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[Abstract] Objective: Using dynamic contrast enhanced MRI (DCE-MRID) to evaluate the application value of two dif-

ferent tracer-kinetic models for ischemic white matter disease. Methods: From April to October, 2016, fifty-seven subjects

were recruited and divided into 2 groups based on the Fazekas score:control group (score 0~2,n=18,male/female:10/8)

and patients’s group (score 3~6,n=39,male/female:17/22). All of the participants undertook DCE-MR scanning. Patlak

model and extended tofts model were used to study the Ktrans value of white matter disease. The difference of Ktrans value

between the two groups was conducted using Mann-whitney U test. The sensitivity and specificity of Ktrans value obtained

by the two different models were analyzed with receiver operating characteristic (ROC) curve. Results; The Ktrans values

obained by Patlak model was 0. 20 (0.05,0.31) X 10 “min ' and 0. 62 (0.39,1.12) X 10 *min"

and patients’ group,which was 4. 00 (1. 80,

5.99) X 10 'min~! and 7. 20 (4. 60,13.20) X 10" min™"

respectively for control

respectively for the

two groups by extended tofts model. The Ktrans values of patients group obtained by the two models were higher than that

of control group, with significant difference (P<C0.001). The Ktrans values obtained by Patlak model had the better sensi-

tivity (74. 36 %) and specificity (94.44%) as compared with that of extended tofts model. Conclusions: Ktrans from DCE-

MRI might provide a valuable reference for the pathogenesis of ischemic white matter disease,and the Patlak model is more

suitable for the evaluation of ischemic white matter disease.
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