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In the present issue of the International Neurourology Journal 
(INJ), we focused on the mitochondria as a fundamental patho-
genesis of incurable neurological diseases. Many recent studies 
have tried to find out the causes of diseases in the dysfunction 
of cell organelles. 
 Synapse loss is an early progressive pathologic symptom of 
Alzheimer disease (AD), which causes cognitive decline and 
memory loss. Tang et al. [1] reviewed how synaptic mitochon-
dria lesions contribute to the pathogenesis of AD and how anti-
oxidant therapies target mitochondria in AD. Cho et al. [2] in-
vestigated the role of growth arrest and DNA-damage-inducible 
protein 45 beta (Gadd45b) on global ischemia. They showed 
the association of Gadd45b with neuronal cell death and mito-
chondrial dysfunction [2]. Yoo et al [3] investigated the effects 
of single-bout exercise on mitochondrial function, dynamics 
(fusion, fission), and mitophay in cardiac and skeletal muscle. 
They found that a single-bout exercise improves mitochondrial 
function without affecting mitochondrial dynamics and mi-
tophay [3]. Anticancer drug, doxorubicin (DOX), causes dam-
age to mitochondrial DNA, and then results in muscle weak-
ness and fatigue. Park et al. [4] evaluated the protective effect of 
treadmill running on DOX-induced muscle damage. In their 
study, treadmill exercise suppressed DOX-induced apoptosis 
and prevented deterioration of mitochondria function in mus-
cle [4]. Kim et al. [5] used BMAL1 knockdown transgenic mice 
and examined the effects of treadmill exercise on memory im-
pairment due to the circadian rhythm disruption. In their study, 
treadmill exercise improved memory function through en-
hancing the expressions of glucocorticoid receptor and the fac-

tors related to neurogenesis and memory consolidation. They 
concluded that exercise acts as the zeitgeber that resets the in-
ternal body clock, such as light or temperature [5]. 
 Mitochondrial dysfunction is suggested as the underlying 
mechanism of many diseases, including brain diseases. In addi-
tion, changes in the circadian rhythm also interfere with learn-
ing and memory. For this issue, we recruited the recent studies 
related with mitochondria and circadian rhythm. Through this 
process, INJ will have the opportunity to combine recent 
knowledge with urologic disorders. I appreciate to the authors 
for contributing the valuable articles.

•  Conflict of Interest: No potential conflict of interest relevant to 
this article was reported.

REFERENCES

1. Tang J, Oliveros A, Jang MH. Dysfunctional mitochondrial bioen-
ergetics and synaptic degeneration in Alzheimer’s disease. Int 
Neurourol J 2019;23(Suppl 1):5-10. 

2. Cho CH, Byun H, Jover-Mengual T, Pontarelli F, Dejesus C, Cho AR, 
et al. Gadd45b acts as neuroprotective effector in global ischemia-in-
duced neuronal death. Int Neurourol J 2019;23(Suppl 1):11-21.

3. Yoo SZ, No MH, Heo JW, Park DH, Kang JH, Kim JH, et al. Effects 
of acute exercise on mitochondrial function, dynamics, and mi-
tophagy in rat cardiac and skeletal muscles Int Neurourol J 2019; 
23(Suppl 1):22-31.

4. Park SS, Park HS, Jeong H, Kwak HB, No MH, Heo JW, et al. 
Treadmill exercise ameliorates chemotherapy-induced muscle 

Editorial

Vo
lum

e 19 | N
um

b
er 2 | June 2015   pages 131-210

IN
J

IN
T

E
R

N
AT

IO
N

A
L 

N
E

U
R

O
U

R
O

LO
G

Y
 JO

U
R

N
A

L

Official Journal of 
Korean Continence Society / Korean Society of Urological Research / The Korean Children’s Continence 
and Enuresis Society / The Korean Association of Urogenital Tract Infection and Inflammation

einj.org
Mobile Web

pISSN 2093-4777
eISSN 2093-6931

IN
T

E
R

N
AT

IO
N

A
L  N

E
U

R
O

U
R

O
LO

G
Y

  JO
U

R
N

A
L

https://doi.org/10.5213/inj.1920edi.002
pISSN 2093-4777 · eISSN 2093-6931

Int Neurourol J 2019;23(Suppl 1):S3-4

Mitochondrial Dysfunction as a Cause of Neurological Diseases  
Chang-Ju Kim     https://orcid.org/0000-0003-4749-5795

Guest Editor
Department of Physiology, College of Medicine, Kyung Hee University, Seoul, Korea
E-mail: changju@khu.ac.kr 

brought to you by COREView metadata, citation and similar papers at core.ac.uk

provided by Directory of Open Access Journals

https://core.ac.uk/display/200876709?utm_source=pdf&utm_medium=banner&utm_campaign=pdf-decoration-v1


S4    www.einj.org

Kim  •  Mitochondrial Dysfunction as a Cause of Neurological DiseasesINJ

Int Neurourol J  February 28, 2019

weakness and central fatigue by enhancing mitochondrial function 
and inhibiting apoptosis Int Neurourol J 2019;23(Suppl 1):32-9.
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