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Brain functional network of pediatric patients with enuresis: a research based on independent

component analysis
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Abstract: Objective To study the connectivity of the brain functional network components in pediatric patients with primary
monosymptomatic nocturnal enuresis (PMNE) using independent component analysis (ICA). Methods The brain functional
magnetic resonance images of 35 PMNE children and 25 healthy children were collected in the study. ICA was used to obtain
the brain functional network components of each subject. The functional connectivity strength between the brain functional
network components of each subject was calculated, and the differences in functional connectivity strength between PMNE
children and healthy controls were compared. Results Compared with those of control group, the functional connectivity
between the right executive control network and the left executive control network, and the connectivity between the right
executive control network and the default mode network of PMNE patients both showed abnormalities (FDR, P<0.05).
Conclusion: There is abnormal connectivity between the components of the brain functional network in PMNE children,
which may provide some new imaging evidence for understanding the pathological mechanism of PMNE.
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Tab.1 Demographic and clinical characteristics of the
subjects (Mean+SD)

LD PMNE 4 (n=35) X HEZH (n=25)
Ey/ % 9.55+1.41 9.52+1.33
PERI (B /%) 18/17 14/11
ZHE TR 3.34+1.43 3.28+1.32
A 1o R R TR E 4.45+2.13

DRER IFAEFA A5 0 Pl ik A Sk A A% 3l L HL
FEEEET POR L ARS - i B | S P A N
= YEE TP T, A MPRAGE ik i 781 3545, 13t &
$4nF : TR=1 900 ms, TE=3.42 ms, TI=900 ms,FOV=
(240x240) mm’, R [ =256%256, ]2 )% 1 mm, &
ARAL 192 2 o DhE MRS h 46 2 101 362 -~ 1 [ 962
T IASE 51 2 B, g Wit 4 fii 2 5 R KT 062 32 )2, SR
B 2 31 4 DA s ok A e 20 8 A A, R4 210
i, B 7 min, BARZEUT : TR=2 000 ms, TE=
30 ms, B 1 90°, FOV=(220%x220) mm’, SR Hi =
64x64, )25 3 mm, )21 33%.
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Fig.1 Selected brain functional network components
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Fig.2 Significant differences between the functional connectivity

groups in the resting state brain networks in PMNE children
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Fig.3 Correlation between DMN-RECN functional connectivity
and the weekly frequency of bedwetting in PMNE children

(Coef: Correlation Coefficient)
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Fig.4 Correlation between LECN-RECN functional connectivity
and the weekly frequency of bedwetting in PMNE children
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