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The relationship between plasma soluble thrombomodulin level and early neurological

deterioration after rt-PA intravenous thrombolysis in patients with ischemic stroke
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[ ABSTRACT] Aim To explore the predictive value of plasma soluble thrombomodulin (sTM) level for early neuro-
logical deterioration after recombinant tissue-type plasminogen activator ( rt-PA) intravenous thrombolysis in patients with
ischemic stroke. Methods A total of 183 patients with ischemic stroke who met the inclusion criteria were collected
as the research objects.  According to the degree of neurological deficit 24 hours after rt-PA intravenous thrombolysis, the
patients were divided into neurological deterioration group with 31 cases and non-neurological deterioration group with 152
cases. The general clinical data were collected, such as patient age and high-sensitivity C-reactive protein ( hs-CRP)

the plasma sTM level was detected by enzyme-linked immunosorbent assay (ELISA) ; the correlation between plasma sTM
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and general data of ischemic stroke patients with early neurological deterioration after rt-PA intravenous thrombolysis was
analyzed by Pearson’s method and Spearman’s method ; the predictive value of plasma sTM for early neurological deteriora-
tion after rt-PA intravenous thrombolysis in patients with ischemic stroke was analyzed by receiver operating characteristic
curve (ROC curve) ; the factors affecting early neurological deterioration after rt-PA intravenous thrombolysis in patients
with ischemic stroke were analyzed by multivariate Logistic regression. Results The plasma sTM ((50.64£12.17)
pe/Lovs. (33.76+8.67) wg/L), age ((67.34+10.87) years vs. (60.22+11.05) years), hs-CRP ((12.59+3.23)
mg/L vs. (4.92+1.13) mg/L), fasting blood glucose ( (7.31x1.96) mmol/L vs. (5.86+1.92) mmol/L), and propor-
tion of diabetes (32.26% wvs. 16.45% ) were higher in the neurological deterioration group than those of the non-neurologi-
cal deterioration group, and the difference was statistically significant ( P<0.05). Plasma sTM of ischemic stroke patients
with early neurological deterioration after rt-PA intravenous thrombolysis was positively correlated with age, hs-CRP, fasting

blood glucose, and diabetes (P<0.05).

deterioration after rt-PA intravenous thrombolysis in patients with ischemic stroke was 0. 852, the specificity was 81. 6% ,

The area under the curve (AUC) of plasma sTM predicting early neurological
and the sensitivity was 80. 6% . sTM and fasting blood glucose were independent factors influencing early neurological de-
terioration after rt-PA intravenous thrombolysis in patients with ischemic stroke (P<0.05). Conclusion Plasma sTM

has important predictive value for early neurological deterioration after rt-PA intravenous thrombolysis in patients with ische-
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mic stroke.
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*1. HEYREBEUASEMEeBLA—RERILE
Table 1. Comparison of general data between neurological

deterioration group and non-neurological deterioration group

R MR )

IH WAL (n=152) AL (n=31) X P

B/ IH(% )] 88(57.89) 18(58.06)  0.000 0.986
iR 60.22+11.05  67.34+10.87 3.278 0.001
e ./ mmHg 132.56+16.41 133.72+18.91 0.349 0.727
#Fik K/ mmHg 86.92+13.07 88.53+12.46 0.630 0.530
WML/ [Bil(% )]  45(29.61) 9(29.03)  0.004 0.949
BERIG/ [ (% )] 25(16.45) 10(32.26)  4.161 0.041
R/ [B(%)]  98(64.47) 20(64.52)  0.000 0.996
SR/ [BI(% )] 30(19.74) 7(22.58)  0.129 0.719

A 4k i LA b
T %?Ezszfsbz) %4@?&1221) e P
Eﬁi%ﬂm%%ﬁ 118.26+55.47 122.31£62.94 0.362 0.718
ZRRIMFE (mmol/L)  5.86+1.92 7.31+1.96  3.819 0.000
HDLC/(mmol/L)  1.10+0.32 1.08+0.30  0.320 0.749
TG/ ( mmol/L) 1.19£0.23 1.20£0.26  0.216 0.829
TC/ ( mmol/L) 4.28+0.94 4.32+1.03  0.212 0.832
LDLC/ ( mmol/L) 2.4920.42 2.5320.48  0.471 0.638
hs-CRP/ (mg/L) 4.92+1.13 12.59£3.23  23.282 0.000
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M2 I RE AL ZH 12 sTM K5 TR 2 3)
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F+2. AT A SIFMEThEE R A NS sSTM KFLLE:
Table 2. Comparison of plasma sTM levels between

neurological deterioration group and non-neurological

deterioration group AT e/ L
) n sTM
eI BE B 152 33.76+8. 67
(R 31 50.64+12.17
t 9.170
P 0. 000

2.3 rn-PA FREKiR 1R G REMA TR R Ry ER M 1
FHBEME STM KFEEFER MR hs-CRP 7KF
== i I A AR A PR 7 B B 5K

Pearson Spearman Vit S TN ,rt-PA
RIS IS L0 Pl 22 T R I A Y Bl il 1 A e R
1 sTM ZKF- S54RI hs-CRP 7KF- 25 I 1L
FBEPRIG IR IEAH G K FR (P<0. 05538 3) .

& 3. rt-PA BRI R R HMA T RE R R BRI 2
BEMIE sSTM KT 5—MRFREEX

Table 3. Correlation between plasma sTM and general

data in ischemic stroke patients with early neurological

deterioration after intravenous thrombolysis with rt-PA

B sTM
k=t
r P
A 0.536 0.004
hs-CRP 0.484 0.010
23 N B 0.512 0. 007
W PRI 0.529 0. 004
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rt-PA K 5 A TG Rl 22 D) e AL S RS AR
22 ROC 4k, 455K Bon, MK sTM 7K S T it
MPEA 3 rt-PA #5502 D) g Ak
B 2R T 1 FR (area under curve, AUC) S 0. 852
(95% C1.0.775 ~0.929) , # Wi {E A 40. 331 pg/L,
Fi5ERE R 81. 6% , RAGIE H 80.6% (K1),
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Figure 1. ROC curve of plasma sTM predicting early
neurological deterioration after intravenous thrombolysis

with rt-PA in patients with ischemic stroke

2.5 HMELmMEZFEFEE -PA BERARERH
HWAEThEE BB 2 B & Logistic BIVF5 47

DL MRS o R r-PA KRR S T kA
YRR T RE AR Sy PR i HERR PN IR T
EPORIES IR N E G, LUIML3E sTM  hs-CRP il =5 7
MHEAK T DL SARE IS DRIy B AR AT 2 R
Logistic [BIJT43H7 , 2553 B R L% <TM F5s I8 1l 4 7K
IR B PER T R -PA FRIKIA R KA R
ZUIRERAL A S R R (P<0. 055K 4) .

F 4. HMERMEEFREE rt-PA BB REH
L ThEERIL 19 % E 3R Logistic B34 47
Table 4. Multivariate Logistic regression analysis of early
neurological deterioration after intravenous thrombolysis
with rt-PA in patients with ischemic stroke

HIMEE B SE  Wald P OR 95% CI

sTM 0.853 0.214 15.893 0.000 2.347 1.543 ~3.570
AEHE 0.093 0.136 0.473 0.492 1.098 0.841 ~1.433
hs-CRP 0.111 0.235 0.222 0.638 1.117 0.705 ~1.770
ZHEIMAE 0.796 0.280 8.076 0.004 2.216 1.280 ~3.836
WERFR  0.186 0.273 0.462 0.496 1.204 0.705 ~2.056
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