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CASE REPORT / OLGU SUNUMU

Increase of Liver Enzyme Caused by Suicidal
Overdose of Phenyramidol Hydrochloride

Intihar Amagh Yiiksek Doz Feniramidol Hidrokloriir
Alimina Bagh Karaciger Enzim Yiikselmesi

SUMMARY Phenyramidol hydrochloride is a
potent non-narcotic analgesic with concomitant
muscle-relaxant activity that is the result of an
interneuronal blocking action. Phenyramidol

is conjugated in the liver with glucuronic acid
and is primarily excreted as phenyramidol
glucuronide in urine. Some is also excreted

in feces via bile. If liver dysfunction develops

in the course of phenyramidol usage, the
treatment should be discontinued. We were
unable to find in the literature any publication
concerning overdose of phenyramidol
hydrochloride — either accidental or intentional.
In our case, a patient ingested 16 units of 400
mg phenyramidol hydrochloride with the intent
of committing suicide. Ours is the first article
to be published on the subject of phenyramidol
hydrochloride overdose.

Key Words: Attempted suicide,
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OZET Feniramidol hidroklor(ir intranéronal
blokaj yaparak kas gevsetici etki gosteren
potent narkotik olmayan analjezik bir ajandir.
Feniramidol glukuronik asit ile konjuge

edilir ve primer olarak idrarla feniramidol
glukuronid olarak atilir. Bazen feges yoluyla
da atilir. Sayet feniramidol kullanimina bagli
karaciger enzim yUkselmesi varsa tedavi
sonlandiriimalidir. Literatlirde ylksek doz
feniramidol hidroklortr kullanimi ya da intihar
amagli ytksek doz feniramidol hidroklortr
kullanimina dair bir yayin bulunamamistir.

Bu yazida intihar amacli 16 adet feniramidol
hidroklortr 400 mg alan bir hasta tartisimistir.
Bu olgu sunumu ylksek doz feniramidol
hidroklortr kullanimina bagl yayinlanacak
olan ilk makaledir.

Anahtar Kelimeler: intihar girisimi,
feniramidol hidroklorir, karaciger enzim
yukselmesie
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Introduction

Phenyramidol was first introduced in clinical practice
in 1960 (1). It is used on patients with acute and chronic
musculoskeletal disorders. It is available in oral and injectable
forms and administered at doses of 400-3200 and 800 mg/d,
respectively (2). Phenyramidol is conjugated in the liver with
glucuronic acid and is primarily excreted as phenyramidol
glucuronide in urine. Some is also excreted in feces via bile.
The distribution, metabolism, and excretion of phenyramidol
in dogs were studied by Miller. Preliminary investigations
had shown that very little, if any, phenyramidol was excreted
unchanged in the urine of dogs. However, radioactive tracer
studies had demonstrated the presence of some form
of phenyramidol in the tissue and urine of dogs over long
periods of time (72 hours) following oral administration (3).
If liver dysfunction develops in the course of phenyramidol
usage, the treatment should be discontinued (4).

In this article, a case is presented in which an overdose
of phenyramidol, frequently used in this country as a muscle
relaxant and analgesic, elevated the patient’s liver enzyme
levels.

Case

In our case, a 40-year-old female patient was admitted to
the emergency service of Nusaybin State Hospital 5-6 hours
after allegedly attempting suicide by ingesting 16-17 units of
400 mg phenyramidol hydrochloride (Cabral). The patient was
examined and her general condition found to be moderate,
conscious, lucid, and cooperative; BP 100/78 mmHg,
pulse 86 bpm. Her heartbeat was normal and rhythmic.
Both her lungs sounded normal and were participating
equally in respiration. Abdominal examination revealed the
patient to be experiencing pain and nausea. There was
no rigidity or tenderness. The patient's other systemic
examinations were normal. Poison Information Centre, upon
consultation, indicated there was insufficient data regarding
phenyramidol hydrochloride overdose. 0.9% NaCl fluid
support was administered intravenously, as were 50 mg of
metaclopramide HCl and 10 mg of ranitidine. A nasogastric
tube was inserted. Gastric lavage was performed, but no
drug particles were detected. 1 mg/kg activated charcoal was
administered. The patient was admitted to the hospital for
observation. The results of the first of her blood test were:
AST 131 U/L, ALT 96.9 U/L. Other parameters were within
normal ranges: Hct 39.7%, Hgb 13.3 g/dL, glucose 136
mg/dL, blood urea nitrogen 23 mg/dL, uric acid 4.3 mg/dL,
creatinine 0.71 mg/dL, albumin 4.79 g/dL, sodium (Na) 139
mmol/L, potassium (K) 4 mmol/L, chloride (CI) 108 mmol/L.
6 hours later, AST and ALT were measured at 131.3 U/L and
139.1 U/L, respectively. There were no abnormalities in the
other parameters. At 15 hours after her initial tests, AST was
56 U/L and ALT was 50.4 U/L; on the third day following the

initial tests, AST was 16.2 U/L and ALT was 50.4 U/L. There
were no abnormalities in her other parameters. There were
no viral infections, alcohol use, blood transfusions, history
of recent surgery, use of herbal products, or drug use in the
patient’s history that would increase liver enzyme. One week
after admission, the patient’s liver enzyme levels and other
blood parameter values were all normal.

Discussion

Phenyramidol HCI has properties of a centrally-acting
muscle relaxant and an analgesic. It is chemically unrelated to
any other muscle relaxant or non-narcotic analgesic. It exerts
its myorelaxant effect via blocking polysynaptic reflexes. Its
analgesic activity is through interneuronal blocking, and this
mechanism can alleviate painful muscle spasms without
impairing normal neuromuscular function (5). It is not available
in the US or, with the exception of Turkey, in Europe (2).
Drugs can be subdivided into 2 main categories according to
their mechanism of hepatic injury. The first group consists of
agents that are intrinsically hepatotoxic, leading to injury in a
dose-dependent and predictable manner. The second group
consists of agents that lead to unpredictable (idiosyncratic)
hepatic injury in a non-dose-dependent manner (6). WWhen
administered together with anticonvulsants, phenyramidol
HCl may increase the anticonvulsant plasma levels and thus
may cause nystagmus, ataxia, and mental changes. Therefore,
concomitant use should be avoided with these kinds of drugs
(3). In our case, no chronic drug usage by the patient was
reported; the increase in liver enzyme occurred as a result
of her use of phenyramidol for her suicide attempt. N. Ozcan
and E.D. Ikinciogullari, in 2007 in “Study, Performed for the
National Poison Information Center, of the Applications of a
Centrally Acting Muscle Relaxant Medication”, published the
results of their examination of a total of 488 patients exposed
to phenyramidol. In 168 of those cases, those exposed were
between the ages of 1 and 4. The number of cases of suicide
by phenyramidol was as high as 240. In spite of this fact, the
poison information center has no detailed information on the
results of those cases. In 2003 in their article “Phenyramidol-
Associated Liver Toxicity”, Aydin S. Koksal et al reported the
occurrence of elevated liver enzyme in a patient who used
400 mg of phenyramidol twice a day for lower back pain.
There are no publications in the literature in the form of case
reports of phenyramidol intoxication.

To conclude, phenyramidol HCl is considered a nontoxic
medication. It is widely prescribed in Turkey as a muscle
relaxant and analgesic. A large number of cases related to
phenyramidol HCI intoxication have been reported to our
country’s National Poison Information Center.

We believe this article is a necessary contribution to the
relevant literature.

Conflict of Interest
Authors reported no conflicts of interest.



82

References

1.

O'Dell TB, Wilson LR, Napoli MD, White
HD, Mirsky JH. Pharmacology of a series
of new 2-substituted pyridine derivatives
with emphasis on their analgesic and
interneuronal blocking properties. J
Pharmacol Exp Ther 1960;128:65-74.
Igloe MC. The use of injectable
phenyramidol in musculoskeletal
disorders. Ind Med Surg 1963;32:242-7.
Miller LD. The distribution, metabolism,

and excretion of phenyramidol in the dog.

Toxicol Appl Pharmacol 1962;4:190-9.

4. Koksal AS, Koklu S, Filik L, Sasmaz
N, Sahin B. Phenyramidol-associated
liver toxicity. Ann Pharmacother
2003;37:1244-6.

5. Gerber N, Seibert RA, Desiderio
DM, Thompson RM. Studies on the
metabolism and pharmacology of
alpha-((2-pyridylamino)methyl)benzyl
alcohol hydrochloride (phenyramidol
hydrochloride) in rodents. Drug Metab
Dispos 1974,2:140-7.

Farrell GC. Liver disease caused by drugs,
anesthetics, and toxins. In: Feldman M,
Scharschmidt BF, Sleisenger MH, eds.
Sleisenger and Fordtran’s gastrointestinal
and liver disease. 6th ed. Philadelphia:
WB Saunders, 1998:1221-53.



