Neuromuscular complications of chemotherapeutic agents
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Chemotherapeutic agents bring out various neuromuscular complications; sensory neuropathy, Guillain-Barre syn-
drome, myasthenia gravis, myositis, and so on. Chemotherapy induced peripheral neuropathy (CIPN) is a primarily sen-
sory neuropathy presenting with numbness, tingling, or neuropathic pain in the fingertips and toes. Taxanes, platinum,
vinca alkaloids, and bortezomib are the major chemotherapeutic agents that induce CIPN. The precise pathophysiology
of CIPN remains complex and appears to be chemotherapeutic agents specific. There has been no proven preventive
therapy of CIPN and duloxetine is the only evidence based medicine for symptomatic treatment of CIPN. Immune check-
point inhibitor (ICI) treatment causes neurologic immune-related adverse events (ir-AEs) including encephalitis, neuro-
pathies, myasthenia gravis, and myositis. Diagnosing neurological ir-AEs of ICl is difficult because of nonspecific symp-
toms such as fatigue and weakness and negative results of diagnostic tests. Early detection with timely management lead
to relatively good prognosis.
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H(dorsal root ganglia)@ Z<4=(spinal cord)o]] M3}= Tt
of AT Ao E FFE1 Qltt. AA7A] AA1E CIPNE
2 7142 1) F4R2HHaxonal transport) Aol 2) o]
E =2 (ion channel) 24 o, 3) v|EZE=g]o} 7]5 Aofj9}
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(1) Taxanes

Taxanes< F&¥(tubulin)9] 2H8-Z A|oto] ZAkyt
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National Cancer Institute-Common Terminology
Criteria for Adverse Events (NCI-CTCAE):= Q@ @& x
7P 48 AREE AL Qe H i FAP|Y B35l thgk 3ol
H=35}11, AAFAZE ¥ol(inter-rater variability) 7} AA &
24Jo] oAt} Functional Assessment of Cancer
Therapy (FACT)-Taxane''#} EORTC-CIPN20'®, o]9] &
2321 CIPN15 7= A7t S4L 2F4ohs 4EAZ 55
ZokRt F/3e] Wslo] viztsto] §-835F AAE A2tE L
Jtt. Total Neuropathy Score (TNS)&= 3H4+9] 24T A
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AA7HA] CIPNZ A#ol= 237t #ed A &= glth
Acetyl-L-carnitine AM&RF SO A= SA0] oot
o],? u]=zetdZ3](American Society for Clinical
Oncology, ASCO)IAIE AF§3HA] SF=2 A3k Sict
N-acetylcystine, glutathione, omega-3 fatty acid &=
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= AREOHR] 22 o]l H]f| CIPN ¥HAY-go] 54 07 oJu]
A RQEoL} G717t ARG A] A AIQES] WAFHI =7} o}
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Hot > 212 ASCO7Io| = RRI0) A= CIPN o8 913 417]
oA S ESFSF AR 7FR] AFE kA (all-trans retinoic acid,
amitriptyline, cannabinoids, gabapentin/pregabalin,
glutamate, metformin, minocycline, nimodipine, ven-
lafaxine, H|EIRIB)E 55 A& £H 02 AMESHA] &F
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Aol oJgt A2 TAIZES] FEA|(T cell receptor,
TCR)o| g+gdo] Aste F-PALA E(antigen presenting
cell, APC)7} Aot A AlZbETt. TA| 2] £351E 9ol
= TCR3} APCO] Aglof 2J3t 415 2o FHEAHco-stim-
ulation)o] WQatch® CTLA-49} PD-12 TA|E EHO
Aok THZES] £3He JA ot S9A= 2TtER, 2
71-ol tieiA THZ7F S35 A] ghs THIZHEo] o
ofUtA sh= IS st Ut A2 EH= CTLA-4,
PD-13} Agst= 27k=(CD80/CD86, PD-L1/PDL-2)7}
UOIA], Ao ThRE THI ] &3k ARt ta
I 9ol 7= ICI= CTLA-4, PD-13} Aol 27tE
of| Agtsto], TAIZE E43AA TH 7t UM EZE F2 5t
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(inflammatory A
(ganglionopathy), MG, -89 50| tt. 0% 36%2] 3k}
oL o] AgHSo] A= Fute|o] Lpehgttht WHOS] o]
E#|o] A5 0] 83t Ao A ICI X R & 48,65379] 7
fo] HTE|glon, MG (0.47%), T2 (1.16%)0]
A/254 (0.51%), HEHF (0.07%)F 3HA 1C19] F8 H
AATRZGo 9t TR AAHL FA LAY, E3]
GBS7} 714 E3c.
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2, 27149 24 ast gesit

polyradiculoneuropathy),
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