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[Abstract] Multiple sclerosis is an autoimmune inflammatory demyelinating disease of the central
nervous system and represents one of the most common causes of chronic neurologic disability. Until
recently, major treatments have relied on agents by injection which can induce injection-related adverse
events. The parenteral route of administration may affect the compliance with therapy in multiple sclerosis.
Therefore, there is a need for the development of oral agents. The research of five oral drugs (cladribine,

fingolimod, teriflunomide, laquinimod and dimethyl fumarate), is carrying out in Phase [l study. In this
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article, we review the undergoing clinical trials of these five oral agents.
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FX & & 5 paired box gene 5(PAXS5)

P ECE mean diffusivity(MD)

KPSi143 Karnofsky Performance Status(KPS)

BFAGH  Hashimoto’s encephalopathy(HE)
BIEINANE  mild cognitive impairment(MCI)
IEHE A RBEIY genome-wide association study(GWAS)
G REIENIC ] generalized myasthenia gravis(GMG)
WY full field of view(fFOV)

AEHHAMEHIE  human leukocyte antigen(HLA)
NERPEGFEHEE human immunodeficiency virus(HIV)
NG0B AL P R R

human chorionic gonadotropin(hCG)

NG A e A 3R B I B3

B- human chorionic gonadotropin(B-hCG)
RS epithelial membrane antigen(EMA )
B R 1 ] o 2 B R

epithelioid malignant peripheral nerve sheath tumor

(EMPNST)
M NUA#EL  neuromuscular junction(NMJ)
M ERK 521K nerve growth factor receptor(NGFR)
M2 neurofilament(NF)

- I~ ] it -

P2 ESE  neurofilament heavy chain(NfH)
BT S EEALIE  neuron-specific enolase( NSE)
KB ZE growth hormone(GH)
RGN germ cell tumors(GCTs)
FIRTL  bases excess(BE)
S 1 5 S M4 B

experimental autoimmune encephalomyelitis( EAE)
SEH TR A B G 2 48

experimental autoimmune neuritis(EAN)

SRR A B Gk EAE ILTE

experimental autoimmune myasthenia gravis(EAMG)
PLBEE K HL 7 visual evoked potential(VEP)
WA 25 - B R 22 O 1 R AL
opticospinal multiple sclerosis(OSMS)
WA ZHERER  neuromyelitis optica(NMO)
P 225 B 58 1% 2%
neuromyelitis optica spectrum disorders(NMOSDs)
MAZ R optic neuritis(ON)
P 22 58 1097 150
Optic Neuritis Treatment Trial (ONTT)
Ryanodine %Zf& Ryanodine receptor( RyR)



