Acta Universitatis Medicinalis Anhui

2020 Aug; 55(8)

° 1241 -

12020 -7 -159:02

*https: / /kns. enki. net/kems/detail /34. 1065. R. 20200713. 1200. 018. html

( TEG)
o 150
( SWI) TEG
90 d o
( CMBs) =3 TEG
CMBs CMBs (
>75%) . (50% <
<75% ( <50%) .
CMBs TEG 90 d
( ) .
©) CMBs CMBs ( AA)
. ( MA-AA) .
(RT) N N N
( HDL-C) . NIHSS .
(P<0.05) ., @
Logistics
JHDL-C.AA “MA-AA.RT  CMBs
(P<0.05) . ® CMBs, N
(KT) .RT MA-AA
(P<0.05); CMBs
(P>0.05) KT.RT
MA-AA (P<0.05);
(P>0.05) CMBs.
RT MA-AA (P<0.05) .
KT.RT MA-AA
o . HDL-C.AA “MA-AA
WRT CMBs o TEG
50% ~75%
CMBs o
R 743.32
2020 -06 - 15
( :81771154)
( )
230061

mail: zhuyoulinger@ hotmail. com

A
doi: 10. 19405 /j. enki. issn1000 — 1492.2020. 08. 018

1000 - 1492( 2020) 08 — 1241 - 05

o ( thromboelastic dia—

gram TEG)

o TEG

o

2

( cerebral microbleeds CMBs)

- CMBs
3
CMBs (P=0.71) *.
TEG 90 d
CMBs .
1
1.1 2018 4 ~2019
150
81 69
90 d
CMBs =3 CMBs
CMBs ; TEG
( >T5%) .
(50% < <75%) (
<50%) . CMBs
TEG o 90 d
( )

SWI

o

6

CMBs



- 1242 -

Acta Universitatis Medicinalis Anhui

2020 Aug; 55(8)

N 2 ~5 mm
@D 2014 >
TOAST
NIHSS <16
DWI
SWI ;
@ 18~80 ;® 2
;@ o @
SWI ;@
6)
@ rt-PA 6
( NHSS =16 ) .
1.2 TEG
7d TEG 3.2%
>14.5 1U/ml
BD
2.7 ml 120 min
( DRNX-IIT)
1.3 TEG TEG I,
( reaction time RT) :
» K : RT
20 mm
o
K . MA
o MA-
AA: o
( clotting index CI) :
-3~ +3 < -3
> +3

1 TEG

1.4 N

1 90 d SWI
SWI CMBs =3

1.5 SPSS 22.0

=1
+
Y

t Logistic
2

X
P <0.05 o

2

2.1 CMBs
5 (1 4 ) 145
80 65 ). CMBs 58
34 24 CMBs CMBs
( arachidonic acid AA) “MA-AA
N <RT N N
. ( high density lipoprotein
VNTHSS N
(P <0.05) . 1
Logistics

HDL-C)

2.2 CMBs
Logistics

CMBs AA N

MA-AA. .« N N vHDL-C.NIHSS N

+HDL-C. AA

(P <

CMBs

.MA-AA.RT  CMBs
0.05) « . NIHSS
(P>0.05) . 2.
2.3 CMBs
145 2

o CMBs
KT RT
MA-AA (P <0.05)
CMBs
(P>0.05) KT RT
MA-AA
(P<0.05)
(P>0.05)
WRT MA-AA

(P<0.05) . 3,

CMBs



Acta Universitatis Medicinalis Anhui

2020 Aug; 55(8)

° 1243 -

1 CMBs (x+5)
CMBs (n=58) CMBs (n=87) X/t P
() 75.07 +7.94 65.34 +9.85 2.792 0.026
(n) 34 46 0.465 0.495
n) 38 10 2.555 0.019
n) 50 83 0.431 0.527
n( %) 39 13 6.136 0.001
( x10°/1) 165.01 £9.94 195.07 +8.36 0.134 0.714
D- ( mg/L) 0.51 £0.33 0.57 £0.75 0.203 0.652
INR 0.97 £0.38 0.99 £0.13 1.380 0.170
APTT( s) 35.07 £2.94 35.09 £1.25 1.927 0.057
TC( mmol /L) 4.16+0.73 4.08 £0.94 0.287 0.774
TG( mmol /L) 1.47 +0. 64 1.37 £0.76 1.896 0.061
HDL-C( mmol/L) 0.97 £0.24 0.19 £0.16 3.085 0.043
LDL-C( mmol /L) 2.65 +£0.43 2.36 +0.94 2.237 0.097
ml/( min * 1.73m?) 130.07 +6.57 129.17 +7.63 0.403 0.152
NIHSS () 11.00 +2.34 9.00 £2.58 4.890 0.027
AA (%) 73.00 +11.16 48.00 10.36 10.799 0.001
MA-AA( mm) 35.07 +8.94 49.15 +13.74 6.136 0.001
RT( min) 5.07 £1.34 3.89 +0.74 2.545 0.031
KT( min) 2.16 +0.67 1.97 £0.33 1.359 0.261
o (°) 53.07 +15.94 70.03 +16.14 5.136 0.021
2 CMBs Logistics
B SE Wald OR 95% CI P
1.502 0.350 18.399 4.490 2.261 ~8.918 <0.001
HDL-C 1.014 0.349 8.415 2.759 1.389 ~5.466 0.004
NIHSS 2.100 1.088 3.713 11.171 0.965 ~68. 621 0.054
a (°) 2.915 18.447 0.158 1.237 0.576 ~2.657 0.879
AA 0.803 0.340 5.560 2.231 1.145 ~4.348 0.018
MA-AA 0.886 0.150 34.86 2.424 1.807 ~3.253 <0.001
RT 0.526 0.157 11.207 1.692 1.244 ~2.303 0.001
0.202 0.137 1.467 0.983 0.986 ~3.018 0.186
3 CMBs (xxs)
(n=36) (n=44) (n=65) X IF P
CMBs( n) 32 10 16 50.379 <0.001
(n) 4 4 19 7.488 0.024
a (°) 54.37 +15.04 74.13 +13.14 78.17 +£10.94 1.882 0.064
KT( min) 2.16 £0.67 1.98. +0.57 1.83 £0.33 5.348 0.049
MA-AA( mm) 34.24 +7.94 38.07 =8.94 50.05 +10.74 13.521 <0.01
RT( min) 5.67 £0.34 4.97 £1.03 3.79 £0.74 4.386 0.026
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Correlation study between the characteristics of antiplatelet therapy
for microhemorrhageand thromboelastic diagram

in patients with cerebral infarction
Zhou Qun  Xu Qiaogiao  Zhu Youling et al
( Dept of Neurology The Third Affiliated Hospital of Anhui Medical University
( The First Peoples Hospital of Hefei) Hefet 230061)

Abstract Objective To investigate the effect of different degree of antiplatelet aggregation therapy and throm-
boelastic diagram ( TEG) on cerebral microbleeds in patients with atherosclerotic cerebral infarction. Methods A
total of 150 patients diagnosed with acute cerebral infarction and given aspirin were examined by magnetic sensitive
cranial magnetic resonance ( SWI) and TEG and followed up for 90 days. According to whether the number of
CMBS increased by > 3 and the result of TEG detection compared with on admission the patients were divided into
CMBs and no CMBs group platelet aggregation in good group ( aspirin inhibition rate >75%) the effect of gener—
al group (50% < aspirin inhibition rate <75%) and invalid group ( aspirin inhibition rate <50%) . The relation—
ship between increased number of CMBs and TEG was observed in each group meanwhile the number of patients
with recurrent stroke ( bleeding or ischemic stroke) on day 90 was compared and analyzed. Results (1) CMBs and
arachidonic acid ( AA) inhibition rate uninhibited platelet activity ( MA-AA) Angle coagulation reaction time
(RT) age diabetes high — density lipoprotein ( HDL-C) NIHSS score leubic osteoporosis had statistically sig—
nificant differences ( P <0.05) . @The related variables selected from the single factor analysis were selected into
the logistic multi — factor regression analysis and age HDL-C AA inhibition rate MA-AA RT were risk factors
for CMBs ( P <0.05) . @ The difference between the good group and the invalid group was statistically significant
in CMBs number of stroke KT RT and MA-AA ( P <0.05) . There was no significant difference in CMBs be—
tween the general group and the invalid group ( P >0.05) and there was significant difference in the number of
stroke time of blood clot formation ( KT) RT and MA-AA values ( P <0.05) . There was no significant differ—
ence in the number of stroke between the good group and the general group ( P >0.05) but there was significant
difference in CMBs RT value and MA-AA ( P <0.05) . Conclusion KT RT and MA-AA are effective indicators
of coagulation function and antiplatelet ability. Advanced age HDL-C high AA inhibition rate low MA-AA and
prolonged RT are risk factors for CMBs. Antiplatelet therapy under the guidance of TEG keeps the inhibition rate of
aspirin between 50% and 75% which is more scientific in the secondary prevention of cerebral infarction. It is of
guiding significance to reduce hemorrhage transformation and CMBs after cerebral infarction and prevent long — term
cognitive decline in patients.
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