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Figure S1. Brain MRI images for the second lesion for Patient 1 upon presentation: 

The lesion in the right temporal lobe shows high signal intensity on T2-weighted 

imaging (T2) (F1) and T2- fluid attenuated inversion recovery (F2), with ring 

enhancement on post-contrast T1-weighted imaging (T1) (F3), surrounded by edema, 

and isointense on diffusion weighted imaging (DWI) (F4) and hyperintense on apparent 

diffusion coefficient (ADC) (F5). 
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Figure S2. Follow-up Brain MRI for Patient 1 after four months of treatment showing 

the left frontal lobe lesion being decreased in size and decreased associated edema.  

T2-weighted (G1), T2-fluid attenuation inversion recovery (FLAIR, G2), diffusion 

weighted imaging (DWI, G3) and post-contrast T1-weighted images (G4).  
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Figure S3. Follow-up brain MRI for Patient 3 after five months of treatment showing 

the lesions in the right cerebral peduncle and right temporal lobe being decreased in 

size and associated edema. H1: T1-weighted image, H2: T2-weighted image, H3: T2-

fluid attenuation inversion recovery (FLAIR) image, H4: diffusion weighted imaging 

(DWI) image, H5: apparent diffusion coefficient (ADC) image, H6: post-contrast T1 

image. 
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Table S1. A comprehensive review of neuroimaging features of cerebral toxoplasmosis in patients with and without transplantation. 

Number of 

patients 

The site of the lesions Number 

of lesions 

Neuroimaging 

examination 

Imaging findings Referen

ces 

1 Left frontal lobe, right occipital lobe 2 T2, T2-FLAIR An appearance of a target sign is observed in the left frontal lobe and right occipital lobe on T2 and T2-FLAIR sequences, with a three-layered signal pattern of low-

high-low, surrounded by edema signal in the lesion area. 

[1] 

1 Basal ganglia, supratentorial and 

subtentorial brain parenchyma 

multiple T1, T2-FLAIR, DWI, T1 

enhanced scan 

The lesion appears isointense on T1, and shows iso or high or peripheral low signal and central high signal on T2-FLAIR. Some lesions showed peripheral high 

signal and internal low signal on DWI, while others demonstrate unrestricted diffusion. The T1 contrast-enhanced scan reveals annular enhancement of the lesion. 

[2] 

2 Left basal ganglia, large cerebellum, 

thalamus 

multiple T2-FLAIR Multiple irregular nodular and patchy areas of abnormal high signal intensity were detected on brain T2-FLAIR imaging, with some lesions demonstrating a target 

sign characterized by low-high-low three-layered signal intensity from the periphery to the center. 

[3] 

1 Right basal ganglia, right internal 

capsule, right hippocampus, left 

thalamus and left caudate nucleus 

multiple CT plain scan, T1, T2, 

T2-FLAIR, DWI, T1 

enhanced scan 

The CT scan reveals multiple discrete low-density areas in the right basal ganglia, right internal capsule, right hippocampus, bilateral thalamus, and left caudate 

nucleus. T2 and T2-FLAIR sequences demonstrate high signal lesions in the basal ganglia and left thalamus, with extensive high signal lesions also seen at the gray-

white matter junction. T1 show high signal at the periphery and low signal at the center of some lesions, while DWI indicates high signal at the edges and low signal 

at the center of certain lesions. Additionally, the T1 contrast-enhanced scan reveals annular of some lesions. 

[4] 

14 Basal ganglia, large cerebellar 

hemispheres 

multiple T1 enhanced scan, T2, 

T2-FLAIR 

In 10 patients, there was ring and eccentric or central core enhancement on T1, or a target sign with low-high-low three-layered signal from the periphery to the 

center on T2 or T2-FLAIR, or both. In one patient, there was isolated T1 enhancement with a target sign, in four patients there was isolated T2/T2-FLAIR target 

sign, and in five patients, both presentations were observed. Four patients did not exhibit of these features. 

[5] 

10 Subcortical areas of frontal, parietal 

and temporal foramen (5 patients), 

midbrain (2 patients), cerebellum (1 

patient), thalamus (1 patient) 

multiple T1, T2, T2-FLAIR, T1 

enhanced scan 

The lesions predominantly demonstrate isointensity or hypointensity on T1. Different signal patterns are observed on T2: deep lesions exhibit high or heterogeneous 

signal, while 50% of superficial lesions show low signal, with 100% of the lesions surrounded by edema. T2-FLAIR reveals heterogeneous, isointense, hypointense, 

or hyperintense patterns. All patients show enhancement on T1 contrast-enhanced imaging, predominantly in a ring-like fashion, with one patient displaying target-

like enhancement.  

[6] 

27 Cerebral hemispheres, basal ganglia 

and cerebellum 

multiple CT plain and enhanced 

scan, MRI enhanced 

scan 

CT: Most of the lesions demonstrate ring enhancement, with few showing homogeneous enhancement. In three patients, there were only multiple low-density lesions. 

MRI examination revealed an increase in lesions, ring enhancement observed. 

[7] 

1 Right frontal and parietal lobes multiple T1 enhanced scan, T2 The T1 enhancement reveals lesions with ring enhancement and eccentric target-like enhancement, while T2 shows lesions with a low-high-low three-layered target 

sign from the periphery to the center. 

[8] 

6 Temporal lobe, parietal lobe, 

cerebellum 

Unknown FDG PET/CT Decreased radiotracer uptake in 6 patients of cerebral toxoplasmosis [9] 

15 Unknown Unknown MRS In 11 patients, the lesions showed elevated or significantly elevated Cho/Cr levels, 4 patients were normal with no low levels.  [10] 
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Abbreviations: CT=computed tomography; Cho=choline; Cr=creatine; DWI=diffusion-weighted imaging; FDG PET/CT=fluorodeoxyglucose positron emission 

tomography/computed tomography; FLAIR=fluid attenuated inversion recovery; Lip=lipid; MRI=magnetic resonance imaging; MRS=magnetic resonance 

spectroscopy; NA=N-acetylaspartate; T1=T1-weighted imaging; T2=T2 weighted imaging. 
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