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[Abstract] Objective To evaluate the "“F-fluoro-2-deoxy-D-glucose (“F-FDG) PET performance of
focal cortical dysplasia (FCD) without MRI abnormalities. Methods A total of 47 cases with FCD
underwent standard anterior temporal lobectomy (ATL) and hippocampectomy and were confirmed by
postoperative pathological findings. Preoperative MRI showed no obvious abnormalities, and "F-FDG PET
were performed on all of them. Results There were 26 males and 21 females, aged 9-51 years (the mean
age was 24.35 years). According to postoperative pathological examinations, there were 33 cases of FCD
type | (12 cases of type | a, 8 cases of type | b and 13 cases of type I c¢) and 14 cases of FCD type Il
(10 cases of type Il a and 4 cases of type Il b). A total of 45 cases (95.74%) showed reduced brain
metabolism in PET examination, including 37 cases of focal temporal lobe hypometabolism (located in
medial temporal lobe, temporal pole and hippocampus, etc.) and 8 cases of multifocal hypometabolism
"F-FDG PET imaging

can be taken as an adjunct diagnostic tool in temporal lobe FCD without MRI abnormalities, so it has

(extensive hypometabolism in anterior and posterior temporal lobe). Conclusions

important referential value in clinical diagnosis.

[Key words] Malformations of cortical development;  Epilepsy, temporal lobe;  Magnetic

resonance imaging; Positron-emission tomography
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Figure 2 A 17-year-old male was diagnosed
as temporal epilepsy and underwent standard
left anterior

temporal lobectomy and

hippocampectomy.  Postoperative  pathological
diagnosis was FCD. Cranial imaging findings.
Axial TiWI showed no abnormal signal (Panel
2a). "“F - FDG PET showed diffuse glucose
hypometabolism in left lateral temporal lobe

(yellow and green areas indicate, Panel 2b).
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Figure 1 A 32-year-old female was diagnosed
as temporal epilepsy and underwent standard left
anterior temporal
hippocampectomy.
diagnosis was FCD. Cranial imaging findings.

lobectomy and
Postoperative  pathological

Axial T\WI showed no abnormal signal (Panel
la). "F - FDG PET showed focal glucose
hypometabolism in left lateral temporal lobe
(yellow and green areas indicate, Panel 1b).
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basophilic adenoma. Immunohistochemical staining (EnVision)
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Figure 1  Optical microscopy revealed adrenocorticotrophic hormone (ACTH) adenoma cells were typically amphophilic with round
nuclei. HE staining high power magnified Figure 2  Optical microscopy revealed strongly positive expression of ACTH in
high power magnified
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