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Relationship between level of cerebrospinal fluid homocysteine and cognitive

dysfunction in patients with Parkinson’s disease
GE Xin
(Department of Psychology ,Eastern Branch of Shenzhou Hospital ,Shenyang Medical University)
[ Abstract ] Objective: To study the relationship between the level of cerebrospinal fluid homocysteine (HCY) and the cognitive dys—
function among patients with Parkinson’s disease(PD). Methods: The basic information, disease situation and cognitive function of pa—
tients with PD were investigated and lumbar puncture was performed to extract cerebrospinal fluid. The levels of cerebrospinal fluid
HCY were determined by high performance liquid chromatography combined with fluorescence detection method. The correlation be-
tween cerebrospinal fluid HCY levels and the cognitive function was assessed. Results:The scores of the mini mental state examina—
tion (MMSE) , montreal cognitive assessment (MoCA ) ,rey auditory verbal learning test (RAVLT),symbol digit modalities test (SDMT)
and the wechsler intelligence scale—block design(BD) all showed significant correlations with cerebrospinal fluid HCY in patients with
PD after eliminating the bias of age,depression, course of disease,scores of unified Parkinson’s disease rating scale and Levodopa
dosage. Conclusions :The elevated cerebrospinal fluid HCY level is significantly correlated with the cognitive dysfunction. The in—
crease of cerebrospinal fluid HCY maybe one of the main important risk factors of PD patients’ cognitive dysfunction.
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2 ZHEFR(7.32+5.76)4, 54 NBRIZEZ 697,57
i 125~250 mg,3 K/d A 12 NIBEA IR 58 %R 0.75~
1.50 mg, 1 ¥K/d A%, PD 5ZiX# UPDRS H-Y 14 £EIE 0
AEPPAGEBLIE L, 22 1,

#x1 PDEAEERER

Tab.1 General information of patients with PD

FEATEBL % @

R () 64.82 +8.93 61.11+7.99

ZHFTER ) 8.12+5.36 7.69 +6.79
ke (H) 58.89 + 46.32 49.73 + 40.58
A2 B (me/d ) 205.00 + 71.68 172.00 + 68.23
UPDRS 38.23 + 18.51 3537+ 19.07

H-Y 578k 2.22 +0.89 2.14 +0.88

HAMD 16.39 +7.30 18.92 £5.95

HAMA 8.54 +5.83 8.93 +6.97
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MMSE $#% 253 R SR T4 2 B8 F R AR A (CGCE
18 43, /N2 21 43 g o2 LA 1 25 43) % PD R R
iR 8 19 (14.8%) AR iR 46 151 (85.2% ) , 4+ {H 1 il 17~30
5% MoCA % B/ AT 26 43 A K PD /&5 ks
REERS: 44 (](81.5%) , JLINFIRLRS 10 41(18.5%) , Hih 0~10 43
1 f511(1.9%) ,11~20 43 23 fl(42.6%) ,21~25 43 20 f1(37.0%) .
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Tab.2 Results of cognitive assessments of patients with PD

PEAG BAHR (xxs)
MMSE 27.390 + 2.042
MoCA 20.470 + 6.557
RAVLT 60.570 = 16.017
SDMT 30.650 = 17.222

BD 20.340 £ 2.528
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2.3 PD %iXE Mk HCY 1A 5 ksl 5364 % &

PD ZAAF MG HCY P25 24 (94 + 36) nmol/L, %
H-Y 504 PD 52803545 3 41, 000 . 1~1.5 ¢ 2~2.5 % >
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Tab.3 Simple correlation between levels of cerebrospinal fluid
HCY and other factors
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RHEXDITER
Tab.4 Partial correlations between levels of cerebrospinal fluid
HCY and results of cognitive assessments in PD cognitive

dysfuction group

HCY
r{d PAi
MMSE -0.228 0.048
MoCA -0.379 0.035
RAVLT -0.514 0.029
SDMT -0.235 0.045
BD -0.158 0.047

STaE ey
r i P
MMSE" -0.276 0.052
MoCA -0315 0.033
RAVLT -0.455 0.039
SDMT -0.397 0.042
BD -0.154 0.370
HAMD' 0.284 0.047
HAMA" 0.161 0.622
AE 0.376 0.004
ZHEFR -0.254 0.126
Jpi e 0.337 0.046
UPDRS -4y 0.621 0.005
Py AN 0.478 0.032
¥, R Spearson’s M3, HAY K Pearson A%
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Changes in platelet parameters and their influencing factors for patients with
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[ Abstract]Objective: To observe the changes in platelet (PLT) count, mean platelet volume (MPV) and platelet distribution width

(PDW) in patients with severe burn and to explore their influencing factors. Methods ; Changes of PLT count, MPV ,and PDW were

determined in 65 patients with severe burn. The relationship between these parameters and degree of burn was analyzed by single—
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