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[ Abstract] Obijective
syndrome (HES). Methods A retrospective case-control study was carried out on all the consecutive in-patients diagnosed

To investigate the relative risk factors of cerebral infarction in the patients with hypereosinophilic

with eosinophilia in the Shaanxi Provincial People’s Hospital and the Second Affiliated Hospital of Xi’an Jiaotong University
from March 2005 to March 2015. Their clinical data and follow-up information were collected. Disease course, laboratory
results, radiological results, and treatment recordings were analyzed for their correlation with the occurrence of cerebral
infarction. Results A total of 120 HES patients were enrolled in this study, and 8 of them (6 males and 2 females) suffered
from acute cerebral infarction, with an incidence of 6.7%. Laboratory examination indicated that the serum levels of creatine
kinase isoenzyme and troponin T were obviously higher in those with acute cerebral infarction than those without (P < 0.05).
Conclusion HES patients are at high risk of cerebral infarction, which might be due to the impairment and necrosis of
endocardium and myocardium, thrombogenesis, and embolism.
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Table 1 Comparison of clinical data between two groups

Cerebral
Item infarction group Control group

(n=8) (n=112)
Male[n(%)] 6 (75.00) 85 (75.89)
Male age(years, x +s) 51.20 + 6.02 55.40 + 6.01
Female age(years, x =) 49.00 £ 7.07 45,00 + 6.08
Plasma D-dimer(mg/L, x £s) 0.75+0.46 0.63+0.46
WBC(x 10%L, x £5) 11.20 +1.06 10.90 + 1.07
AEC(x10%L, X +s) 5.81+1.25 578+1.21
Serum Ige(IU/ml, x +s) 2010 + 200 2011 + 198
C- reactive protein(mg/L, x +s) 106.7 +20.1 107.5+22.2
AST(U/L, x ts) 131.42 £81.80 130.25+80.90
ALT(U/L, x£s) 80.8 +40.85 81.6 +39.90
Creatine kinase isoenzyme 16.65+8.30"  4.08+1.86

(Ho/L, xts)

Troponin T(ug/L, x +5) 2.05+045"  0.22+0.29
BUN(mmol/L, x +s) 8.60 +2.27 8.70+2.25
SCr(umol/L, x +5) 119.00 + 35.65 120.00 + 34.77
Thrombosis[n(%)] 2 (25.00) 12 (10.71)

WBC: white blood cell; AEC: absolute eosinophil count; serum
glutamic-oxaloacetic transaminase; AST: aspartate transaminase;
ALT: alanine transaminase; BUN: blood urea nitrogen; SCr: serum
creatinine. Compared with control group, “P < 0.01
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