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[ Abstract]  Objective To explore the relationship between serum epidermal growth factor (EGF) level and cognitive
disorder in patients with Parkinson’s disease. Methods From March 2015 to March 2017 in the People’s Hospital of Deyang, a
total of 84 patients with Parkinson’s disease were selected as observation group, and they were furtherly divided into Al group
(during early stage, n=52) and A2 group (during middle and advanced stage, n =32) according to H-Y Grading Scale, into
B1 group (complicated with cognitive disorder, n=53) and B2 group (did not complicated with cognitive disorder, n =31)
according to MoCA ; meanwhile a total of 40 healthy people admitted to this hospital for physical examination were selected as
control group. Serum levels of EGF and BDNF, and MoCA score were compared between control group and observation group,
between Al group and A2 group, meanwhile serum levels of EGF and BDNF, and UPDRS - Il score were compared between Bl
group and B2 group; Pearson correlation analysis was used to analyze the correlations of serum EGF level with serum BDNF level
and MoCA score in Parkinson’s disease patients complicated with cognitive disorder. Results Serum levels of EGF and BDNF,
and MoCA score of observation group were statistically significantly lower than those of control group (P <0.05). Serum levels
of EGF and BDNF, and MoCA score of A2 group were statistically significantly lower than those of Al group (P <0.05). Serum
levels of EGF and BDNF of Bl group were statistically significantly lower than those of B2 group (P < 0.05), while no
statistically significant differences of UPDRS — Il score was found between Bl group and B2 group (P >0.05). Pearson
correlation analysis results showed, serum EGF level was positively correlated with serum BDNF level (r =0.754) and MoCA
score (r=0.864) in Parkinson’s disease patients complicated with cognitive disorder (P <0.05). Conclusion Serum EGF
level is significantly correlated with cognitive disorder in patients with Parkinson’s disease.
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P <0. 001 0. 001 0.553

1:: UPDRS = &5 — i< 2 17 1 3R

2.4 (3§ EGF /KF &5 PD JF- i\ 1 i 48 % 1L 7§ BDNF
JKOF Al MoCA $F 43 (I et Pearson 4154k 53 47 45 5
R, I3 ECF /K55 PD 3 A IR 4 1L BDNF
K. MoCA 4R R IEAIX: (r (H43 51 0.754, 0.864,
P<0.05, WE 1),

EBDNFZAKSE Cug/L)

700 720 740 760 780 800 820 840 860

MHEGF/AKF (ng/L)

30
L d
L
= -t
——————— e
2 o e o®
R 20 . . L]
e —— °
PR S
& '
N
oy
< 10
&)
Qo
=—s
0
700 720 740 760 780 800 820 840 860

IEEGF/KF (ng/L)
TE: EGF = £B/ERKE T, BDNF = R4 5 5= K 5, MoCA
= SERFRIR NN IPAl 3%
B 1 11y EGF /K-F-5 PD JFiAKIRRAT & & M1 BDNF /K, MoCA i
liEiEPS
Figure 1  Correlations of serum EGF level with serum BDNF level and
MoCA score in Parkinson’s disease patients complicated with

cognitive disorder
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