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Hypokalaemic Periodic Paralysis (A Case Report)

Partap Singh Ghalaut, Veena Singh Ghalaut, Sandeep Gupta

Abstrak

Seorang lelaki nrudaberusia2O tahun datang dengan keluhankelenrahan pada senua ekstrenitasnya. Selana2 tahun terakhir ini pasien
telah nrengalami 3 kali serangan yang berlangsung selanru 4- 6 jam. Tidak ada riwayat penyakit yang sama dalarn keluarga. Dibuat
diagnosis paralisis periodik hipokalenik Diberikan potassiu,n intravena, dan profilaksis asetazolanùde dengan hasil baik. Kasus ini
te r go long j arang di tetnukan.

Abstract

A case ofyoung (20 years old) nale presenting with dranratic onset ofweakness in all the linùs is presented. Patient had three such
episodes in the past 2 years lasting for 4-6 hrs. There was no fanùly history of such weakness. A diagnosis of hypolcnlaettùc periodic
paralysis was made. Patient was given intravenous potassiun4 intproved considerably and put on acetazolailûde prophylafis. The case
is being reported because of its rarity and acadenùc interest.
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CASE REPORT

A 20 year old male, was admitted on 6.5.95 morning
with history of intermittent fever associated with chills
and rigors for 4 days and sudden onset of weakness in
all four limbs since early morning. There was history
of physical exertion on the day before the weakness.
There was no history of respiratory difficulty, diplopia
or difficulty in chewing and deglutition. There was no
history of any urinary or bowel trouble. There was no
history of increased apeptite, increased frequency of
motions or tremors or weight loss. There was no his-
tory of seizures, headache, vomiting, unconsciousness
or head injury. There was history of similar such
episodes in the past; patient had 3 such episode in last
2 years, each of which subsided in 4-6 hours with
treatment from Private Practitioner (P.P). There was
no family history of such disease.

On examination, blood pressure was 100/60 mmHg in
right arm in supine position and heart rate was 64lmt.
regular with moderate volume pulse. Patient was fully
conscious, and oriented well in time and space. There
was no neck rigidity, Tone was decreased in all the four
limbs. Deep tendon reflexes were diminished. Plantars
were bilateral flexor and superficial abdominal
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reflexes were normal. Power grade II/V in right upper
limb and O/V in rest of limbs. There was no sensory
loss. There was no signs of thyrotoxicosis.

Investigations

All investigations except serum Potassium (K) and
Electrocardiograph (EKG) were within normal limits.
Muscle biopsy also showed no significant change.

In view of previous episodic attacks of paralysis with
spontaneous recovery, low K (2.5 mmol/l), slow heart
rate (64/mt), flattened T waves with prominent U
waves in EKG diagnosis of hypokalaemic periodic
paralysis was made and patient was given intravenous
potassium at the rate of 10 mmol per hour. A total of
80 mmol of K* were given and then patient put on oral
potassium 15 mmol 6 hrly. He became alright next day
when his serum potassium was found to be 4 mmol/I.
Patient was then put on acetazolamide prophylaxis
(250 mgBD) and oral potassium; he has remained
asymptomatic since then.

DISCUSSION

Hypokalaemic periodic paralysis has been reviewed by
Engel'-' and Tome.' It mostly occurs as a autosomal
dominent disorder but may occur sporadically. In our
case, '.here was no family history of such disorder and it
was a sporadic case. Typically, as happened in our case,
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the attacks usually begin in adolescent males. There is
flaccid paralysis of all the voluntary muscles; speech,
respiration and swallowing was not involved in our case

rature. Muscle biopsy shows
placed vacuoles4 but can be
Commonly the attack begins

in early morning and is precipitated by a period of rest
following exertion (as in present patient) or after a heavy
carbohydrate meal. Attacks are usually associated with
a serum potassium of < 3.0 mmol/I.5 Serum potassium
was 2.5 mmol/l at the time of presentation in our case.
Attacks last for 6-24 hrs, but severe ones can last for 2
to 3 days or even longer.s Administration of 80 mmol
of potassium intravenously lead to prompt recovery in
our case (in 24 brs.).

The cause of this periodic hypokalaemic paralysis is
not known completely, but may be due to excessive
flux of K* from blood into muscles,o probably due to
abnormality in muscle membranes. There is no in-
crease in urinary excretion of K* during or in between
attacks as in our case also.

Spironolactone25 mgm QID or other aldosterone an-
tagonist_s have to be useful
attacks; / but la zalamide (12
day in divided found to be
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The mechanism involved is that Acetazolamide in-
duces metabolic acidosis, which lowers the rate of
entry of potassium into the muscle cells.
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