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Figure 1 Sanger sequence of Case 1 and her parents
The patient had compound heterozygous mutations of
¢.338T > C (p.Leul13Pro) and ¢.1147G > A (p.Gly383Arg) in
TH gene (arrows indicate; Panel la, 1b). The father of the
patient carried a heterozygous mutation of ¢.1147G > A (p.
Gly383Arg) in TH gene (arrow indicates; Panel lc, 1d).
The mother of the patient carried a heterozygous mutation of
¢.338T > C (p. Leul13Pro) in TH gene (arrow indicates;
Panel le, 1f).
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Figure 2 Sanger sequence of Case 2 and her parents The
patient had compound heterozygous mutations of ¢.605G > A (p.
Arg202His) and ¢.641G > T (p.Arg214Met) in TH gene (arrows
indicate; Panel 2a, 2b). The father of the patient carried a
heterozygous mutation of ¢.641G > T (p.Arg214Met) in TH gene
(arrow indicates; Panel 2¢, 2d). The mother of the patient carried
a heterozygous mutation of ¢.605G > A (p.Arg202His) in TH gene
(arrow indicates; Panel 2e, 2f).
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delayed postoperative hyponatremia( DPH)
IKIG MR IEIBEIGTE  varicella-zoster virus(VZV)
FEiMLAEAK  random forest(RF)
B E ALY myeloperoxidase(MPO)
A A £
A 20 5 0 J5T A B A A

myelin oligodendrocyte glycoprotein(MOG )
5 S P 51 B0 0 i

Activities-Specific Balance Confidence Scale(ABC)
PR AR aspartate aminotransferase( AST)
o-ZE il R A
HIERJH#  pseudorabies virus(PRV)
R AR Z B adenosine deaminase(ADA)

Vogt-/IMji- it 25 4 Ak
Vogt-Koyanagi-Harada syndrome( VKHS)

myelin basic protein(MBP)

a-synuclein(a-Syn)

L% 75 cardiopulmonary resuscitation( CPR)

P A ES RN
Behavioral Risk Factor Surveillance System(BRFSS)

P N R 2R A E

severe acute respiratory syndrome(SARS)
Rivermead #3145 %1 Rivermead Mobility Index(RMI)
BALYI PTG N graft versus host reaction(GVHR)

- 7> iA] gL -

Albright 38t /& ¥ 5 7 A RAE
Albright’s hereditary osteodystrophy(AHO)

VR F WYUK hepatitis B surface antibody(HBsAb)
CHRIF R F WAL hepatitis B surface antigen( HBsAg)
ARV RAZOPUR  hepatitis B core antibody(HBcAb)
LI % e Btk hepatitis B e antibody(HBeAb)

AT 9 e L hepatitis B e antigen( HBeAg)

P BR T PE I B R cryptococcal meningitis(CM )
POLEMIKIMAE &R fundus fluorescein angiography(FFA)

SR AU i 25 2002
Nutritional Risk Screening 2002(NRS 2002)

A RFE R F-a tumor necrosis factor-a( TNF-a)
R R A /MR 8D 25 A AR

severe fever with thrombocytopenia syndrome(SFTS)
R EE T AL suid herpesvirus-1(SuHV-1)
EMMHE L subjective visual vertical(SVV)
AR AL natural killer lymphocyte(NK)
FISR A THRIE  natural killer T lymphocyte(NKT)
A& &  autoimmune encephalitis(AE)
S E L total cholesterol(TC)

DB PVRE minimally conscious state(MCS)



