e 404 - Stroke and Nervous Diseases, Aug 2018, Vol. 25, No. 4

SRR AESE 5 H L FE A 1Y fa 6 R 0

IHE HRG R

CHZE] BH HWIT2MERERE B I E A CfERmE R, Ak 3 2016 4 12 H - 2017 4F 12
A AEABEN 140 B S ARS8 8, Forh 2 IR 5 0 M %% Ak 70 4], o Sk e e b 70 41,
30T 2 2 BB E TE A BE B T VR ZS N IR | R T () 7R A L PR TR K T | g I B W R e B s B
99 52 RPG S B R MR AR o sk A 22 5 L ST AT R IR AT L X 22 A i B R bR — BT 2 &K Lo-
gistic MIHAMT, Z5R  SPEIEEZE )G Hh 2% A 20 A8 38 70 A B B 8 Tk 28 IR IO KT o o B 303 52 8 1L
SR BE S T LA AR (P<C0. 05) TR H il A% Ak 2 i R T BEK ST i i 4% Ak 2H (P<<0. 05) .2 40
) 260 202 e 2R PR IR /K ST BB PR S T o8 R AR IR 2 o s B Gt 2¢ 25 5 (P=>0.05) . 518 2tk il
FE 23 A BT 1525 MR IMAEACE C>6. 1 mmol /D 5 B 5 e 1L F i 32 S M AR 8 & A L 1 5% AL ity 1 ST 1
6 PR 2%, TSI T CTO) 2 B 1k R i A i) — R4 R

[EgiE] SMEmsse B REEE #iE

[FE42S]Y R743.3 [XE#RIEFEE] A [XEHS] 1007-0478(2018)04-0404-04

[DOIY  10. 3969/j. issn. 1007-0478. 2018. 04. 011
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[Abstract] Objective To investigate the risk factors for hemorrhagic transformation after acute cerebral
infarction. Methods From december 2016 to december 2017, the clinicial data of 140 patients with acute cere-
bral infarction was collected as the research object. They were divided into HT group(n = 70) and non-HT
group(n =70) according to whether they had the HT or not. For all of the patients , the first fasting blood glu-
cose, total cholesterol, homocysteine, Uric acid and the history of hypertension, diabetes, atrial fibrillation, and
the history of drinking and the stroke were analysed . the univariate analysis was conducted to all, and the mul-
tivariate analysis was performed with the statistically significant variables by Cox regression model. Results
Univariate analysis showed that in the hemorrhagic transformation group., the first fasting blood glucose, the
history of atrial fibrillation and hypertension were higher than those in the non-hemorrhagic transformation
group(P<C0. 05) , while the total cholesterol was lower than that in the non-hemorrhagic transformation group
(P<C0. 05). There were no statistical differences in the homocysteine, Uric acid and the history of diabetes,
drinking and the stroke between two groups (P=>0. 05). Conclusion The first fasting blood glucose, the his-
tory of atrial fibrillation and hypertension were the risk factors for hemorrhagic transformation after acute cere-
bral infarction, while the total cholesterol was the protective factor to prevent the hemorrhagic transformation
after acute cerebral infarction. Timely intervention of relevant risk factors could help the neurologist to im-
prove the prognosis of patients with acute cerebral infarction.
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