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The Hematologic Study on Cerebral Infarction

Kim, Yoon-Sik*
Dept. of Internal Medicine, College of Oriental Medicine, Daejeon Univ.

1. Purpose

Stroke is the most frequent cause of mortality and morbidity rate in Korea with coronary heart
disease and cancer. The ischemic type of stroke is increasing tendency. The purpose of this
studies is to examine the hematologic difference between cb infarction patients and Korean normal
adults.

2. Method

The study group consisted of neurologically confirmd 50 cb-infarction patients as the case group
and 278 patients as control group that they had no significant result by CT through early
examination of stroke in Cheonan oriental hospital of Daejeon university. We tested and compared
RBC, hemoglobin, hematocrit, WBC, PT, PTT, total protein, albumin, total bilirubin, direct bilirubin,
GOT, GPT, Y-GTP, total cholesterol, triglyceride, HDL-C, glucose, BUN, creatinine, Na, K in the
both group.

3. Result

In the sample group(cb infarction group), there were many patients with low RBC count but no
significant and with low hemoglobin, hematocrit(p<0.05). Thereas, increased WBC count and
delayed PTT were showed respectively 20%, 36% in patient group, 7.9%, 4.7% in normal group(p
<0.05). Comparing the LFT between cb infarction patients and normal adults, we founded
significant cases with low HDL-C level, high glucose level, low potassium level in patient group(p
<0.05). But, the percentage of high total cholesterol level and triglyceride level were 18%,
29%(normal group), 20%, 28%{cb infarction group) respectively, there were no significant
difference.

4. Conclusion

In this study, we demonstrated that low HDL~C level and high glucose level is one of important
risk factor of cb infarction. Also prospective studies are needed to evaluate many risk
factor(hemoglobin, hematocrit, WBC, cholesterol, triglyceride, K, etc) of cb infarction.

+key word: cb infarction, hematology, risk factor, glucose, HDL-C, cholesterol, triglyceride, K.
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2. 8% 9y

¢&3¢E & RBC, hemoglobin(HGB), hematocrit
(HCT), WBC, PT, PTT, total protein{(TP),
albumin, total bilirubin(TB), direct bilirubin(DB),
GOT, GPT, Y-GTP. total cholesterol(TC),
triglyceride(TG), HDL-C, glucose, BUN, creatinine,
Na, K %elx, Z 538 HdPee &34y
273E A$E AFPen, AYPdE d4d
g R 24 gAagEdA AHgde 717)
s} Z+ Aol e JEF;S AndAh

3. ALY
ZAA = SPSS for window 1008 ©]43l%
ov #EBaE Pearsons chii-square test& Al
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1. CBCS W],

TABLE 1. The Comparison of CBC between
Cerebral Infarction Group and Normal Group
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normalin=278)
level sample(n=50) p-value
No.(%) No.(%)
>600-10° 10.3) 0(0)
RBC ns
<400+10° | 34( 122)| 8(16.0)
=16 (or >18)| 5(1.7) 0(0)
HGB p<0.05
<12 (or <14)| 22(7.9 | 10(20.0)
>52 (or =47)| 10(3.6) 0(0)
HCT p<0.05
<42 (or <37)| 13(47) | 18(36.0)
=10000 13(4.7) 8(16.0)
wBC p<0.05
<4000 501.7) 1(2.0)
=14 4(1.4) 510}
PT p<0.05
<t 74(26.6) | 19(38.0)
>38 52(18.7) | 12(24.0)
PTT ns
<23 200.7) 1(2.0)

ns: no significant, RBC: red blood cell, HGB:
hemoglobin, HCT: hematocrit, WBC: white blood
cel, PT: prothrombin PTT: partial
thromboplastin time.

time,

2. LFT¢ w=
TABLE 2. The Comparison of LFT between
Cerebral Infarction Group and Normal Group

normal(n=278) |sample(n=50)
fevel 1 i) N |Prvale
=8 43(15.5) 12.0)
™ p<0.05
<6 00) 2(4.0)
=52 (0] 0(0)
Albumin ns
<35 0(0) 2(4.0)
=12 19(6.8) 36.0)
B ns
<02 o) 0(0)
>04 622 0(0)
DB ns
: <0 00) 0]
=45 10(3.6) 00)
GOT ns
<5 0(0) 0(0)
=40 42(15.1) 0(0)
GPT p<0.05
<5 0,(0) 0(0)
=50 34122 6(12)
Y-GTP ns
<3 0(0) 0(0)
=240 50(18.0) 10(20)
TC ns
<95 (0.0)] 0(0)
=190 81(29.1) 14(28.0)
TG ns
<10 (0,(0)] o)
=73 o0 12.0)
HDL-C p<0.05
<30 20.7 8(16.0)
=140 17(6.1) 10(20)
Glucose p<0.05
<70 00 12.0

ns: no significant, TP: total protein, TB: total
bilirubin, DB: direct bilirubin, GOT: glutamic
oxalacetic transaminase (aspartate aminotransferase),
GPT: glutamic pyruvate transaminase(alanine
aminotransferase), ¥-GTP: v-glutamil transferase,
TC: total cholesterol, TG: triglyceride, HDL-C:
high density lipoprotein cholesterol.
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3. 7igt
TABLE 3. The Comparison of BUN,
Creatinine, and Na, K between Cerebral
Infarction Group and Normal Group
normat(n=278) | sample(n=50)
level N(%) Now | Prvale
=25 8(2.9) 12.0)

BN 5T o0 w | ™
Creatinine >14 301.1) 0(0) ns
<05 207 0(0)

Na >155 0(0) 00) s
<138 14(5.0) 6(12.0)
>53 1(0.3) 00)

K <35 1(0.3) 11(22.0) p<0.05

ns: no significant, BUN: blood urea nitrogen,
Na: sodium, K: potassium.
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direct bilirubin, GOT, GPT, Vv-GTP, total
cholesterol, triglyceride, HDL-C, glucose, BUN,
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