two cases of poisoning with castor
beans. Med Index (Kansas City) 1895; 6:616.

10. Gullan AG. Acute poisoning by a single castor-oil
seed. Br Med J 1900; 1:988.

11. Houze, l'Aulnoit. De l'empoisonnement par les
graines de ricin. Arch Gen Med (Paris) 1869; 1:284-
294.

12. Hutchison LTR. Poisoning by castor oil seeds.
Br Med J 1900; 1:1135.



Klain and Jaeger-- 41

13. Langerfeldt 0. Ein Vergiftungsfall in Folge
Genusses der Samenkoerner des Ricinusstrauches. Klin
Wschr (Berlin) 1882; 19:9.

14. Lee W. Poisoning by castor oil beans. Am J Med
Sci (Philadelphia) 1868; 56:442.

15. Massaloup J. Empoisonnement par les semences de
ricin. Rec Mein Med Milit (Paris) 1800; 3:390-395.

16. Officer P. Poisoning by castor oil seeds. Austr
Med Gaz (Sydney) 1895; 14:283.

17. Paik R. Cases of poisoning with the seeds of the
castor oil plant. Med J (Glasgow) 18801 13:366.

18. Volfson Y4. Nieskolko sluchayev otravleniya
siemenami kleschcheviny (semina Ricini communis, L.).
Vrach (St. Petersburg) 1891; 12:1037-1039.

ACKNOWLEDGEMENT

The authors wish to express their appreciation to
Mr. Richard M. Kempton of the LAIR Library Staff for
his help in obtaining copies of foreign articles used
in the preparation of this review, and in particular,
for obtaining a copy of Stillmark's thesis. In
addition, his help in the translation of the Dutch
article (ref. 43) is gratefully acknowledged.



Klain and Jaeger--42

OFFICIAL DISTRIBUTION LIST
Commander
US Army Medical Research Commander

& Development Command US Army Medical Bloengineering
ATTN: SGRD-RMS/Mrs. Madigan Research & Development Laboratory
Fort Detrick, MD 21701-5012 ATTN: Ubrary

Fort Detrick, Bldg 568
Defense Technical Information Center Frederick, MD Z;7O1-010
ATTN: DTIC/DDAB (2 copies)
Cameron Station Commander
Alexandria, VA 22304-6145 US Army Research Institute

of Environmental Medicine
Office of Under Secretary of Defense ATTN: SGRD-UE-RSA

Research and Engineering Kansas Street
ATTN: R&AT (E&LS), Room 3D129 Natlck, MA 01760.5007
The Pentagon
Washington, DC 20301-3080 Commander

US Army Research Instilute of
DASG-AAFJML Surgical Research
Army/Air Force Joint Medical Library Fort Sam Houston, TX 78234-6200
Offices of the Surgeons General
5109 Leesburg Pike, qoom 670 Commander
Falls Church, VA 22041-3258 US Army Research Institute of

Chemical Defense
HQ DA (DASG-ZXA) ATTN: SGRD-UV-AJ
WASH DC 20310-2300 Aberdeen Proving Ground, MD 21010-5425

Commandant Commander
Academy of Health Sciences US Army Aeromedical Research
US Army Laboratory
ATTN. HSHA-CDM Fort Rucker, AL 36362-5000
Fort Sam Houston, TX 78234-6100

AIR FORCE O:fice of Scientific
Uniformed Services University of Research (NL)

Health Sciences Building 410. Room A217
Office of Grants Management Bolling Air Force Base, DC 20332-6448
4301 Jones Bridge Road
Bethesda, MD 20814-4799 USAF School of Aerospace Medicine

Document Section
US Army Research Office USA;ISAMITSKD
ATTN: Chemical and Biological Brooks Air Force Base, TX 78235-5301

Sciences Division
PO Box 12211 Head, Biological Sciences Division
Research Triangle Park, NC 27709-2211 OFFICE OF NAVAL RESEARCH

800 North Cuincy Street
Director Arlington, VA 22217-5000
ATTN: SGRD-UWZ-L
Walter Reed Army Institute of Research Commander
Washington, DC. 20307-5100 Naval Medical Command-02

Commander Department of the Navy

US Army Medical Research Institute Washington, DC 20372-5120

of Infeclious Diseases
ATTN: SGRD-ULZ-A
Fort Detrick, MD 21701.5011

Commander
US Army Medical Bioengineering Research and
Development Laboratory
ATTN. SGRD-UBG-M
Fort Detrick, Bldg 568
Frederick, MD 21701-5010

4/89


