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Introduction
According to Pirker and Katzenschlager ‘the causes of gait 

disorders include neurological conditions (e.g. sensory or motor 
impairments), orthopedic problems (e.g. osteoarthritis and skeletal 
deformities) and medical conditions (e.g. heart failure, respiratory 
insufficiency, peripheral arterial occlusive disease and obesity). 
Meanwhile, ‘neurological gait disorders are a common cause of falls and 
mortality, particularly amongst the elderly’ [1-8]. This study reviews the 
neurological aspects of gait impairments, with emphasis on Depressive, 
Depressive Pseudodementia, Hypochondriasis, Factitious disorder, 
Cognitive dysfunction and Normal Pressure Hydrocephalus. 

Depressive

In 2013 Brandler et al. ‘conducted a cross-sectional study of the 
relationship between depressive symptoms and gait function, in an 
ambulatory community-residing sample of 610 older adults (age 70 
and older) who were free of dementia and MDD’(Major depressive 
disorder). They made conclusion that ‘increasing depressive symptoms 
in community residing older adults are associated with quantitative 
gait dysfunction even in the absence of major depression or dementia’. 
Simultaneously, Lord et al. have found that ‘very mild depressive 
symptoms are associated with gait disturbance in early Parkinson’s 
disease’ [9]. In other study Hausdorff have made conclusion that 
‘patients with MDD and patients with bipolar disorder display gait 
unsteadiness’ [10]. 

Genetic factors

‘Recent studies have demonstrated impaired balance performance 
in patients with major depressive disorder (MDD)’ [11]. Multiple 
‘genetic factors play important roles in the development of MDD’ (Major 
depressive disorder) according to Lohoff [12]. 5HTT, 5-HTTLPR [13] 
and SLC6A4 genes associate with MDD across numerous studies [14].

 Depressive pseudodementia

According to Kennedy [15] ‘Depressive Pseudodementia is a term 
commonly used to describe a condition whereby a patient experiences 
a cognitive deficit secondary to a primary mood disorder’. ‘Cognitive 
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deficits in Pseudodementia are characterized by poor effort and 
difficulties with attention and working memory’ [16]. In other word 
‘Pseudodementia is a situation where a person who has depression 
also has cognitive impairment that looks like dementia’ (Steckl C, 
MentalHelp 2008 and Reversible Cognitive Disorder Pseudodementia). 
However, there are many studies showing that gait impairments coexist 
with depressive pseudodementia.  

Genetic factors

‘Long repeat sequences in the C9ORF72 gene have cropped 
up in cases of multiple system atrophy (MSA) and depressive 
pseudodementia’(ALZFORUM 2014, C9ORF72 Repeats Expand into 
New Disorders-Cause, or Coincidence) according to Bieniek. 

 Hypochondriasis

According to Wilhelmsen Hypochondriasis (Illness anxiety 
disorder and Somatic symptom disorder) ‘describes a persistent 
preoccupation with the possibility of having one or more serious 
and progressive physical disorders’ (Wilhelmsen), and ‘defined as a 
chronic condition distinct from anxiety and depressive disorders’ [17]. 
Hypochondriasis is distinguishable clinical condition [18] however, 
according to Weck F et al. [19]. ‘previous experiences with illness 
and traumatic childhood experiences did not prove to be specific risk 
factors for the development of hypochondriasis’ Hypochondriasis can 
be accompanied by Major Depressive Disorder (MDD) (Kapfhammer). 
According to Diagnostic and Statistical Manual of Mental Disorders 
(DSM-5) ‘hypochondriasis and several related conditions have been 
replaced by two new, empirically derived concepts: somatic symptom 
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cause’. The characteristic psychiatric symptoms of normal pressure 
hydrocephalus are dementia and depression Chopra et al. [33]. In 
2016 Israelsson et al. claimed that ‘in many dementias, depression is 
overrepresented, but the prevalence of depression in shunted patients 
with idiopathic normal pressure hydrocephalus is unknown’.  

Genetic factors

There are increasing evidence that iNPH may have a genetic 
component Korhonen et al. [34]. In 2016 Sato et al. demonstrated that a 
‘copy number loss in intron 2 of the SFMBT1 gene may be a genetic risk 
for shunt-responsive definite iNPH’ [35]. 

Discussion and Conclusion
There are convincing evidences about the relationship between 

gait impairments and Depressive, Depressive Pseudodementia, 
Hypochondriasis, Factitious disorder, Cognitive dysfunction and 
Normal Pressure Hydrocephalus are improving. 

This study was reviewed literatures including biological and 
psychological aspect. However, Kinesiography is important functional 
gait imaging modalities for study the limb mobility and neural 
activities. Kinesiography is the interpretation of limb moment into 
mathematical form. Combining Kinesiographical information with 
biological and psychological aspect of patient holds promise to produce 
and improve clinical facility. In this manner we can apply the image 
matching methods for the evaluation of gait impairments in patients 
with Depressive and related disorders.  
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