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ABSTRACT. The Aim of the Research. To identify a group of highly toxic chemicals which over the past decades are most often used in
deliberate criminal and suicidal incidents, sabotage, and terrorist act; the handling, storage, use and disposal of which must be especially
carefully monitored by law enforcement agencies. In this part of the article arsenic compounds and cyanide are considered.
Materials and Methods. An analytical review of scientific publications was carried out using the abstract databases of scientific libraries
Pub Med, Medline and text databases of scientific publishing houses Elsevier, Pub Med, Central, BMJ group as well as other VIP data-
bases. Methods of systemic, comparative, and content analysis were used.
Results and Conclusions. Scientific publications that contain information on highly toxic arsenic compounds and cyanides, which pose a
threat to human life and health, were analysed. Recently, in particular for more than a quarter of a century, they have become a real
weapon in the hands of criminals, delinquents, and terrorists all over the world. Suicidal incidents, which also take place along with inten-
tional criminal, terrorist, and sabotage acts, should not be concealed. Based on the analysis of the toxicity, clinical and morphological
expression of intoxication when exposed to these chemicals, considering various routes of entry into the body, the need to include them in
the List of hazardous highly toxic chemicals, the handling, storage, use, and disposal of which require stricter control of law enforcement
agencies, is justified.
Key Words: arsenic compounds, cyanide, health risk, acute poisoning.
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The Aim of the Research. To identify a group
of highly toxic chemicals which over the past
decades are most often used in deliberate crim-
inal and suicidal incidents, sabotage, and ter-
rorist act; the handling, storage, use and dis-
posal of which must be especially carefully
monitored by law enforcement agencies. In
this part of the article arsenic compounds and
cyanide are considered.

Materials and Methods. An analytical
review of scientific publications was carried out
using the abstract databases of scientific
libraries Pub Med, Medline and text databases
of scientific publishing houses Elsevier, Pub
Med, Central, BMJ group as well as other VIP
databases. Methods of systemic, comparative,
and content analysis were used.

Results and Conclusions

1. Arsenic and its compounds. Arsenic (As)
occurs naturally in compounds with metals or
sulphur. In its pure form, it is insoluble and low
toxic. But various arsenic compounds, in par-
ticular organic ones, as well as oxides and salts,
are highly toxic. Moreover, the compounds of

trivalent arsenic As (III) or arsenite, are more
toxic than pentavalent As (V) or arsenate.

Until 90s of the last century arsenic anhy-
dride (As2O3) – arsenic trioxide, or white
arsenic, was used in industry for the produc-
tion of specific preparations, such as a preser-
vative for processing leather, fur, and more
widely as insecticides and rodenticides in agri-
culture as well as fungicides to pre-treat grain
[1-5, 11-15]. The double salt of acetic acid and
arsenic copper (Schweinfurt or Paris green) as
well as salts of ortho arsenic acid (arsenates)
i.e. arsenic sodium and arsenic calcium, which
was applied as an insecticide for spraying
plants, were also widely used as an insecticide-
fungicide to pre-treat grain. Because of the
high toxicity and availability of arsenic com-
pounds, their use in agriculture in the EU and
the USA, as well as in the countries of the for-
mer Soviet Union, including Ukraine, was
prohibited in the 1980s-1990s. But in a number
of countries in Southeast Asia, these prepara-
tions are still being manufactured and used.

In the twentieth century, arsenic com-
pounds were the main cause of deliberate



homicides and suicides [1-6], as well as of mass
domestic poisoning [7-9]. Poisoning of work-
ers in the chemical industry, while manufac-
turing and packaging arsenic preparations in
the pharmaceutical industry, processing
leather and fur, preparing paints, ceramics,
fireworks, as well as such preparations as insec-
ticides (Schweinfurt greens, Davydov’s prepa-
ration, etc.) took place. Workers who were
unloading arsenous anhydride and agricultural
workers who were pre-treating grain showed
signs of poisoning. Group poisonings due to
the accidental consumption of bread made of
grain treated with arsenic preparations have
also been described. In England, several thou-
sand people who drank beer contaminated
with arsenic were poisoned. Numerous works
also describe chronic household poisoning
after consumption of rainwater, which was col-
lected from roofs painted with Paris green, as
well as inhaling arsenic vapours released from
paints that covered walls, wallpapers, fabrics
[1-3, 12]. The toxic dose of arsenous anhy-
dride for humans is 0,01–0,052 g, with hyper-
sensitivity it is 0,001 g, the lethal dose of inor-
ganic As compounds is 120–200 mg. Organic
As compounds are 50–100 times less toxic.
The half-life of inorganic compounds from the
human body is approximately 48 hours.
Moreover, in biological media of a patient with
arsenic compounds poisoning, the concentra-
tion of As (III) is usually 20 times higher than
As (V), and almost no metabolites are found.
In post-mortem samples of biological media
and organs, usually As (V) – arsenate and its
metabolites i.e. Monomethylarsenate (MMA)
and Dimethylarsenate (DMA), are detected
[12-17]. If in 1990–2000 there was a decline in
poisoning with arsenic compounds, then over
the past two decades, an increase in deliberate
and suicidal poisoning with these substances
has again been observed. The content of
arsenic in vivo in patients with acute poisoning
reaches 40 mg/l [15-18]. The study of the tox-
icokinetics of arsenic and its metabolites in a
woman with acute suicidal poisoning after
administration of an arsenic-containing fungi-
cide solution showed [15] that the As (III)
content in the femoral vein was 0,6 mg/l, and
As (V) content was 0,04 mg/l, and in the stom-
ach there was 1,3 mg/l of DMA. Post-mortem
examination revealed 2,3 mg/l of DMA at the
injection site in ulnar vein, while As (III) and
As (V) were not found. There was found 

28,4 mg/kg, 9,9 mg/kg of As (V) in the liver,
while As (III) was not found. In the kidneys
there was found only the content of DMA –
127,0 mg/kg [15].

The toxicity of arsenic is primarily due to
the blockade of thiol groups of enzyme pro-
teins, particularly pyruvate oxidase. The selec-
tive effect of arsenic on DNA polymerase and
on the pyruvate oxidase system is due to the
peculiar structure of its protein molecule (the
presence of two adjacent SH-groups, with
which arsenic forms stable arsenite-type com-
pounds). In addition, arsenic contributes to
the violation of the permeability of cell mem-
branes, the accumulation of calcium in cells,
mitochondrial dysfunction, the formation of
oxidative stress, tissue hypoxia, and a violation
of the vitamin balance. Arsenic also binds to
enzymes of the Krebs tricarboxylic acid cycle
and thereby disrupts oxidative phosphorylation
[6, 9, 11, 12, 15, 17].

Clinical manifestations of acute oral and
intravenous poisoning with arsenic com-
pounds are characterized mainly by damage to
the digestive, cardiovascular, nervous systems,
as well as kidney, blood, and skin [1-6, 10-15,
17-20]. In 0,5–12 hours after poisoning, there
appears a metallic taste in the mouth, a burn-
ing sensation in the oesophagus, difficulty with
swallowing, unbearable abdominal pain, nau-
sea, volley-like indomitable vomiting, which
can last several days, diarrhoea in the form of
rice water mixed with blood or bloody diar-
rhoea , as well as general weakness, dizziness,
convulsions, collapse. Death occurs, as a rule,
with a severe degree of poisoning after 6–
24 hours, depending on the dose of arsenic
compounds ingested, as a result of multiple
organ failure.

In case of mild and moderate poisoning,
disorders of the gastrointestinal tract develop
back within a few days, a maximum of weeks,
but in some cases the process gradually
increases. In the most severe forms, coma
develops earlier than symptoms of gastroin-
testinal tract damage appear and is fatal in the
event of paralysis of respiratory and vasomotor
centres [1-6, 15-20]. In victims who survived
in presence of gastrointestinal disorders,
seizures, and often epileptiform seizures, after
5–12 days from the onset of the disease,
arsenic myelo-polyneuritis develops, which is
characterized by severe pain syndrome,
paraesthesia, sympathalgia (burning sensation
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in the legs and sharp soreness of nerve trunks).
A disorder of all types of superficial sensitivity
is added to this i.e. hyperesthesia changes to a
sharp suppression of pain as well as tactile and
temperature sensitivity up to complete anaes-
thesia in the distal extremities. Disorder of
muscle sensitivity is often noted, which causes
ataxia (arsenic pseudotabes). At the same time,
patients complain of weakness in the limbs,
difficulty with walking, and after a few days
there are paresis of the feet and fingers, step-
page. In severe cases, paralytic phenomena
increase and lead to severe tetraplegia, which is
accompanied by full reflection as well as mus-
cle atrophy, which develops rapidly (most
sharply in the muscles of the hands, legs, and
feet). Electromyographically, a sharp decrease
in the speed of the impulse along the peripher-
al nerves with a significant duration of latency
up to the lack of nerve excitability is recorded.
Often there is a forced position of the hand like
a “bird’s paw”. Persistent pain in the extremi-
ties, accompanied by irritation of the lum-
bosacral roots, leads to a forced position of the
body with legs pulled up to the abdomen and
the formation of secondary stable contractures
[3-6, 7-12, 17, 19, 20]. Histomorphological
studies reveal haemorrhagic inflammation and
desquamation of the epithelium of the gas-
trointestinal mucosa with foci of necrosis and
ulcers, yellow liver dystrophy, thickening of the
vessel walls, edema of the perivascular connec-
tive tissue with brown atrophy of muscle fibres
in the myocardium.

In recent years, arsenic oxide (III), less
often sodium arsenite, sodium arsenate and
arsenic chloride (III) prevails among the caus-
es of acute deliberate or suicidal poisoning
with arsenic compounds [9, 15, 20] Also acute
poisoning with arsenous hydrogen (AsH3) are
described. Arsenous hydrogen (AsH3) is a
colourless gas, the decomposition products of
which have the smell of garlic. Under industri-
al conditions, arsenous hydrogen is a by-prod-
uct formed by the action of technical acids on
metals (zinc, copper, tin, lead, bismuth, anti-
mony, pyrite, vanadium, and gold ore, etc.)
and compounds containing arsenic. Arsenic
hydrogen can be released during soldering and
etching metal products with acids, galvanizing
iron products, melting tin alloys, filling batter-
ies in submarines, as well as during recovery
processes in the chemical industry. Arsenic
hydrogen enters the body mainly through the

respiratory system and is excreted in the form
of arsenic in urine, faeces and sweat. This is a
classic haemolytic poison that causes intravas-
cular haemolysis with the development of
anaemia, hemoglobinemia, haemoglobinuria
and hyperbilirubinemia. One of the first symp-
toms of poisoning, which is observed already in
the first hours after intoxication, is bloody urine
i.e. haemoglobinuria. Massive breakdown of
erythrocytes leads to the formation of a
“haemolytic” kidney with haemoglobinuria,
uraemia, oliguria, and anuria, which causes
death [1, 20]. It is not excluded that arsenous
hydrogen can be produced in clandestine labo-
ratories for criminal and terrorist purposes [20].

The maximum concentration for arsenic
and its compounds in the air of the working
area in different countries varies from 0,05 to
0,5 mg/m3, for arsenous hydrogen it is from
0,05 to 0,4 mg/m3.

In case of acute poisoning with arsenic
compounds, gastric lavage with intestinal
adsorbent is carried out as soon as possible
after exposure. To reduce nausea morphine
and magnesium sulphate are administered. As
an antidote, Dimercaptopropanol (sulfactin,
dicaptol, demerol, BAL) is used, which pro-
motes the elimination of arsenic compounds in
combination with proteins or enzyme proteins,
forming stable, low-toxic complexes that are
easily excreted by the renal route. Thanks to
the free SH groups that it contains in its mole-
cule, Dimercaptopropanol, acting competi-
tively, can prevent the inactivation of enzymes
(which have an SH group in their active cen-
tre) by toxic substances. Its dosage depends on
the severity of the poisoning. In severe cases,
this antidote is administered intramuscularly 
3 mg/kg every 4 hours (6 injections in the first
two days); in the third day 3 mg/kg every 
6 hours (4 injections), starting from the fourth
day for two weeks 3 mg/kg every 12 hours. In
mild cases, the antidote is used at a dose of 
2 mg/kg according to the same regimen. At the
same time, on the first day, haemodialysis and
hemosorption are effective.

In case of poisoning with arsenous hydro-
gen, the use of Dimercaptopropanol is ineffec-
tive. Exchange transfusion, oxygen therapy,
artificial ventilation of the lungs, treatment of
pulmonary edema are used. At the same time,
haemodialysis and hemosorption are ineffec-
tive even on the first day after poisoning.

It should be noted that in the 90 s, after the
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prohibition of the use of arsenic compounds in
agriculture in developed countries, there was a
slight decrease in the number of acute poison-
ing with these highly toxic substances, but in
recent decades, an increase in deliberate acute
poisoning of a criminal and suicidal nature is
again recorded [6, 9 11, 15, 17, 19, 20]. The
authors attribute the increase in the number of
poisonings with arsenic compounds to their
greater availability through smuggling and on
the Internet.

Thus, the high toxicity of arsenic com-
pounds and the risks of their availability in
Ukraine in various ways necessitate their inclu-
sion in the List of hazardous highly toxic
chemicals requiring special control over the
handling, storage, use and disposal.

2. Cyanides. Cyanides are chemicals that
contain a nitrile group, where a carbon atom is
in a triple bond with a nitrogen atom. Cyanides
can be in liquid, gaseous or salt form. This is
one of the fastest-acting toxic substances that
can lead to fatal poisoning in short periods of
time – from a few seconds to 20–30 minutes,
depending on the route of administration,
dose, and exposure time, it should be noted
that death occurs faster with intravenous and
pulmonary administration [21-29, 32-35, 40].
Often, the presence of cyanides can be deter-
mined by the presence of a bitter almond
odour, but most cyanides are odourless.
Among them, hydrocyanic acid salts such as
potassium cyanide (KCN), sodium cyanide
(NaCN), ammonium cyanide (NH2CN),
Ferrocyanide potassium (yellow blood salt
K4[Fe(CN)6]3H2O), which being in the air,
especially at high humidity and heating easily
decompose with the release of hydrocyanic
acid, have high toxicity.

Hydrocyanic acid salts, mainly KCN and
NaCN, are used in electroplating for coating
metal with copper, brass, gold, and silver, as
well as for cyanidation of steel and flotation of
ore. Hydrocyanic acid salts can serve as a
source of formation of hydrocyanic acid (prus-
sic acid) (HCN) – a colourless liquid, which is
very volatile and has a mild pronounced smell
of bitter almonds. Hydrocyanic acid is one of
the most high-potent toxic substances, which
even in low concentrations can cause severe
poisoning. HCN vapours are lighter than air,
has boiling point 26°C; easily dissolve in water,
alcohol, and ether. The presence of HCN is
determined in gases formed during by-product

coke making, in a number of chemical reac-
tions, during the production and combustion of
plastics and polymer products, during the com-
bustion of rubber, silk, and during the polishing
of gold and silver products [21, 22, 34, 40, 46].

In recent decades, cyanide poisoning most
often occurs during fires, both domestic and
industrial, due to the widespread use of poly-
mer, synthetic and plastic products (furniture,
tableware, floor coverings such as synthetic
covering, linoleum, and others, as well as
clothing, carpets, etc.). In this case, the com-
bined action of carbon monoxide and cyanide
occurs. Cyanides are contained also in a num-
ber of food products, such as apricot kernels
[49], lima beans, bitter almonds, and some
tropical plants, which, like bitter almonds and
apricot kernels, contain a cyanogenic glyco-
side, i.e. amygdalin, which is responsible for
their toxic properties [52]. Cyanides were first
educed from bitter almonds in 1800 [40].
Occupational exposure to hydrogen cyanide
has been linked to the massive acute poisoning
of workers during the processing of cassava in
the state of Alagoas in Brazil [40]. The devel-
opment of tropical ataxic neuropathy is associ-
ated with the content of cyanides in the fruits
of some tropical plants [57].

In addition, cyanide poisoning is observed
when cyanide-containing pesticides (insecti-
cides, fungicides, rodenticides) are used in
agriculture with violation of hygienic regula-
tions. In Ukraine, to this day, cyanide insecti-
cides are widely used – synthetic pyrethroids,
which, if the hygiene requirements for their
use are violated, often cause the development
of acute poisoning in agricultural workers or
amateur gardeners [30, 31].

Since the 19th century, cyanides have been
widely used in murders and suicides. They are
often used as a means of chemical terrorism
[45, 48]. In addition, during World War II, the
Nazis used cyanide as a means of genocide in
gas chambers [21, 22, 40, 54, 55]. Certain anti-
cancer drugs contain cyanide groups. Sodium
nitroprusside, used to treat coronary artery dis-
ease and hypertension, contains 5 cyanide
groups per molecule. Toxic cyanide levels may
be present in patients receiving long-term infu-
sions of sodium nitroprusside [21, 22, 23, 40].

Cyanide is one of the most cytotoxic com-
pounds. This property is explained by their
high (more than oxygen) affinity with ferric
iron (Fe (III)) of the iron-containing enzymes
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of the respiratory chain. By binding with Fe
(III), cyanides inactivate these enzymes, while
accompanying violations of oxygen binding
with iron, impaired transportation of oxygen
to tissues, and the development of acute tissue
hypoxia. These enzymes include mitochondri-
al cytochrome oxidase а3, that leads to cellular
hypoxia and apoptosis. In this case, the breath-
ing of oxygen into the body remains adequate,
but its transfer to the cells is difficult [21, 28,
29, 32, 40]. Cyanides bind to the iron ionic
part of cytochrome oxidase а3, which is the last
enzyme in the respiratory chain of mitochon-
drial electron transfer, which causes inhibition
of aerobic cellular respiration and ATP synthe-
sis, as well as excessive accumulation of hydro-
gen ions [21-24, 28-40]. This contributes to a
shift towards anaerobic metabolism and an
increase in lactic acid synthesis. An increased
concentration of lactates, combined with an
excess of hydrogen ions, ultimately leads to aci-
dosis and cell death. Along with the inhibition
of the enzymes of the respiratory chain,
cyanides, although less, also bind to the iron of
haemoglobin, which contributes to the forma-
tion of hypoxia. In addition, cyanides inhibit
carbonic anhydrase, which disturbs the acid-
base balance and forms metabolic acidosis. In
turn, hypoxia and acidosis contribute to the
development of oxidative stress. Suppression of
glutamate decarboxylase increases the
excitability of nerve cells, contributing to the
formation of convulsive syndrome [28, 29]. All
these changes at cyanide poisoning cause acute
dysfunction of the cardiovascular system, respi-
ratory arrest and quickly lead to death [28, 29].

The average lethal dose of potassium
cyanide and a number of other cyanides is
about 250 mg. Exposure to vapours or liquids
with a high concentration of HCN or cyanide
causes hyperacute poisoning, which can be
fatal in seconds or minutes. The victim sud-
denly develops dizziness, shortness of breath, a
feeling of bitter, an unpleasant taste of metal, a
burning sensation in the mouth, palpitations,
accompanied by coma, convulsions, the
appearance of a purple tint of the mucous
membranes and lips, and respiratory arrest.
With a sublethal dose of cyanide, less severe
clinical manifestations of poisoning develop.
The first signs are bitterness in the mouth, sore
throat, laryngospasm, dizziness, excessive sali-
vation, nausea, vomiting, shortness of breath
and confusion. But the severity of these mani-

festations decreases a few hours after the
removal of the victim from the contaminated
area and the use of antidote therapy [38-44,
49-55]. The action of cyanide in low concen-
tration in the atmospheric air causes the devel-
opment of minor symptoms, in particular the
appearance of a feeling of fear, headache,
vomiting, shortness of breath, sometimes with
the smell of bitter almonds and dizziness. In
such cases, the phenomena of intoxication
may disappear within a few hours after the
removal of the victim from the contaminated
environment. The acute form of poisoning, as
a result of inhalation of a sublethal dose of
cyanide, does not lead to death only if the vic-
tim is quickly withdrawn from the air pollution
zone and the antidotes are administered time-
ly. In these cases, cyanogen ions in the victim’s
body are freed from cytochrome oxidase, other
respiratory enzymes, and haemoglobin, and as
a result are converted into non-toxic com-
pounds, i.e. thiocyanate, and are excreted in
the urine. In patients with cyanide poisoning,
venous blood remains excessively rich in oxy-
gen i.e. “arterialized”. The oxygen content in
it approaches the oxygen content in arterial
blood. This explains the bright red colour of
the mucous membranes of the mouth and lips
against the background of a pale face, body,
and crimson limbs, which should make the
doctor suspect acute poisoning with cyanide
compounds and begin antidote therapy, espe-
cially with simultaneous confusion, nausea,
vomiting, palpitations, the presence of mydri-
asis and the smell of bitter almonds while
exhaling. The physician must rely on the
symptoms as well as on the general clinical sta-
tus of the patient.

Considering the serious consequences of
cyanide toxicity and the rapid development of
death, the physician should prepare to stabilize
the airway, breathing and blood circulation. It
should be remembered that mouth-to-mouth
resuscitation is contraindicated in cyanide poi-
soning because of the risk to the person per-
forming artificial respiration [23, 40]. Patients
should be removed from the source of cyanide
emission. Although studies showed that acti-
vated charcoal does not bind cyanide well, ani-
mal studies have shown a reduction in mortal-
ity when activated charcoal was given to vic-
tims. It is recommended to give a single dose of
activated charcoal 50 g for adults and up to a
maximum of 50 g for children [40]. Antidotes
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age, use, and disposal require stricter control.
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ДО ОБҐРУНТУВАННЯ ПЕРЕЛІКУ НЕБЕЗПЕЧНИХ ВИСОКОТОКСИЧНИХ ХІМІЧНИХ РЕЧОВИН, 
ЯКІ ПІДЛЯГАЮТЬ ОСОБЛИВОМУ КОНТРОЛЮ ЩОДО ОБІГУ, ЗБЕРІГАННЯ, ВИКОРИСТАННЯ ТА УТИЛІЗАЦІЇ

Частина II (сполуки миш'яку та ціаніди)
М.Г. Проданчук1, Г.М. Балан1, О.П. Кравчук1, П.Г. Жмінько1, І.М. Максимчук2, Н.П. Чермних1

1Державне підприємство «Науковий центр превентивної токсикології, харчової та хімічної 
безпеки імені академіка Л.І. Медведя Міністерства охорони здоров’я України», м Київ, Україна

2Національна поліція України, м. Київ, Україна

РЕЗЮМЕ. Мета. Виділити групу високотоксичних хімічних речовин, які за останні десятиліття найчастіше використо-
вуються в умисних кримінальних та суїцидальних інцидентах, диверсійних і терористичних актах, обіг, зберігання, вико-
ристання та утилізацію яких потрібно особливо прискіпливо контролювати правоохоронним органам. У даній частині
статті йдеться про сполуки миш’яку та ціаніди.
Матеріали та методи. Аналітичний огляд наукових публікацій виконаний з використанням реферативних баз даних нау-
кових бібліотек Pub Med, Medline і текстових баз даних наукових видавництв Elsevier, Pub Med, Central, BMJ group та
інших VIP-баз даних. Використано методи системного, порівняльного та контент-аналізу.
Результати та висновки. Проаналізовано наукові публікації, в яких йдеться про високотоксичні сполуки миш’яку та ціа-
ніди, які становлять загрозу життю і здоров’ю людини. Останнім часом, зокрема понад чверть сторіччя, вони стали
справжньою зброєю в руках злочинців, кримінальних елементів і терористів у всьому світі. Не можна замовчувати й суї-
цидальні інциденти, які також мають місце поряд з умисними кримінальними, терористичними та диверсійними актами.
На основі аналізу токсичності, клінічних та морфологічних проявів інтоксикації цих хімічних речовин, враховуючи різні
шляхи надходження до організму, обґрунтовано необхідність внесення їх до Переліку особливо небезпечних хімічних речовин,
обіг яких, зберігання, використання та утилізація потребують більш жорсткого контролю з боку правоохоронних органів.
Ключові слова: сполуки миш’яку, ціаніди, ризик для здоров’я, гострі отруєння.

К ОБОСНОВАНИЮ ПЕРЕЧНЯ ОПАСНЫХ ВЫСОКОТОКСИЧНЫХ ХИМИЧЕСКИХ ВЕЩЕСТВ, 
КОТОРЫЕ ПОДЛЕЖАТ ОСОБОМУ КОНТРОЛЮ ЗА ИХ ОБОРОТОМ, 

ХРАНЕНИЕМ, ИСПОЛЬЗОВАНИЕМ И УТИЛИЗАЦИЕЙ
Часть II (соединения мышьяка и цианиды)

Н.Г. Проданчук1, Г.М. Балан1, А.П. Кравчук1, П.Г. Жминько1, И.Н. Максимчук2, Н.П. Чермных1

1Государственное предприятие «Научный центр превентивной токсикологии, пищевой 
и химической безопасности имени академика Л.И. Медведя Министерства здравоохранения Украины», г. Киев, Украина

2Национальная полиция Украины, г. Киев, Украина.

РЕЗЮМЕ. Цель. Выделить группу высокотоксичных химических веществ, которые за последние десятилетия чаще всего
используются в умышленных уголовных и суицидальных инцидентах, диверсионных и террористических актах, оборот,
хранение, использование и утилизацию которых нужно особенно тщательно контролировать правоохранительным орга-
нам; в данной части статьи речь идет о соединениях мышьяка и цианидах.
Материалы и методы. Аналитический обзор научных публикаций выполнен с использованием реферативных баз данных
научных библиотек Pub Med, Medline и текстовых баз данных научных издательств Elsevier, Pub Med, Central, BMJ group
и других VIP-баз данных. Использованы методы системного, сравнительного и контент-анализа.
Результаты и выводы. Проанализированы научные публикации, в которых говорится о высокотоксичных соединениях
мышьяка и цианидах, которые представляют угрозу жизни и здоровью человека. В последнее время, в частности более
четверти века, они стали настоящим оружием в руках преступников, криминальных элементов и террористов во всем
мире. Нельзя замалчивать и суицидальные инциденты, которые также имеют место наряду с умышленными уголовными,
террористическими и диверсионными актами. На основе анализа токсичности, клинических и морфологических проявле-
ний интоксикации этих химических веществ, учитывая различные пути поступления в организм, обоснована необходи-
мость внесения их в Перечень особо опасных химических веществ, оборот которых, хранение, использование и утилизация
требуют более жесткого контроля со стороны правоохранительных органов.
Ключевые слова: соединения мышьяка, цианиды, риск для здоровья, острые отравления.
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