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Twenty one suicidal attempt patients of paracetamol overdose were studied at Maharaj Nakorn
ChiangMai Hospital between 2000-2002. Most of them were females (16 or 76%), students (8 or 38%) and
employees (7 or 33%). The average age was 22 years old and the majority of cases were single (18 or 86%)
and had problems with their partner (9 or 43%). The number of paracetamol tablets ( 500 mg/tablet) were
ingested between 10-90 tablets. Blood levels of paracetamol were 0.12-8.3 gm/L at 72-2 hours which did
not correlate significantly with oral doses. These were caused by vomiting after ingestion of large doses
and the efficacy of individual absorption or properties of ingradient and mixed vehicles in each tablet.
Nausea and vomiting occurred in all cases. However, a few victims suffered from liver intoxication in the

present study, but all of them survived and recovered completely.
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The toxicity of paracetamol (or acetamino-
phen) overdoses has been recognized since 1966®
and paracetamol accounts for most cases in the USA
and worldwide®?. The most serious toxicity of
paracetamol overdose is hepatic failure and it is the
main reason for most of the liver transplantations
in Great Britian and United States®. Toxicity of
paracetamol may be delayed in many conditions such
as co-ingestion with propoxyphene and other opioids
and also in extended release preparation. The plasma
paracetamol level will peak 16 hours after ingestion®,
The toxic metabolite, N-acetyl-p-benzoquinone-imine
(NAPQI) is formed when it is metabolized by mixed-
function oxidase system®9, |t attaches to the hepatic
cell membrane and damages the lipid bilayer.
Glutathione in the liver and blood is the primary anti-
oxidant which conjugates and neutralizes NAPQI®),
When glutathione is depleted to less than 70% of
normal levels as in paracetamol overdose or alcoholic
intoxication, in NAPQI cannot be detoxified resulting
in injury to hepatocytes, arylation of macromoleculs
and cell death, respectively. A single oral dose of more
than 7.5 grams for adults or 150 mg/kg for children is
considered toxic®. The clinical manifestations com-
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mence with gastro-intestinal upset such as nausea,
vomiting and increasing transaminase activity within
one day®. The serious toxicities will normally start up
after 3 days with liver cell injury, prolonged prothombin
time, renal insufficiency and right upper quandrant
pain®. About 3.5% of the patients will develop
severe hepatotoxicity and less than half of the
patients with fulminant liver failure die®®V, But in
the survivors the liver recovers completely with no
evidence of fibrosis within 30 days“?. However, in
the case of chronic alcoholic patients there is a higher
risk for development of hepatotoxicity than in normal
patients after paracetamol overdose®,

Material and Method

The authors studied 21 victims between
2000-2002 at the Maharaj Nakorn Chiang Mai, Thai-
land. Most of them had a brief history of paracetamol
ingestion and were confirmed by blood levels of
paracetamol by spectrophotometry.

Inclusion criteria:

1. Prompt history of paracetamol ingestion.

2. Acute onset of clinical manifestations a
few hours after ingestion.

3. Detection of paracetamol in stomach or
gastric lavage and also in the blood.

The history and general information of the
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patients was collected including sex, age, status, pro-
fession, motivation, oral dosage of paracetamol
ingestion, clinical laboratory manifestation and
paracetamol blood level.

Results

There were 21 victims, 16 females (76%) and
5 males (24%) between 2000-2002. Most of them were
students (8) and employees (7). The average age was
22 years and the age of 16-20 (48%) and 21-25 years old
(38%) was the most common range. Almost all of them
were single (86 %). The motivation for para-cetamol
abuse was quarrelling with a boy or girl friend (43%).
The amount of paracetamol intake was 10-90 tablets
(500 mg/tablets ) or 5-45 gm or an average of 30 tablets.

Vomiting and nausea were the most common
clinical manifestations occurring in all cases. They
were 3 cases who suffered liver injury during the first
day of abuse.

Blood from all the victims was collected at
the time of visiting. The levels of blood paracetamol
were detected by spectrophotometry at a wavelength
of 250 nm. None of the patients died and the average
time of treatment was 3-4 days.

Discussion

Paracetamol is the most common drug in
attempted suicide, but almost all of the victims survive.
Only afew casesdie, but severe liver cell injury requires
proper treatment. However, the victims who have little
or no liver cell injury will recover completely. Some-
times the toxicity dissolves by itself because large
doses of paracetamol make all victims vomit, thereby
pushing paracetamol in the stomach out of the body.
That is probably the most likely reason. The oral
dosages were not correlated with blood levels of
paracetamol and hepatotoxicity was uncommonly
developed in these victims owing to plasma concen-
trations lower than the toxicity level. However, absorp-
tion, bioavailibity and volume of distribution of
paracetamol preperation or different production
companies can make plasma paracetamol concentra-
tion lower than the real concentration.
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Table 1. The general situation of paracetamol overdosed patients during 2000-2002

Age(years)
Sex Status
15 16-20 21-25 26-30 31-35 > 36
Male 5(24%) single 18(86%) 2 11 4 2 0 2
Female 16(76%) couple 3(14%) (9.5%) (52%) (19%) (9.5%) (0%) (9.5%)
Profession Motivation
student employee trader monk agriculture  unknown Friend Family stress
8 7 3 2 1 1 9 5 7
Table 2. The actaul corelation between number of paracetamol tablets and blood concentrations
No. No. of Blood Hours No. No. of Blood Hours
acetaminophen acetaminophen after acetaminophen acetaminophen after
tablets concentration ingestion tablets concentration  ingestion
(500 mg/tablet) (mg%) (hrs) (500 mg/tablet) (mg%) (hrs)
1 30 1.56 1 12 15 0.12 12
2 13 2.18 2 13 39 6.6 12
3 30 8.3 2 14 15 2.68 12
4 20 1.7 2 15 24 2.3 15
5 20 2.2 3 16 90 0.3 24
6 6 0.24 4 17 50 0.13 72
7 40 1.56 4 18 24 2.3 15
8 20 1.8 4 19 10 0.3 9
9 70 19 7 20 10 1.7 12
10 50 12 8 21 30 0.8 24
11 24 3.2 9 X 30.48 1.98 12.48
SD 19.90 2.03 15.47 SD 19.90 2.03 15.47
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The detail situations of paracetamol overdose in suicidal attempt patients

Table 3.
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