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ABSTRACT Objective: To explore the correlation between serum advanced glycosylation end products (AGEs) and soluble phase
glycosylation end product receptors (SRAGE) and hemorrhagic transformation after acute cerebral infarction. Methods: A total of 131
patients with acute cerebral infarction diagnosed and treated in our hospital from January 2017 to December 2019 were included in the
study. They were divided into HT group and NHT group according to whether hemorrhagic transformation occurred. The AGEs, sSRAGE
and other related laboratory indicators, using multi-factor Logistic regression model to analyze the factors affecting hemorrhagic
transformation of acute cerebral infarction, and Pearson correlation model to analyze the correlation between serum AGEs and sSRAGE.
Results: The proportion of patients with HT group combined with diabetes history, atrial fibrillation history, cerebral embolism ratio,
infarct size, the proportion of anticoagulant therapy and serum levels of IL-18, TNF-«, and AGEs were significantly higher than those of
NHT group (all P<<0.05). There were no significant differences in age, gender and other general data of the two groups of patients and
laboratory indicators such as PLT and TC (both P>0.05); multivariate logistic regression analysis showed large infarct size, high IL-1p,
TNF-a and AGEs Level is a protective factor for hemorrhagic conversion after acute cerebral infarction (OR=0.625, 0.832, 0.874, 0.708;
all P<0.05), while no anticoagulation therapy and high sSRAGE are hemorrhagic conversion after acute cerebral infarction Risk factors
(OR=10.901, 1.004; all P<0.05); correlation analysis showed that serum sRAGE levels were significantly negatively correlated with
AGEs, IL-18 and TNF-«a levels (p=-0.852, -0.828, -0.826; Both P<0.05). Conclusion: Serum AGEs is a risk factor for hemorrhagic
conversion in patients with acute cerebral infarction, and SRAGE is a protective factor. SRAGE may inhibit the combination of RAGE
and AGEs, thereby reducing the release of inflammatory mediators, vascular damage, and the risk of HT.
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Table 1 Comparison of general information between the two groups

Information HT group(n=42) NHT group(n=89) t/x® P
Age(xt s;years) 62.27+ 7.36 61.89% 7.65 0.269 0.789
Bender( case)

male 20 46
0.189 0.664

female 22 43
BMI(xt s;kg-m?) 22.49+ 6.98 23.02+ 7.11 0.401 0.689
Smoking history( case ) 16 43 1.204 0.273
Drinking history( case ) 12 31 0.507 0.476
History of hypertension( case ) 28 50 1.303 0.254
History of diabetes( case ) 28 35 8.544 0.003
History of hyperlipidemia( case ) 11 12 3.183 0.074
History of atrial fibrillation( case ) 10 9 4317 0.038
History of CDA( case ) 9 14 0.640 0.424
History of stroke or TIA( case ) 5 9 0.096 0.757

ZR 1 MABRERKERILE

Table 1(Continued) Comparison of clinical data between the two groups

Information HT group(n=42) NHT group(n=89) /i’ P
Onset form( case ) Cerebral embolism 31 49 4221 0.040
Cerebral thrombosis 11 40
Infarct site( case ) Cortex 32 55 0.167 0.683
Subcortical 17 34
Infarct size(xt 5; cm?®) 3.22+ 1.96 1.98%+ 1.07 4.681 0.000
Atherosclerosis 10 28
Small artery occlusion 16 38
Types of cerebral Cardiogenic cerebral embolism 14 12 8.165 0.086
infarction( case )
Other clear reasons 0 1
Unclear reasons 2 10
Anticoagulant therapy( case ) 13 4 17.688 0.000
Antiplatelet therapy( case ) 36 73 0.278 0.598
Statins( case ) 4 10 0.088 0.767
NHISS score at admission(x* s; score ) 9.61+ 4.48 9.38+ 3.45 0.323 0.747

R 2 BARETRERRLRCE 5

Table 2 Comparison of laboratory indicators between the two groups (xx s)

Laboratory indicators HT group(n=42) NHT group(n=89) t P
PLT(x 10°-L") 178.86% 9.45 181.95+ 8.77 1.836 0.069
TC(mmol-L") 432+ 1.25 4.79+ 1.39 1.864 0.065
TG(mmol-L") 3.12+ 0.73 3.27+ 0.74 1.087 0.279

HDL-C(mmol-L") 1.36x 0.07 1.39+ 0.11 1.618 0.108

LDL-C(mmol-L") 2.89+ 0.43 3.14+ 0.97 1.595 0.113
FPG(mmol-L") 6.61+ 1.19 6.59+ 1.08 0.096 0.924

FIB(g-L") 4.23% 0.98 431+ 1.17 0.384 0.702
IL-6(pg-L") 12.49+ 2.18 11.87+ 2.39 1.424 0.157
IL-18(ng-L") 21.29+ 3.18 19.43+ 3.06 3.206 0.002
TNF-a( pg-L") 54.01+ 7.18 49.18+ 7.02 3.649 0.000

Hs-CRP(mg-L") 15.25+ 1.72 14.89+ 1.61 1.168 0.245
AGEs( wg-mL") 15.02+ 3.48 11.75+ 3.12 5.393 0.000

sRAGE(ng-L") 945.37+ 256.25 1241.15+ 245.90 6.339 0.000
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Table 3 Logistic analysis of multi-factors affecting hemorrhagic transformation after acute cerebral infarction

Confidence
Influencing factors B Standard error Wald P OR 95% CI . |
interval
History of diabetes 0.872 1.032 0.714 0.398 2.391 0.317 18.069
History of atrial fibrillation -1.196 1.245 0.923 0.337 0.302 0.026 3.470
Onset form -0.115 1.062 0.012 0914 0.892 0.111 7.142
Infarct size -0.469 0.232 4.097 0.043 0.625 0.397 0.985
Antiplatelet therapy 2.389 1.070 4.988 0.026 10.901 1.340 88.699
IL-1B8 -0.184 0.093 3.942 0.048 0.832 0.694 0.998
TNF-a -0.134 0.046 8.491 0.004 0.874 0.799 0.957
AGEs -0.345 0.090 14.653 0.000 0.708 0.593 0.845
sRAGE 0.004 0.001 9.600 0.002 1.004 1.001 1.006
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