e [ AR 25 2 7 2024 4F 3 1 5 24 4545 3 1)

Chin J Contemp Neurol Neurosurg, March 2024, Vol. 24, No. 3 . 193 .

HUNE I TR Bk A T
EEE SEBK BRAM

[xEiR]  Fhki e
[Key words]

i 5 fk 5

- g B F S -

T VE 45 1l R — il

ilm R, BtmE ks R

Venous thrombosis; Cerebral veins; Colitis, ulcerative; Case reports

Severe deep cerebral venous thrombosis associated with ulcerative colitis: one case report
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Figure 1 Head CT at admission showed low-density in bilateral thalamus and basal ganglia area (thick arrows indicate), and high-
density in great cerebral vein and bilateral internal cerebral venous area (thin arrows indicate). Basal ganglia level (Panel 1a). Lateral
ventricle body level (Panel 1b). Figure 2 Head MRI findings at admission Axial T /WI showed hypointensity involving bilateral
cerebral peduncle, bilateral thalamus, left basal ganglia, around left lateral ventricle and corpus callosum (arrows indicate, Panel 2a).
Axial T,WI showed hyperintensity involving bilateral cerebral peduncle, bilateral thalamus, left basal ganglia, around left lateral ventricle
and corpus callosum (arrows indicate, Panel 2b). Figure 3 Head vein MRBTI at admission showed hyperintensity involving great
cerebral vein, bilateral internal cerebral veins, inferior sagittal sinus, straight sinus (arrows indicate) Axial MRBTI (Panel 3a). Sagittal
MRBTI (panel 3b). Figure 4 Head and neck enhanced MRV findings at admission
visualization of great cerebral vein, bilateral internal cerebral veins, straight sinus (arrow indicates, Panel 4a). Frontal neck enhanced
MRYV showed no visualization of the upper part of the right jugular vein (arrow indicates, Panel 4b).
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Table 1. Results of blood routine examination, inflammatory index and CSF pressure during hospitalization
6 0 i) Hb(g/L)  WBC(x10°%L) PLT(x10%L)  hs-CRP(mg/L)  IL-6(pg/ml) PCT(ng/L) R E S (mm H,0)
2022-07-07 77 10.83 169 27.29 24.17 80 220
2022-07-13 90 9.28 303 0.15 <1.50 20 150(2022-07-14)
2022-07-22 102 6.54 315 37.27 38.65 40 140
2022-07-25 — — — 18.39 21.69 60 160(2022-07-28)
2022-08-01 102 10.98 331 1.01 2.82 — —
2022-08-10 — — — 0.21 <1.50 20 —
IEWSEME 110~150 4~10 100 ~ 300 0-~3 <7 <50 80 ~ 180

— , not detected , KAl , Hb, hemoglobin, IfiL £I. & 4 ; WBC, white blood cell, 4 41 i1 1% ; PLT, platelet, Ifil I # s hs-CRP, high-sensitivity
C-reactive protein, HAL C-J2 W & [ 5 1L-6, interleukin-6, [ 4 i/ % -6 ; PCT, procalcitonin, [P 2%
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FERTIEM 8a  SKHSMUAZMGIR MRV 8b  SUHRIE LAY IR MRV
Figure 6 Dynamic changes of head CT during hospitalization
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Figure 5 Head MRI at 16th day of admission showed the
range of abnormal signals of bilateral thalamus, left basal

ganglia, around left lateral ventricle and corpus callosum were
reduced. Axial T,WI (Panel 5a). Axial T,WI (Panel 5b).
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Axial CT showed high-density shadow in the left occipital cortex at the
16th day of admission (Panel 6a). Axial CT showed high-density shadow of the left occipital cortex and the surrounding low -density
edema band at the 23th day of admission was larger than before (Panel 6b). Axial CT showed high-density shadow of the left occipital

cortex at the 31th day of admission was lower than before (Panel 6¢). Axial CT showed high-density shadow of the left occipital cortex
was reduced at the 37th day of admission (Panel 6d). Figure 7 Head vein MRBTI at 6-month after discharge showed the range of
abnormal signals of bilateral thalamus, inferior sagittal sinus, great cerebral vein, bilateral internal cerebral veins were reduced. Axial
MRBTI (Panel 7a). Sagittal MRBTI (Panel 7b). Figure 8 Head and neck enhanced MRV at 6-month after discharge showed the
straight sinus, great cerebral vein and bilateral internal cerebral veins were clearer than before. Lateral head enhanced MRV (Panel 8a).

Frontal neck enhanced MRV (Panel 8b).
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(MSA-P)

POLZEMKIMA &R fundus fluorescein angiography(FFA)

G s T 4 6 A 25 1 1R 1

<IN S -

stearoyl-coenzyme A desaturase 1(SCD1)
R AZEE T induced pluripotent stem cells(iPSCs)
B AL AL motor unit potential(MUP)
Fugl-Meyeriz glj it % Fugl-Meyer Motor Scale( FMMS)
S EERAY CHE sterol regulatory element(SRE)
SRS RIS e

sterol regulatory element binding protein(SREBP)
HWHEE I B apolipoprotein B(ApoB)
FURRIIA4 FR9R  early-onset Pakinson’s disease( EOPD)
N T 2 T 5 T 2 A SR 47 WA

solute carrier family 47 member 1(SLC47A1)
ST EAAR  Head-Up Tilt Test(HUTT)
JERACR(NIINEREES

Orthostatic Hypotension Questionnaire(OHQ)
BALPEIriEEE Orthostatic Grading Scale(0GS)
XA R 4288 central pattern generators(CPGs)
ML X foveal avascular zone(FAZ)
A TR K I AR T 1

severe deep cerebral venous thrombosis(SDCVT)
TR K 1 transferrin receptor protein 1(TFR1)
H I -5 i A0 1% autophagic-lysosomal pathway(ALP)
i B AR AR

Composite Autonomic Symptoms Score(CASS)
FEAHER  palmitic acid(PA)
BHE R total cholesterol (TC)
BtaufEH  total tau(t-tau)
L B F i levodopa equivalent dose(LED)



