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[Abstract] Objective To investigate preliminarily the relationship between the total burden of
cerebral small vessel disease (¢cSVD) and plasma homocysteine (Hecy). Methods A total of 106 patients
with ¢SVD were consecutively enrolled from January 2015 to October 2017. Plasma Hcy test were
performed in all patients. The total burden of ¢SVD was calculated according to the severity of lacunar
infarcts, white matter lesions, cerebral microbleeds and enlarged perivascular space according to MRI.
Results Patients were divided into low burden group (96 cases) and high burden group (10 cases) based
on total burden scores of ¢cSVD. The level of Hey in plasma of high burden group was seem to be higher
than that in low burden group without significant difference (t = - 1.702, P = 0.090). Univariate and
multivariate stepwise Logistic regression analysis showed that Hey level of plasm (OR = 1.041, 95% CI:
0.952-1.138, P =0.381) and Hyperhomocysteinemia (OR = 3.132, 95% Cl: 0.740-13.259; P = 0.121) could
not be proved to be risk factor of increasing ¢SVD burden. Conclusions Although plasma Hcy cannot be
considered to be one of the risk factors for ¢SVD based on this study, plasma Hecy need to be further

investigated as a potential biomarker for ¢SVD.
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Table 1. Comparison of clinical data between low burden
group and high burden group

AN H1(%) ] 2135 0.144
Btk 65(67.71) 9(9/10)

/g kS 31(32.29) 1(1/10)

R (T2, %) 60.90+12.58 64.90+7.87 -1.017  0.309
FLEL (%) ] 57(59.38) 6(6/10) 0.000  1.000
FORLH(%) ] 10 1.04) 0(0/10) = 1.000
BRG] (%) ] 29(30.21) 1(1/10) 0.963  0.326
i BR LAE L1 ( %) ] 31(32.29) 6(6/10) 1962 0.161
A1 (%) ] 40(41.67) 5(5/10) 0.029  0.864

WL B1(%) ] 15(15.63) 3(3/10) 0.504  0.478

TC(x £, mmol/L) 431+1.28 496+1.58 -1.284  0.199

TG 1.25 1.51

[M(Pss, Prs) ,mmolL] (0.97, 1.75) (112, 1.87) 0800 0.424

LDL-C(x+s,mmol/L)  2.70+0.88 325+ 1.17  -1.475  0.140
HDL-C(X+s,mmol/L.)  1.04+0.24 1.01+0.18 -0.017  0.986
HbAle(X+s,%) 6.72+£1.81 5.83+0.72 -0.103  0.319

ESR 17.00 19.50

[M(Pss, Prs),mm/h] (8.00,32.00) (3.50,44.00) 0124 0901

Hey(% +5, pmol/L) 1237+5.97  14.10£421 -1.702  0.089
F AR R E 16(16.67) 4(4/10) 1.877  0.171
[ (%) ]

—, Fisher exact probability, Fisher i V] #3675 . Two-independent-
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Table 2.  Variable assignment table for risk factors
associated with total burden of ¢cSVD
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0 1
P51 5t otk
W () < 65 =65
g I R Jo H
PR g T H
15 i i RE o =l
Ui ¥ A
el X A
TC(mmol/L) <5.70 >5.70
TG(mmol/L) <1.70 >1.70
LDL-C(mmol/L) <3.61 >3.61
HDL-C(mmol/L) < 1.09 >1.09
HbA1c(%) < 6.40 > 6.40
ESR(mm/h) B < 15, @t <20 B> 15, @M >20
Hey( umol/L) <15 >15
o [ 224 e 2 R A T H

TC, total cholesterol, & IH [ B ; TG, wiglyceride, H il = @ ; LDL-
C,low density lipoprotein chesterol , fIk % &£ g 25 4 AH [5 B ; HDL-
C, high density lipoprotein chesterol, = % B g & 1 JIA [ B% ;
HbAlc, hemoglobin Alc, # fb il £ 2 1 ; ESR, erythrocyte
sedimentation rate , ZL 4l L ITLRE 2R ; Hey , homocysteine , [7] 782 i 22
%
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Table 3. Univariate Logistic regression analysis of possible
risk factors related to total burden of ¢cSVD

HiH b SE Waldx P OR{H OR95%CI

51 -1.457 1.076 1.832 0.176 0.233 0.028~ 1.921
f=ic3 0.294 0.665 0.195 0.659 1.341 0364~ 4.941
R LR 0.026 0.678 0.001 0.969 1.026 0.272~ 3.877
R -1.360 1.077 1.593  0.207 0.257 0.031~ 2.120
4 M L AE 1.636 0.724 5.100 0.024 5.133 1.241~21.231
2 S 0.336 0.665 0.256 0.613 1.400 0.380~ 5.159
v e] 0.839 0.745 1268 0.260 2314 0.537~ 9.969
T 1.448 0711 4.149 0.042 4.256 1.056~17.152
TG 0.638 0.686 0.866 0.352 1.893 0.493~ 7.265
# LDL-C 1153 0702 2.699 0.100 3.167 0.800~ 12.527
% HDL-C -0.154 0723 0.045 0.831 0.857 0.208~ 3.537
i HbATc -0.831 0.819 1.030 0310 0.436 0.088~ 2.167
1 Hey 0.040 0.046 0.766 0.381 1.041 0.952~ 1.138

AR R IMAE  1.024 0701 2.948  0.086 3.333 0.843~13.174

TC, total cholesterol, & JIH [& [ ; TG, triglyceride, H il = W ; LDL-C,
low density lipoprotein chesterol , {f% % £ I5 7& 11 /I [#] [ ; HDL-C., high
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hemoglobin Ale, Wifb Il 1.2 [ ; ESR, erythrocyte sedimentation rate,
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Table 4. Multivariate stepwise Logistic regression
analysis of risk factors related to total burden of ¢SVD

TiH b SE - Waldy’ P OR{H  OR95%CI
i=4 B L 1386 0.836 2750 0.097 3.997 0.777 ~20.557
#TC 0.532 0.831 0409 0522 1.702 0.334~ 8.676
FREREA 1042 0736 2405 0.021 3.132 0.740~13.259
2 L 9

A -3.412 0.656  27.025 0.033
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Figure 1 Optical microscopy findings Tumor cells were arranged in a sheet-like or pseudorosette pattern. HE staining x 100

Figure 2 Optical microscopy findings Immunohistochemical staining (EnVision) x 200 The cytoplasm of partial tumor cells were
positive for PRL (Panel 2a) and TSH (Panel 2b). The nuclei of tumor cells were strongly and diffusely positive for PIT-1 (Panel 2c¢).
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