e 974 vh [ 2 25 AR 4 R 2021 4F4E 37 #4545 7 ] Chin ] Med Imaging Technol, 2021, Vol 37, No 7

CHIRHEHGE

"H-MR spectroscopy in analysis of frontal lobe metabolism
changes of acute anti-N-methyl-D-aspartate receptor
(anti-NMDAR) encephalitis
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[Abstract] Objective To observe bilateral frontal lobe metabolism changes of acute anti-N-methyl-D-aspartate receptor (anti-
NMDAR) encephalitis with ' H-MR spectroscopy (* H-MRS) and the relationships with cognitive impairment, and to evaluate the
application value of ' H-MRS in treatment of this disease. Methods ' H-MRS of bilateral frontal lobes of 20 patients with acute
anti-NMDAR encephalitis (encephalitis group) and 20 healthy adults (control group) were collected to obtain the corresponding
MRS and subpeak areas of the metabolites N-acetylaspartate (NAA), choline (Cho), myoinositol (ml), glutamine + glumate
(GIx) and creatine (Cr) in bilateral frontal cortex. The ratios of NAA/Cr, Cho/Cr, ml/Cr and Glx/Cr were calculated. The
results of cerebrospinal {luid anti-NMDAR antibody in encephalitis group were collected. Cognitive functions were assessed using
mini-mental state examination (MMSE) and montreal cognitive assessment (MoCA) scales and compared between groups. MRS
results were compared between groups, and the relationships with MMSE and MoCA scores and cerebrospinal fluid anti-NMDAR
antibody level in encephalitis patients were analyzed. Results There was no significant difference of NAA/Cr, Cho/Cr, mI/Cr and
Glx/Cr of bilateral frontal lobes in encephalitis group (t=1.03, 2.29, —0.73, 0.15, all P>>0.05). Compared with those in
control group, the ratio of NAA/Cr decreased and Glx/Cr increased in bilateral frontal lobes in encephalitis group (all P<C0. 05),
while there was no significant difference of Cho/Cr nor ml/Cr of bilateral frontal lobes (all P=>0. 05). No significant correlation of
the ratios of NAA/Cr, Cho/Cr, mI/Cr, Glx/Cr, MMSE, MoCA scores nor of cerebrospinal fluid anti-NMDAR antibody levels
was found in encephalitis group (all P> 0.05). Conclusion ' H-MRS was helpful to diagnosing and monitoring the
development of acute anti-NMDAR encephalitis. NAA level decreased and Glx level increased in bilateral frontal cortex in
acute anti-NMDAR encephalitis, but there was no significant correlation between the changes of bilateral frontal cortex
metabolites and cognitive impairment.
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TIWT L5350 T 72 A7 AR [ 3 A2 2E 2 ROT 8T Ml
HW NG W5 00BN A5 2 A R T L S BT 3 12
(point resolve spectroscopy, PRESS) 41| K £ Bk 2 I
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MMSE #F 4> 4 ~ 29 %3, 15
(18.23 4+ 8.62) 4%, MoCA T /¢
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