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Case reports

Systemic lupus erythematosus with neurological manifestation as initial symptom: one case report
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brain atrophy (arrow indicates). Figure 3

Figure 1 Axial T\WI showed patchy low-intensity signals at white matter of left temporal lobe and external capsule, and mildly patchy
high-intensity signals within the lesion (arrow indicates). Figure 2 Axial T,WI showed patchy high-intensity signals at white matter of
left temporal lobe and external capsule, with amplified bilateral ventricles and widened bilateral sulci and fissures, which suggested slight
Cranial MRI showed obvious enhancement at local meninges of left temporal lobe,
cerebellar sulcus and pons (arrows indicate). Axial enhanced T\W1 (Panel 3a). Sagittal enhanced TiWI (Panel 3b).
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Figure 1 A 57-year-old male patient had suffered from intermittent headache and came to clinic in February 2014. MRI showed a
space - occupying lesion in the left lateral ventricle. Then an exploratory craniotomy was performed and postoperative pathological
diagnosis was subependymoma. Coronal TiWI showed an oval lesion with clear boundary, which showed slightly hypointensity located in
the left lateral ventricle (arrow indicates). The intensity of the tumor was higher than that of cerebrospinal fluid (CSF). The left lateral
ventricle was slightly dilated (Panel la). Axial T,WI showed a well-defined hyperintensity lesion in the left lateral ventricle (arrow
indicates), which intensity was slightly lower than that of CSF (Panel 1b). Axial FLAIR showed the lesion with heterogeneously high
intensity (arrow indicates, Panel 1c). Coronal enhanced T\WI showed that there was no obviously abnormal enhancement with the tumor
(arrow indicates, Panel 1d).
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