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Comparison of plasma homocysteine and serum C-reactive protein in patients with
Alzheimer’s disease and vascular dementia
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[Abstract] Objective To study the differences between Alzheimer’s disease (AD) and vascular
dementia (VaD) in the levels of plasma homocysteine (Hey), serum uric acid (UA) and serum C-reactive
protein (CRP). Methods A total of 56 AD patients, 122 VaD patients and 100 healthy controls were
enrolled in this study. The levels of plasma Hcy, serum UA and CRP were detected by direct
chemiluminescence assay and enzymatic method, and analyzed among 3 groups. Results The plasma Hcy
levels in AD group [13.41 (9.98, 17.77) pw mol/L] and VaD group [13.00 (10.87, 17.13) w mol/L] were
significantly higher than that in control group [9.92 (8.26, 12.09) pmol/L; P = 0.000, for all). The serum
CRP levels in AD group [1.37 (0.38, 4.60) mg/L] were significantly lower than that in control group [4.55
(1.55, 8.40) mg/L, P =0.002] and VaD group [3.30 (1.20, 12.25) mg/L, P = 0.006]. Conclusions Plasma
homocysteine might be the common risk factor for both AD and VaD, and hyperhomocysteinemia may
accelerate the progression of dementia. Detection of C-reactive protein may help to differentiate AD and
VaD in clinical practice.
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Table 1. Comparison of general data among 3 groups

Group N se s (G0)) Age (75, year) Duration Education
Male Tl [M (P25, Pss), year] [M (P25, P7s), year]

Control 100 55 (55.00) 45 (45.00) 71.18 £10.77 — 8.50 (5.00, 12.00)

AD 56 28 (50.00) 28 (50.00) 68.57 +10.84 6.00 (5.00, 8.00) 7.00 (5.00, 11.00)

VaD 122 68 (55.74) 54 (44.26) 7143+ 8.93 6.00 (4.00, 8.00) 7.00 (4.00, 10.00)

Statistical value 0.539 1.695 -0.921 3.117

P value 0.764 0.186 0.357 0.210

2 . .
X~ test for comparison of sex, ANOVA for comparison of age,

disease , Pl /R I B 5 VaD , vascular dementia, Il 4 1 i %

and Kruskal-Wallis test for comparison of othersc AD, Alzheimer’s
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Table 2. Comparison of Hey, UA and CRP levels among
3 groups [M (P2, P7s)]
Group N  Hey (pmol/L) UA (pmol/L) CRP (mg/L)
Control (1) 100 9.92 346.50 4.55
( 8.26,12.09) (288.00,418.50) (1.55, 8.40)
AD (2) 56 13.41 298.00 1.37
(19.98,17.77) (248.30,399.10) (0.38, 4.60)
VaD (3) 122 13.00 332.00 3.30
(10.87, 17.13) (267.00, 402.30) (1.20, 12.25)
H value 54.657 3.750 10.087
P value 0.000 0.153 0.006

AD, Alzheimer’s disease, B /R 2% ¥ 2R ; VaD, vascular dementia,
NIRER R T Hey, homocysteine, [ri] 7Y 2 e 4 R s UA , uric acid, JR
fiZ ; CRP, C-reactive protein, C-I M EH

T3 AU LU IR TR 2L B 2 R AL TS C- R AR B
FIKAT B PI LE E

Table 3. Paired comparison of the levels of Hey and
CRP among 3 groups

Paired Hey CRP

comparison

Z value P value Z value P value

1): @) 1304.000  0.000 1617.000  0.002
1):(3) 2617.500  0.000 5236.000  0.705
) :(3) 3063.000  0.987 1831.500  0.006

Hey, homocysteine , [ 72 Bt 2R ; CRP, C-reactive protein, C-JZ Jif
EH
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