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Abstract
Wernicke-Korsakoff syndrome (WKS) is a neurological disorder stemming from a deficiency in vitamin B-1; also 

known as thiamine. This syndrome comprises two distinct conditions; Wernicke’s encephalopathy and Korsakoff’s 
psychosis; which can manifest simultaneously or independently. Wernicke’s encephalopathy typically precedes 
Korsakoff’s psychosis; showcasing symptoms such as confusion; ataxia; and oculomotor disturbances. The progression 
to Korsakoff’s psychosis involves severe memory impairment; confabulation; and behavioral changes. The etiology of 
WKS is often linked to chronic alcoholism; malnutrition; and other conditions leading to thiamine deficiency. Early 
recognition and prompt thiamine supplementation are crucial for improving outcomes in individuals affected by WKS. 
This abstract highlights the clinical features; diagnostic criteria; pathophysiology; and management strategies pertinent 
to Wernicke-Korsakoff syndrome.
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Introduction
Wernicke-Korsako� syndrome (WKS) is a neurological disorder 

characterized by a de�ciency in vitamin B-1, also known as thiamine. It 
is composed of two distinct yet interconnected conditions: Wernicke’s 
encephalopathy and Korsako�’s psychosis. Wernicke’s encephalopathy 
typically presents with symptoms such as confusion; ataxia (lack of 
muscle coordination), and oculomotor disturbances (abnormal eye 
movements) [1]. If le� untreated, Wernicke’s encephalopathy can 
progress to Korsako�’s psychosis, which is characterized by severe 
memory impairment, confabulation (fabrication of false memories), 
and behavioral changes. �e development of WKS is o�en associated 
with chronic alcoholism, as alcohol interferes with the absorption and 
utilization of thiamine in the body. Additionally, other conditions such 
as malnutrition, gastrointestinal disorders, and certain medications 
can also lead to thiamine de�ciency and subsequently contribute to the 
onset of WKS.

Early recognition and intervention are crucial in managing 
WKS and preventing its progression. Timely administration of 
thiamine supplementation can reverse some of the neurological 
de�cits associated with WKS, highlighting the importance of accurate 
diagnosis and prompt treatment. In this paper, we will delve into the 
clinical features, diagnostic criteria, pathophysiology, risk factors, and 
management strategies relevant to Wernicke-Korsako� syndrome. 
By exploring these aspects, we aim to enhance understanding of this 
complex neurological disorder and improve patient outcomes through 
e�ective management and intervention [2].

Overview of wernicke-korsako� syndrome

Wernicke-Korsako� syndrome (WKS) is a neurological disorder 
characterized by a de�ciency in vitamin B-1, also known as thiamine. It 
is classi�ed as two distinct conditions: Wernicke’s encephalopathy and 
Korsako�’s psychosis. Wernicke’s encephalopathy is an acute phase 
characterized by confusion, ataxia, and oculomotor disturbances, while 
Korsako�’s psychosis represents a chronic phase with severe memory 
impairment, confabulation, and behavioral changes. �ese conditions 
o�en occur in sequence, with Wernicke’s encephalopathy preceding 
Korsako�’s psychosis in many cases [3].

Clinical presentation

Wernicke’s encephalopathy presents with a triad of symptoms 
including confusion, ataxia, and oculomotor disturbances such as 
nystagmus (involuntary eye movements). Additionally, patients may 
experience symptoms like hypotension, hypothermia, and altered 
mental status. If le� untreated, Wernicke’s encephalopathy can 
progress to Korsako�’s psychosis, characterized by profound memory 
de�cits, confabulation (fabrication of false memories), and personality 
changes.

Etiology and risk factors

�e primary cause of WKS is thiamine de�ciency, which can result 
from inadequate dietary intake, malabsorption disorders, or increased 
thiamine demand in conditions like pregnancy or lactation. Chronic 
alcoholism is a signi�cant risk factor due to its e�ects on thiamine 
absorption and utilization. Other contributing factors include 
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oral maintenance therapy. �is replenishes thiamine stores and helps 
reverse neurological symptoms. Additionally, supportive treatments 
such as nutritional support, rehabilitation therapies, and addressing 
underlying conditions like alcoholism are crucial for comprehensive 
management of WKS [5].

Objectives of the paper

�is paper aims to provide a comprehensive understanding of 
Wernicke-Korsako� syndrome, including its clinical presentation, 
etiology, risk factors, and management strategies. By exploring these 
aspects in detail, the goal is to enhance awareness, improve diagnostic 
accuracy, and optimize therapeutic approaches for individuals a�ected 
by WKS.

Results and Discussion
Clinical presentation:

In our study, we observed that the clinical presentation of 
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