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Study for Blood Homocysteine Levels and d-dimer Levels of Cerebral
Infarction Patients and Pattern ldentification

Sun Young Park, Kyung Hwan Kong*, Ho Yeon Go

Department of Internal Medicine, Oriental Medical Hospital, Semyung University

The aim of this study was to investigate the differences in blood homocysteine levels and blood d-dimer levels of
cerebral infarction patients categorized by Pattern Identification. We studied hospitalized patients within 4 weeks after the
onset of stroke who were admitted to the Oriental Internal Medical Department at Semyung University Chungju Oriental
Medical Hospital from May 2008 to September 2009. We analyzed risk factors and blood homocysteine levels and blood
d-dimer levels accordings to Pattern Identification in Cerebral infarction patients. A total of 49 patients were included in
the trial. No statistical significance was noted for any characteristics except body weight and body mass index. Body
weight and body mass index were significantly higher Dampness-Phlegm pattern. On past history of patients, prevalence
of DM was significantly higher in Fire-Heat pattern than that of other patterns. There was no significant difference of
blood homocysteine levels and blood d-dimer levels among Pattern Identification. This study investigated the differences
in blood homocysteine levels and blood d-dimer levels of cerebral infarction patients categorized by Pattern Identification.
The correlation in homocysteine and d-dimer levels and Pattern Identification was not clarified.
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Table 1. Distribution of Pattern Identification
Excess Differentiation Deficiency Differentiation

Pattern

ot . Dampness Deficiency Deficiency
ldentfication  Fire-Heat  ptjogm of Qi of Yin
n(%) 16(32.7) 14(28.6) 10(20.4) 9(18.3)

A EA E AFAA

Jo2 ox7} worow, 18 to] 321

(65.3%) 0.2 7}3} 2oy P 149 (28.6%), 1AEEF 749

(14.3%), 183 AF4g 87 (16. 3%)01 Atk FAgo] = A
A= AFEE 13%8(26.5%)°] A THTable 2).

Table 2. General Characteristics and Risk factors of Cerebral
Infarction Patients

Variables Mean+SD, n(%)
General Caracteristics

Age, years 69.29+12.02
Sex, n(%)

Male 16(32.7)
Female 33(67.3)
Height(cm) 156.53+6.63
Weight(ke) 55.31£10.73
Risk facrors

BMI(kg/m*) 22.50+3.87
Past History, n(%)

Hypertension 32(65.3)
DM 14(28.6)
Hyperlipidemia 7(14.3)
Ischemic Heart Disease 8(16.3)
Habit, n(%)

Smoking 14(28.6)
Drinking 13(26.5)

Values are Mean+SD or Number(%)
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Table 3. General Characteristics according to Pattern Identification

Pattern Identification
_ Dampness—P  Deficiency ~ Deficiency
Fl(rﬁzq—';al hlegm of Qi of Yin P-value
(n=14) (n=10) (n=9)

Variables

Age, years 67.38+1210 70.43+11.49 67.50+1322 72.89+10.73 0.681
Sex, n(%)

Male 8(50.0) 4(286) 0(0) 4(44.4) 0.037

Female 8(50.0) 10(71.4) 10(100.0) 5(55.6) ’
Height(cm) 157.8+7.27 157.07+6.20 155.40+6.43 154.89+6.90 0.688
Weight(kg) ~ 57.32#8.10 62.49+12.06 48.91+589 47.67+875 0.001

Values are Mean+SD or Number(%) * Statistical significant was calculated by One-way
ANOVA for Continuous variables and by Chi square test or Fisher's exact test for
Categorical variables.

Table 4. Risk factors according to Pattern Identification

Pattern Identification
Dampness—P  Deficiency

Deficiency  p_ value'

Variables Fi[ﬁ;']—gat hlegm of Qi of Yin
(n=14) (n=10) (n=9)
BMi(kg/m*) 22981270 2529441 20.20+1.60 19.87+362 0.001

Past History, n(%)

Hypertension 9(56.3) 10(71.4) 6(60.0) 7(77.8) 0.698

DM 8(50.0) 5(35.7) 1(10.0) 0(0.0) 0.024

Hyperlipidemia ~ 0(0.0) 4(28.6) 2(20.0) 1(11.1) 0.103

IHD 2(12.5) 5(35.7) 1(10.0) 0(0.0 0.167
Habit, n(%)

Smoking 7(43.8) 5(35.7) 1(10.0) 1(11.1) 0.194

Drinking 7(43.8) 4(28.6) 0(0.0) 2(22.2) 0.086
NIHSS 544+374 4641610 440458 644425 0772

Values are Mean=SD or Number(%) * Statistical significant was calculated by One-way
ANOVA for Continuous variables and by Chi square test or Fisher's exact test for
Categorical variables. Abbreviations : BMI; body mass index, IHD; ischemic heart disease,
NIHSS; National Institutes of Health Stroke Scale.
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Table 5. Blood Homocysteine and D-dimer Levels according to
Pattern Identification

Pattern Identification

Variables Fire-Heat Dampness Deficiency Deficie'ncy P-value’
(n=16) -Phlegm of Qi of Yin
(n=14) (n=10) (n=9)
HOTEMCO{/SJ)Q'”Q 13.13£3.14 1270207 1322+328 1640921 0278
D-dimer(ug/mf) _0.80+0.79  1.22+1.12__ 1.29+093  189+306  0.425

Values are Mean=SD * Statistical significant was calculated by One way ANOVA

Table 6. Blood Homocysteine Levels according to Pattern

Identification

Pattern Identification
Dampness Deficiency Deficiency p_y 4 e

Variables Fire-Heat

_ -Phlegm  of Qi of Yin
010 (o) (=100 (0=9)
5<Homocysteine<15 pml/L 10(62.5) 12(85.7)  6(60.0) 5(55.6) 0.346
Homocysteine>15 pmol/L  6(16.0)  2(14.3)  4(40.0)  4(44.4) '

;/alues are Number(%) ~ Statistical significant was calculated by Fisher's exact test. x
=3.324

Table 7. Blood D-dimer Levels according to Pattern Identification

Pattern Identification
Dampness Deficiency  Deficiency P-value'

Variables Fi(rg;l;gat -Phlegm of Qi of Yin
(n=14) (n=10) (n=9)
D-dimer<0.5 ug/m¢  7(43.8) 5(35.7) 2(20.0) 1(11.1) 0329
D-dimer>0.5 ug/mé  9(56.3) 9(64.3) 8(80.0) 8(88.9) )

;/alues are Number(%) * Statistical significant was calculated by Fisher's exact test. x
=3.3
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Fig. 1. Relation between Homocysteine and D-dimer Statistical

significant was calculated by Pearson correlation ¥=0.189 p=0.194
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