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[Abstract] Objective To explore the predictive value of early postoperative cognitive dysfunc-
tion (POCD) in elderly patients with magnetic resonance diffusion tensor imaging (DTI) parameter
fractional anisotropy (FA ) of the frontal lobe (PFC) and the corpus callosum (CC).
Methods Eighty-one patients undergoing laparoscopic radical surgery of gastric cancer or colon canc-
er, 50 males and 31 females, aged = 65 years, ASA physical status [[[ . were enrolled in this study.
The patients were divided into two groups according to whether they had postoperative cognitive dys-
function: POCD gorup (n = 21) and non-POCD group (n = 60). Eligible patients underwent DTI
examination and cognitive function assessment on the day before surgery and one week after surgery
to obtain the FA and neuropsychological results. The Z score was used to determine whether POCD
occurred. The receiver operating characteristic curve (ROC) was used to analyze preoperative FA
value of PFC and CC knee of both sides for the diagnosis of early POCD. Results The incidence of
early POCD was 25.93% (21/81). The FA of PFC and CC knee in POCD group were significantly
lower than those in non-POCD group before and after operation (P <C 0. 05). The FA value area un-
der the curve of preoperative left PFC, right PFC and CC were 0.757, 0.764 and 0.688,
respectively, which were respectively higher than those under the postoperative FA values 0. 691,
0.694 and 0.663 (P <T 0.05). Conclusion The FA value of PFC and CC knee in early POCD
patients are lower than that of non-POCD patients preoperatively, and the diagnostic efficiency is
higher than that of the postoperative, suggesting that preoperative FA value is helpful for the predic-
tion and evaluation of early POCD in elderly patients.
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