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Application of MRI combined with caspase-1 and IL-6 in the diagnosis of white matter damage in premature infants”
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(Department of Magnetic Resonance Imaging , Third Hospital of Qinhuangdao ,Qinhuangdao, Hebei 066001 ,China)
Abstract; Objective To explore the diagnostic value of magnetic resonance imaging( MRI) combined with serum cysteine pro-
teinase-1(caspase-1) and interleukin-6 (I1.-6) in preterm infants with white matter damage. Methods A total of 57 cases of prema-
ture infants in neonatal ICU ward from March 2015 to June 2016 were selected as the research objects,and another 39 cases of pre-
term infants without brain damage born in our hospital during the same period were selected as control group,all the premature in-
fants’ brain were detected by MRI instrument, the changes of MRI and DWI signals in all preterm infants were observed, the levels
of 1L.-6 and caspase-1 in the serum of 1 d,3 d and 7 d were measured in preterm infants. The receiver operating characteristic curve
(ROC) was created,the AUC value of MRI, caspase-1,11.-6 single detection and joint detection were calculated. Results In the con-
trol group,the MRI signal was normal,and the T1 weighted signal was enhanced. In the observation group, there were 10 cases of
DWI showed high signal, MRI signal was normal, DWI of 32 cases was showed signal enhanced, MRI showed T1 weighted signal
enhanced,even with T2 low signal occasionally;in another 15 cases,the single of DWI was normal, MRI showed T1 weighted signal
enhanced,even with T2 low signal occasionally. There were 6 cases were linear injury, 14 cases were cluster injury,and 37 cases
were point injury. The serum levels of caspase-1 and 11.-6 in the observation group were significantly higher than those in the con-
trol group in the 1 d,3 d,and 7 d(P<C0. 05). The sensitivity, specificity,accuracy and AUC value of MRI, serum caspase-1 and IL-
6 detected separately had no significant difference,the premature brain white matter injury diagnosis effect was similar(P>>0. 05).
AUC value was significantly higher after combined detection of three indexes,which was significantly higher than the combined de-
tections of two indexes(P<C0. 05). Conclusion MRI combined with caspase-1 and 1L-6 in the detection of white matter damage in
premature infants has good clinical application value.
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