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INTRODUCTION 
 

Central pontine myelinolysis (CPM) is a neurological 

disorder caused by severe damage to the myelin sheath 

of the nerve cells in the region of the brain stem, called 

Pons. The causes of these lesions are largely uncertain or 

due to the incorrect treatment of electrolyte disorders. It 

is characterized by acute paralysis, dysphagia, dysarthria, 

and other neurological symptoms.
[1]

 Central pontine 

myelinolysis was first described by Adams and 

colleagues in 1959. The authors deliberately used the 

term "demyelination" to describe the disease to isolate 

this condition from multiple sclerosis and other 

neurological disorders that became demyelinating 

because of inflammatory processes.
[2] 

 

Various factors, such as alcohol and malnutrition, and 

the incorrect treatment of electrolyte disturbances, can 

cause this disorder.
[3]

 Vomiting in pregnancy is observed 

in 50% of pregnant women, but Hyperemesis gravidarum 

causes severe vomiting in pregnant women and is less 

common.
[4]

 Changes in body electrolytes occur due to 

severe vomiting. If this condition is not treated, it will be 

dangerous to the mother and the baby. However, 

sometimes the inappropriate treatment of electrolyte 

disorders (Rapid correction of electrolytes disturbance) 

causes brain complications. Various studies have shown 

that Central Pontine Myelinolysis can occur due to the 

rapid correction of electrolytes after Hyperemesis 

gravidarum.
[5] 

 

CASE REPORT 
 

A 29-year-old woman, with a gestational age of 34 

weeks with complaints of headache, nausea, and 

vomiting, and oral intolerance was brought to the 

Emergency of Motahari Hospital in Jahrom. At the onset 

of the visit, the patient was totally conscious and aware 

of the time and place and the person, but she was 

lethargy and had headaches from about four days ago. 

The patient had worsened nausea and vomiting and had 

become cachectic. 

 

Her headache was moderate holocephalic. Vital signs 

were normal at the referral time. She hadn’t histories of 

fever. Histories were not preceded by the underlying 

condition or drug, alcohol or narcotics use. The 

neurological and general medical examinations of the 

patient were normal. The heart sounds of the fetus were 

normal. The patient had no problem in terms of strength 

and muscle tone, and the patient's gate was normal. The 

patient's sodium was 131 and the potassium was 3.8. The 

patient had normal U / A and normal renal function tests. 

 

Brain MRI revealed a high signal change in T2 and flair 

in central of pons with no signal change in T1 and no 

restriction in DW. Other extrapontine structures were 

normal. The patient performed normal delivery at week 

37 of gestational age. The mother and the baby were 

good and four weeks after giving birth, she again 

performed brain MRI, which was completely normal. 

 

DISCUSSION 
 

CPM disease has been seen in many patients, including 

diabetic patients,
[6]

 Renal Filler,
[7]

 pancreatic cancer, and 

pregnant women.
[8]

 CPM can have different symptoms 

and ultimately causes coma or death. Various studies 

have shown that there is a higher incidence of CPM in 

alcoholic beverages. Alcoholics are more likely to suffer 

from malnutrition, which is itself a risk factor for CPM. 
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 ABSTRACT 
 

Central pontine myelinolysis occurs due to demyelination of the myelin sheath of the 

neurons of the Pons region of the brain stem, which may have different neurological 

symptoms. The case presented in our study was a 29-year-old pregnant woman who 

had no signs of neurological findings and was asymptomatic. The cause of the 

occurrence of Central pontine myelinolysis is mainly due to the incorrect correction of 

blood electrolytes. However, she did not show any clear electrolyte disturbances, 

which rejects that as an etiologic cause of this case. The similarity of this patient with 

other cases was malnutrition due to hyperemesis gravidium. However, Regarding to 

four weeks postpartum MRI, CPM complication was eliminated and normal MRI 

results were reported.  
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Weight loss has also been seen in most patients who 

have been diagnosed with CPM. In our patient, there was 

no severe hyponatremia, and no hyponatremia correction 

was conducted. Our patient was referred with headache 

manifestations that had not been reported before this 

study as a sign of CPM. Also, all neurological tests 

provided information on the individual's health, but CPM 

was detected in the MRI images. However, our patient 

acknowledges that she did not consume alcohol during 

pregnancy. The reason for weight loss in pregnancy was 

due to hyperemesis gravidium. Other hypotheses, 

including alcohol and anorexia, were also used to justify 

weight loss. If she had a cachexia due to chronic alcohol 

consumption, she would have had trouble in getting 

pregnant. 

 

According to T Sugimoto et al, CPM can be due to 

hypokalemia which is caused by anorexia nervosa,
[9]

 

Anorexia nervosa can be seen during pregnancy.
[10]

 On 

the other hand, this hypothesis is interesting in the view 

that people with nutritional problems and anorexia 

nervosa during pregnancy may also come across 

headaches. Perhaps it can be concluded that the main 

reason for the occurrence of CPM in alcoholic patients is 

not alcohol consumption itself. It’s due to malnutrition 

due to high alcohol consumption and cachexia. 

 

Although much research has acknowledged the rapid 

blood sodium correction in hyponatremia as one of the 

causes of CPM, in a 26-year-old patient suffering from 

pancreas cancer, doctors were aware of this issue and 

tried to slowly correct the sodium status. But in MRI 

findings, it was observed that CPM also occurred in this 

patient. He was an alcoholic, suffering from malnutrition 

and weight loss. After confirmation of CPM in the MRI, 

neurological examinations were performed and all 

examinations informed that patient's neurological health   

That patient's similarity with the case presented in our 

study was being asymptomatic. Our patient, despite the 

diagnosis of CPM in MRI findings, showed no 

neurological symptoms in the neurological exam. 

 

Hyponatremia has been reported less frequently in 

patients who do not show symptoms of CPM or have a 

normonatremia.
[8,7]

 In our patient, there was no clear 

hypernatremia. Recovery or remyelination is seen in 

asymptomatic CPM cases.
[12]

 In the patient we studied, 

there was also a remyelination and the patient was 

treated after delivery.   

 

CONCLUSION  
 

The presented patient in our study, despite the CPM 

conflict, did not have a neurological symptom and was 

asymptomatic. Her blood electrolytes did not show any 

clear hyponatremia or electrolyte imbalance. Shortly 

after delivery, CPM lesions were eliminated. The 

similarity of CPM cases is the sharp drop in weight, 

which in our case was considered the malnutrition 

caused by Hyperemesis gravidarum. 
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