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Detection of serum Hcy and D-dimer Levels of Patients with Acute Cerebral
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ABSTRACT Objective: To investigate the changes of plasma homocysteine (Hcy), D-dimer level and risk factors of acute cerebral
infarction in patients with acute cerebral infarction. Methods: A total of 100 cases of acute cerebral infarction patients were selected from
December 2016 to May 2017 in our hospital as the research object, on the basis of symptoms of acute cerebral infarction and 96 h
neurological deficits are progressively divided into progress group (45 cases) and non progressive group (55 cases), and the other selected
hospital examination of non acute cerebral infarction in 100 cases as control group. The levels of Hcy and D-dimer were compared
between groups, and the risk factors of acute cerebral infarction were analyzed. Results: Univariate analysis showed that there were
significant differences in the history of hypertension, history of diabetes mellitus, TG, TC, LDL and HDL between the two groups (P<
0.05); Compared with the control group, the levels of serum Hcy and D-dimer in the observation group were significantly increased, and
the level of the progression group was significantly higher than that of the non progressive group, the difference was statistically
significant (P<0.05). Multivariate Logistic regression analysis showed that history of hypertension, history of diabetes mellitus, TG, LDL,
Hcy and D-dimer were risk factors for acute cerebral infarction, and HDL was a protective factor (P<0.05). Conclusion: Abnormal levels
of Hey and D-dimer were found in patients with acute cerebral infarction. The history of hypertension, history of diabetes mellitus,
dyslipidemia, Hcy and D-dimer were related to the occurrence of acute cerebral infarction, and the monitoring of these indicators was of
great value for the disease prevention and treatment.
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Table 1 Comparison of serum Hey and D- dimer levels between two groups

Groups Cases Hcey(pumol/L) D- dimer(mg/L)
Control group 100 13.92+ 3.65 0.16% 0.09
Observation group 100 18.26% 4.08* 0.48+ 0.10*
Non progressive group 55 15.82+ 2.42 0.40% 0.08
Progress group 45 19.05% 2.93" 0.57+ 0.13"

F value/P value 38.024/0.000 260.340/0.000

Note: compared with the control group, *P<0.05; compared with the non progressive group, “P<0.05.
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Table 2 Single factor analysis of acute cerebral infarction

Factor Control group(n=100) Observation group(n=100) P value
m./f. 58/42 60/40 0.774
Average age (years) 71.05+ 15.04 70.72+ 14.42 0.874
History of hypertension 42(42.00) 87(87.00) 0.000
History of coronary heart disease 22(22.00) 25(25.00) 0.617
History of diabetes mellitus 34(34.00) 49(49.00) 0.010
TG(mmol/L) 1.14% 0.15 2.30+ 0.92 0.000
TC(mmol/L) 4.16x 1.37 4.59% 1.12 0.015
LDL(mmol/L) 2.42+ 0.51 2.98+ 0.53 0.000
HDL(mmol/L) 1.66% 0.28 1.23+ 0.34 0.000
% 3 Logistic B34
Table 3 Logistic regression analysis
Influencing factor B SE wald OR(95%CI) P
History of hypertension 2.224 0.36 38.195 9.242(4.565,18.708) 0.000
History of diabetes mellitus 0.743 0.291 6.529 2.103(1.189,3.719) 0.011
TG 2.467 0.440 31.400 11.782(4.972,27.918) 0.000
TC 0.323 0.285 1.285 1.381(0.790,2.413) 0.257
LDL 1.226 0.314 15.284 3.406(1.843,6.297) 0.000
HDL -2.752 0.466 34.840 0.064(0.026,0.159) 0.000
Hey 1.992 0.367 29.472 7.333(3.572,15.056) 0.000
D-dimer 2977 0.548 29.469 19.636(6.702,57.533) 0.000

AN, TRBAE N A% B R REIAR, R OCHFST s RS
KSR R AR 55 8 2GR BN 10 2, B
B XU FTHE A 1 A1, JEAER , WA TR A T /s S i
FER) Ko R AR R S FOHAR SO R 2 T e 3, LR
AT RE SRR T RS AR S S A G

AHFFER R B L e AE R e I SR SR S IR
9o S0 S MR A S PO T WF I LA, 25 2R s P I REAE 2
FAFAE oG LT S 9 HO A0 5 e T M AR ST, [l U
SERAR L e MU S SR IR AE A fE R PR R, S SERTHGE N
AH—ZLU, [ A AP AR Z WFFEIE S L4522 T s JE NN AE SEE N
S S BOE R AR R R ST A PRI R 45 L T8 ] A R
AR AR P R L 0 L P 90 14 520 38 B e Lo i A
FRRYEBEARI, P, ST I AR A I T 7K P R OB A K
AR T IE T 7 X A R RE AR 155 Je M 3 BAS o B S I
B 7R B L P A, R PRt ) DA AR A A 6 R 3% T A AR JoiE 1
J& TR A A, MUREREE T e AN AL 2 R I I3 N B )
RE , WA ML 3, 2 o L SV BRACIR BT, 18 0 L VORS B
HEMPANE I ASCHTFE s S B ATEAR L , 2 BORE PR 8
R LEIRAEAER XS IGIN T 2 A% B s R UK LA
T R 8 M R SR 19 R B M T S R DI A4 2R
[ 53 445 50 Sl s i PR 2 A PR SE R A e B R R, 5
JEHTHRGE B N A RIAT , ik — A SEHUA MBS 5 T 2k

REBC A e A J P 220 B s G AR K SR B It A A e
IR XTIEG 1 A R A T 2 o

BIFFE CAIE S i A AR 5 O ML A8 S A e R 00, il
MR BH ZRBNREEIREAN 2, WEEREA D, M
AR A IR TR A DTORR, AT 405 100457 PN Bz 4, S 2t
WEERER I, e s i/ R AR , 5 1R IREESES, - T AR S5 I
BT 2V GRESE Sl K A5 A DCHI 5 Hh & B 7K 7 HDL %A 1fi
A —E WA R, AT R LA FAAgE , 3 skt Refti AL o A<
WA R R S AR SRR AL B E AR L, S A SE# B
TG.TC LDL /K-, fit HDL /K-, 7 i i A= 5 1l i 5+
WRREY], BIHMHrER RV TG LDL /K2 2k
FAEHY MG R K 2, 3 HDL KRR I &

A RINREAE S Hey ¢ R MBI 2 HTHY P . Hey HAT 1
D3 L5 A 2 DI RE B R AL BE I 213 2R 8 Y- , 32 ) I A3
S5 IRE , PRI HASE T i T 43 Fon A 0 805 14 4 He XU 027, A
BF5EEE 2R s SR AR REAE AR L , S IR A B 19 Hey
K T e, HLE LK P 35 v T AR BRI AL, £ 7R e I
RAL B AEATAE Hey 52, HOK -5 S RE AL 18 12— O AH
KA, Hey Thfe Sk AR AL A G S I 2R

FKAE B A8 P i L P e St L, 3 S0P T T v i
Y320 SURE HICHE I PR, 34 TS BB 1L 2R 6, MLAARAL T s BE IR S
B8, D- TR SWLIAEE 2R IRAS Y BAE SR AR , K T

PDF SCHF# ] "pdfFactory Pro™ X RAG)E www. Fineprint.cn



http://www.fineprint.cn

- 518 -

REYES#E wwwbiomed.cnjournalscom Progress in Modern Biomedicine Vol19 NO.3 FEB.2019

1o UL AL T2F 7 TTHE R BEIRAS , X AR PSR 12 W7 A il
T LA TR SO A OGRS R D- R KT 5 A
PR/ N SIRAEARR K R TIP T, A ST 2 ML AL S5 E
SMERRAETE A TRARE TR, S5 5R WOR S R SE B8 D-
:%‘5121S7J<¥\'ﬁ%ﬂ|% Bl 5 17 1 1, FLR AR KT T e A
SR AR AL K A K SR R TG R 2R
25 LTI, SEIREEAE R KA R R — i th Z2 R 3 2
SRS, i ORI | AR A BE M £ A R
Rt R P AR R L S R PR S L IS S
Hey Fil D- 3R MAJE 2MEREIAE R R 2R o b, SPEINAESE
SBAEAFTE Hey il D- UK T, HAR Rk 5 2tk
A ZE 17 P 5 W S5 A DGR . LY Hey il D- R AIAKF
HEHIXof 2 PR AR SE 1 R BE DS B A E
% % 3¢ #R(References)
[1] Sp3AfE, S o, 475, 2R BT EF P EKRRS CISS &
4 A % %Hbz, [J]. b= P E 25, 2016, 35(07): 634-637
[2] Cremers C H P, Vos P C, van der Schaaf I C, et al. CT perfusion
during delayed cerebral ischemia after subarachnoid hemorrhage:
distinction between reversible ischemia and ischemia progressing to
infarction[J]. Neuroradiology, 2015, 57(9): 897-902
(3] w4, &F L, RE &, & F %G ARG N lE AT 2T itk
F[J]. e P E 25, 2016, 35(07): 638-640
[4] BeAEFE, 27, Gormr, F. 25 S HAR LR A T LRI B Gt o
Fo B FRT[J]. FREFEF,2017,31(07): 640-642
[5] Ye L, Cai R, Yang M, et al. Reduction of the systemic inflammatory
induced by acute cerebral infarction through ultra early thrombolytic
therapy[J]. Exp Ther Med, 2015, 10(4): 1493-1498
[6] Fu HJ, Zhao L B, Xue J J, et al. Elevated serum homocysteine (Hcy)
levels may contribute to the pathogenesis of cerebral infarction [J].J
Mol Neurosci, 2015, 56(3): 553-561
[7] Wang J, Ning R, Wang Y. Plasma D-dimer level, the promis ing
prognostic biomarker for the acute cerebral infarction patients [J]. J
Stroke and Cerebrovasc Dis, 2016, 25(8): 2011-2015
(8] 4B AAab 25 oA M % 5 414 M b o i}]uﬁr—‘!’u 4
ARG . P E A MR PSS 2010 [J]. P AEAb 2 4’
Ze &, 2010, 43(2): 146-153
[9] Z4, 5kME 49 &3 £ WAL R A BTG 40 £ B K695
1. =R EFE S, 2017, 31(07): 623-626
[10] Wang J, Yu X D, Li G Q. Comparative study on short-term and
long-term prognostic determinants in patients with acute cerebral
infarction[J]. Int J Clin Exp Med, 2015, 8(6): 9855-9861
[11] van Veluw S J, Shih A Y, Smith E E, et al. Detection, risk factors,
and functional consequences of cerebral microinfarcts [J]. Lancet
Neurol, 2017, 16(9): 730-740
[12] 35, 204 X5 L WERIT T EEKREAF B0 A £
B 25 B 52,2017, 31(10): 994-996
[13] Z4hde, TRik, R R. X F & HIERRT %%Vgiﬁ;}iﬁﬂé/xﬁ? =31
H e 97 00 I R AR AT SR B T e ml)]. bR B R
&,2015,25(10): 2179-2181
1 kFsh. PEF LR LA B i R A P R KT A

H‘!’Eﬁﬁwﬂiﬂ’]#ﬂa‘:iﬁn 1. g P E 25 K5, 2012
S] B, sk, @k, . HA S ESH L WERE S L

RPVE F R B AT L MBI Y BRI E A F R

JEZ4 &, 2015, 23(04): 383-386

[16] #rE. H A & f R 5 &b oAk 58 0 A8 % 5
2013, 11(04): 536-538

[17] Hoid. & o B ABE o R BR 5 2k o AR 587530 3 ok o5 AR AR AL 0 % 2
[D]. &4 X %, 2016

[18] 53, SLIALT. o JR K T Ao w Aok A ISR 5T TG 849 3% v
)T 58 K FAR(E S HR), 2017, 14(03): 168-170

[19] Chi Y, Lu Z N. Association between patency of the circle of Willis

A[l]. #

and diabetes mellitus in patients with cerebral ischaemic stroke [J].J
Int Med Res, 2017, 45(2): 723-732

[20] x|, kAR, K& A, F. o7& CYS-C . Hey MMP-9 K 5 & ¥
A2 RUME SRR AT IRAR SL G AR K BT[], IR T K F AR
(E ), 2016, 13(03): 28-30

[21] Zhang B, Wang D, Ji T F, et al. Overexpression of IncRNA ANRIL
up-regulates VEGF expression and promotes angiogenesis of diabetes
mellitus combined with cerebral infarction by activating NF-«xB
signaling pathway in a rat model [J]. Oncotarget, 2017, 8 (10):
17347-17359

[22] MAyus, KA, T8, F.2 A4 RRIF SRR & %ﬁh A B
FHAEREF -1 KT 54023 s BRI R TG A8 K HE[T]. F 4
SRS 5 0597 22 &, 2015, 29(05): 441-443

[23] Yang N, Lin M, Wang B G, et al. Low level of low-density
lipoprotein cholesterol is related with increased hemorrhagic
transformation after acute ischemic cerebral infarction [J]. Eur Rev
Med Pharmacol Sci, 2016, 20(4): 673-678

[24] Wang Z Y, Ma J J, Guan H Y, et al. Effect of Electroacupuncture on
Cerebro-cortex Caspase-3 Expression and Blood Lipid Levels in
Hyperlipemia Rats with Cerebral Ischemia[J]. Acupuncture Research,
2017, 42(2): 119-124

251 208, 54 % 245K
SR ETe W E AR
4509-4511

[26] Wu W, Guan Y, Xu K, et al. Plasma homocysteine levels predict the

LR LM AR T B B Bk E 4G
[J]. BLA% & 49 B 3 3E &, 2015, 15(23):

risk of acute cerebral infarction in patients with carotid artery lesions
[J]. Molecular neurobiology, 2016, 53(4): 2510-2517

[27] Wu HQ, Zhang X, Tang Y. Association of Helicobacter pylori
infection and serum homocysteine level in patients with cerebral
infarction [J]. Zhejiang Da Xue Xue Bao Yi Xue Ban, 2012, 41(1):
89-92

[28] Rebello L C, Haussen D C, Belagaje S, et al. Endovascular Treatment
for Acute Ischemic Stroke in the Setting of Anticoagulation [J].
Stroke, 2015, 46(12): 3536-3539

[29] Yoshimuta T, Yokoyama H, Okajima T, et al. Impact of Elevated
D-Dimer on Diagnosis of Acute Aortic Dissection With Isolated
Neurological Symptoms in Ischemic Stroke [J]. Circ Journal Official
Journal of the Japanese Circulation Society, 2015, 79(8): 1841-1845

[30] Fukuda H, Lo B, Yamamoto Y, et al. Plasma D-dimer may predict
poor functional outcomes through systemic complications after
aneurysmal subarachnoid hemorrhage [J]. J Neurosurg, 2017, 127(2):
284-290

[31] B A&. D- ZR Ao Gtk 5 F AR B4R
2012, 12(05): 8-11

[32] £, ) & d, 2 &R, 5.
e % £ [J]

Reg X & [J]. ARERR,

A D- ZRAKKF B S vE A 5t %
W RAY 2 9% F 42 &, 2014, 27(02): 123-124

PDF SCH# 4] "pdfFactory Pro™ X RAG)E www. Fineprint.cn



http://www.fineprint.cn

