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ABSTRACT Objective: To explore the correlation between the degree of phosphorylation of amyloid beta and Tau protein and cog-
nitive deficits in patients with temporal lobe epilepsy. Methods: Seventy patients with temporal lobe epilepsy who received treatment in
our hospital from 2019 to 2020 were included as the experimental group, and 70 healthy subjects were included as the control group.
General clinical indicators and levels of amyloid beta and Tau protein phosphorylation in peripheral blood were compared between the
two groups. Intelligence, memory and cognitive dysfunction were assessed in both groups. The Person method was used to analyze the
correlation between the levels of phosphorylation of amyloid beta and Tau protein and cognitive deficits in temporal lobe epilepsy
patients. Results: (1) The results showed that AB1-28 protein, AB1-40 protein, tau protein and p-tau protein in experimental group were
higher than those in control group, but AB1-42 protein was lower than that in control group (P<0.05). (2) The VIQ, PIQ and FIQ scores
of experimental group were lower than those of control group (P<0.05). (3) The experimental group was assessed lower than the control
group (P<0.05). (4) The MoCA score of experimental group was lower than that of control group(P<0.05). (5) AB1-28 protein, AB1-40
protein, Tau protein and p-tau protein were positively correlated with cognitive deficits in temporal lobe epilepsy patients(P<0.05). There
was a negative correlation between AB1-42 protein and cognitive impairment in temporal lobe epilepsy patients (P<0.05). Conclusion:
Cognitive deficits in patients with temporal lobe epilepsy are correlated with the degree of tau protein phosphorylation, AB1-28 protein,
AR1-42 protein and AR 1-40 protein levels, which can be used as A judgment indicator of cognitive deficits and provide A basis for phys-
ical examination or clinical discovery of cognitive deficits in patients with temporal lobe epilepsy.
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Table 1 Comparison of general clinical data

Indexs Research group (n=70) Control group (n=70)
Male [n(%)] 48 (68.57) 42 (60.00)
ex Female [n(%)] 22 (31.43) 28 (40.00)
Age (years) 33.34+ 8.97 33.90+ 6.09
Education (years) 10.25+ 1.35 10.38+ 2.09
SAS scores (vt s) 37.86% 4.38%* 3.97+ 0.66
SDS scores (vt s) 38.89+ 3.66* 3.04+ 0.92
MMSE scores (vt s) 25.88% 3.76* 3.45+ 3.87

Note: Compared with control group, *P<0.05.
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Table 2 Comparison of the degree of phosphorylation of beta amyloid and Tau protein in peripheral blood(x+ s )

G AB1-28 AB1-40 Apl1-42 - in (og/mL) in (og/mL)
roups au protein (pg/m p-tau protein (pg/m
(ng/L) (ng/L) (ng/L)
Research group (n=70) 3.94% 0.44* 548.58+ 41.02* 280.29+ 37.32* 213.29+ 44.33* 81.34+ 12.09*
Control group (n=70) 1.12+ 0.23 313.43+ 20.79 553.29+ 46.21 144.19+ 23.45 37.78% 8.35
Note: Compared with control group, *P<0.05.
R 3 HHEMEIER (2L 5)
Table 3 Intelligence assessment was compared(x s )
Groups VIQ PIQ FIQ

Research group (n=70) 65.43+ 5.89 73.66% 6.77 70.57 7.11

Control group (n=70) 93.67+ 5.64* 93.43+ 5.79* 88.45% 6.19*
Note: Compared with control group, *P<0.05.

x4 WAL HITFHER (a2 5)
Table 4 Memory assessment was compared(xt s )
Recognition of
Pointing to the Associative Portrait
Groups Image free recall meaningless o MQ
memory memory ] characteristic recall
graphics
Research group
(a=70) 14.33+ 3.32 16.77+ 1.09 14.09+ 2.37 17.66 3.43 13.24+ 1.66 74.54+ 4.64
n=
Control group
(a=70) 26.29+ 2.21%* 26.24% 3.09* 28.98% 2.54* 29.17+ 2.57* 27.87+ 2.31* 88.76% 5.09*
n=

Note: Compared with control group, *P<0.05.
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Table 5 Correlation between the degree of phosphorylation of beta amyloid and Tau protein and cognitive deficits in temporal lobe epilepsy patients

FIQ MQ MoCA
Indexs
r P P r P

AB1-28 1.555 <0.001 3.778 <0.001 4.523 <0.001

AB1-40 2.341 <0.001 4231 <0.001 3.894 <0.001

AB1-42 -2.323 <0.001 -3.459 <0.001 -3.721 <0.001
Tau protein 3.097 <0.001 2.092 <0.001 4.546 <0.001
p-tau protein 2.221 <0.001 4.445 <0.001 3.712 <0.001
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