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Serum TIGAR mRNA level in patients with acute ischemic stroke and its relationship
with prognosis
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[ ABSTRACT] Aim  To investigate the level of serum tp53-induced glycolysis and apoptotic and regulator ( TIGAR)
mRNA in patients with acute ischemic stroke and its relationship with prognosis. Methods 247 patients with acute is-
chemic stroke were selected as the study object.  The age, sex, body mass index, hypertension, hyperlipidemia,
diabetes, coronary heart disease, smoking, stroke distribution, stroke onset time, toast etiology, severity, stroke focus
number, hemorrhage transformation, homocysteine (Hey) , C-reactive protein (CRP), D-Dimer (D-D), hemoglobin Alc
(HbAlc) , angiopoietin-1 ( Ang-1) of patients were collected. ~Real-time fluorescence quantitative PCR (qRT-PCR) was
used to detect the relative expression of serum TIGAR mRNA, and its relationship with prognosis was analyzed. Re-
sults The incidence of poor prognosis in 247 patients with acute ischemic stroke was 47. 77% within 90 days.  The rela-
tive expression of TIGAR mRNA in the prognosis group was significantly higher than that in the poor prognosis group, and
the difference was statistically significant (P<0.05). The area under the curve AUC, sensitivity and specificity of TIGAR
mRNA in evaluating the prognosis of patients with acute ischemic stroke were 0. 886, 88. 14% and 80. 62% , respectively.
Logistic multivariate regression analysis showed that the onset time of stroke, TOAST etiology classification, severity, hem-
orrhagic transformation and TIGAR mRNA were closely related to the prognosis of patients with acute ischemic stroke.
Conclusion The higher the relative expression of TIGAR mRNA in serum, the better the prognosis of patients with acute

ischemic stroke.  Detection of relative expression of TIGAR mRNA is helpful to assess the prognosis of patients.
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Table 1. Gene Sequence
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TICAR mRNA - b s eTTCCCTGGOTGCTTTCG 3
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Table 2. Comparison of baseline data between two groups

AR W
(%) 56.38+7.38 54.76+8.05 1.650 0.100
B () 68/50 76/53 0.042 0.838
WEFSH(kg/m?)  24.73%3.20  24.69+3.32  0.096 0.923
L 1% ) ] 42(35.59)  38(29.46) 1.060 0.303
FIISMAE[M1(% )] 35(29.66)  32(24.81) 0.735 0.391
BEWRIGE 1% ) ] 37(31.36)  35(27.13) 0.532 0.466
e [ (% ) ] 24(20.34)  22(17.05) 0.439 0.508
W (% ) ) 44(37.29)  40(31.01) 1.083 0.298
Ji 7 e o I TR] [ 451 (% ) 16.537 <0.001
R 23(19.49)  51(39.53)

i 40(33.90)  46(35.66)

AYEEM 55(46.61)  32(24.81)

TOAST 5 K253 I [ (% ) 13.935 0.003
KEBKIGREREILPE 67(56.78)  44(34.11)

/NG ik P FE T 20(16.95)  26(20.16)

DU PERRFE 16(13.56)  33(25.58)

9 PRI R T Ay 15(12.71)  26(20.16)
JEEAREE (% ) ] 22.423 <0.001
LEYE 35(29.66)  77(59.69)

RICE9ES 83(70.34)  52(40.31)
i A (% ) ] 0.022 0.882
HIPEER 56(47.46)  60(46.51)

SRR 62(52.54)  69(53.49)
i 2 e b B 41 (%% ) ] 9.538 0.002
3 50(42.37)  80(62.02)

2K 68(57.63)  49(37.98)

WA B(% )] 25(21.19)  14(10.85) 4.949 0.026
Hey(pg/L) 10.57£2.71  8.16+2.13  7.804 <0.001
CRP(mg/L) 11.94+2.83  8.36+2.40 10.751 <0.001
D-D(pg/L) 235.80+34.71 175.78+30. 16 14.537 <0.001
HbAlc(% ) 8.13x1.42  5.66x1.05 15.631 <0.001
Ang-1( pg/L) 3.42+0.48  3.0820.31 6.668 <0.001
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Figure 1. ROC curve for evaluating prognosis of patients
with acute ischemic stroke by serum TIGAR mRNA
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Table 3. Factors affecting the prognosis of patients with a-
cute ischemic stroke
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