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PR AT & B R MAREEIL, H< AN TVAIZEr2»D6T, TORAKTOREMIZIZAMH

BRBEL, KEICANEBTRENFELZVONBURTH 5. RiekiFE I, B0 Quality of Life (QOL)
KT 22, PAAROBRGEORHBCHEHREOMILE REA SN GA1 L <, HEHIRETEE 52285 5.
L7eh 5T, BAERRREKT L TV < D AT, ARMRERTE O PHIL L GEEOMILIE Z b THETH 5.
ARTIE, Pt AAND K 2 RREMREREE Oy B & fEilik, NRWEDBURIZOWTHINTT 5 & & 612, fME &
<, BRR ERRE & 2 > T B2 AFINZ B U 72 AR ARERE T IS DV T, BRI & BRIR THER S oo 200U,
S 5UT, FEBURTOMWICB H7EHE & & L ISR 5.

F—T— K8 B AA] KRR, SR EOE, SEBURTE, EIfE AR

iU &I

AR O W A BRI EF G (combined modality
chemotherapy) 2M7rbhTED, PFIBAKNI K B BAHEY
FEAIL, WBERIERO EOHEDI A BIOBFERSITED
FRICK - T, BEOEAMBOLERIZES L, Ttk
RBEAHRELE LA AT, BABERIC T %2 = KIGkEE L
THEEAREZH-> TS, 72, PiRAANIT %
PEEDESIZ LD, ZLOPBAFNIBNT, RANAEE
(maximum tolerated dose : MTD) % THEREAZMPL T Z
ENTEDLEIIThST2, LrLAans, fidAANZKS
RIHREEEIL, HL< 25RO NTVHBIZE22bLT,
ZOFRERITOFMIIAAL LN L L, REITHEM AR
FEMEPFEL L OO BUIRTH 5. FinsAANZ & 2 KFH
MRtEEL, 7 OHBRHEIC k5 TERED QOL (Quality
of Life) NFE LKL, HEEMIC KA E/F. &
512, PR AFIOEGROREPCHEROPIEE RiEx < &
25602 <, HEHIREME (dose-limiting toxicity :
DLT) &%55Z&e&bb. Lno>T, BNARYIEEL
MBE L T < D AT, RIGFIFEREE OB & IR OHE %
EHOTHEETDH 5.

ARTIE, PiH A BN & 2 R e b o 53 1 & Gl
B, HEOBURIZOWTHIN T 5 & & g2, AL
<, POER EREE 25> T0aHAAA, BV T
a A FRPBAFTDH 5 vincristine, FHEHAITH 5
cisplatin & oxaliplatin, & ¥4 ¥ RPN AHITDH 5 pacli-
taxel, brotezomib, thalidomide {Z B85 U 7= AR foft £28 et T

RIAJE  SENIAE T 142-8501 HUat#hai I X £ 2-4-41 SE 3%
PSSV e
E-mail: ds905@hoshi.ac.jp

ZDOWT, BRI EHRTERES R TS E, <5
(2, RBUWEFEOMUNICEE$ 207G & & SIS 5.

MHPABIC L ZREHEBEEOSHE

ARG AR D I, RE 521 25 FH 00 BRAH A 2= 1
o, BRI R B TR A & o 22 BRSO S kR
DL N D B, ARTIE, PN K 2 AR e DO
KR RBID * 51 = X LIRS 5 & & 2 5 BIER:
I &R BRI A THIZ DO W TR B Z & I2T 5.

F9, MEMEFRRIE, RETEAREREE, B R,
HA P REREIC I N 5.

JETE AP L, IR O SRR & EFEIRL 03 4 OFRRE
SIRAEL 722725 T, FRPHT 2B Twa &9 &
ERA I AR REEE 23 53 A (glove and stocking ) L, KAY
IZWIEEIERDP RS BN DONREHTH 5. 512, K
WA REORBA L U T, A (hypesthesia), T2
WY (dysesthesia @ Hilli#Z L, paresthesia : flli#i» 1),
JEVEWE e (anesthesia), &M EL (hyperesthesia, allo-
dynia) 1230 5", B RRRREEIE, AR A
T, DU AR D FiZEE & I OART, Gt R &
295, RO TRWMERALN, ZHidE
IZWIEEWFE L & 5. BHEMREEE, RN
), AHEEAICRENRAE L, PIRFEERLHITRE, KT
PRI, R, FREMEA Ly 25 ERALNBE I LMD
5.

—77, WWBERECER R E U, T mRRoRE %
ZAF 72 BRI &k 5 T, HhsRIETE (axonopathy), APFEANAY
K FEE (neuronopathy), f#fi#lFasE (myelinopathy) (2747
MxNBY, AN & B ARMEREREOA A — V&KX 112
INT
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Schwann # i
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Axonopathy

Neuronopathy

Myelinopathy

é RHEREE = FR T 5 EAI D IEBERMI

1 SEAMEARR RS OB GOk 2 & 0 5ISRE)

TR, AR RS RS L < AN B
EHTH D, WEOFREITRICH D, wRsHila i i
Rz, TRIICHER A PEE S 2 REGMREEETH 5.
—HENZIIR S, OROGER Y SEENRET S, WK
I, DUBSARAE 2 545 % % glove and stocking M D &4,
FEO G 2T 2 EnE 0. ik Rz T b
728, FHOHEAFR IR L0 EEA A E N D OHRT
b5, NENLFEAIE LA, NESEFEEHZATSE
VAT AT RRAFHVR/IADBAA, TN
T d 528, HMG-CoA SILHERHFEIEN H 1T 5 5.

PRSI AR S 13025 D FPE AR iRIZH 5 & DT, F
I HERRAR R (DRG : dorsal root ganglion) Mol
JaZBIZ k> THRAEL, lBPREMIE RNIZEE I N SR
WftlEECH 5. DRG ML, 17k - ##%EEM (BNB:
blood-nerve barrier) M{FLERT, MEg9TH D, AN X
BLEEEZZITRTVEE L &> Tvd. DRG Milad il
FEIZ KD, Rk Z DL OANERL TL & 5 728, il
BB OHEITALNL N, Ko, FEFIFIERE S NTE
DHAD RN &N B0, iR ORI ORIk & fEE &
22 e, BIEREIEMUERN & & & ISR EHIm NI
LRAET S, EMLHFE LTE, cisplatin &£ & DE4

BB 5.

BEERREIL, A DO EER, 9 74D B Schwann
Halz & 2 KRR ARIRETH 5. iR & whFSa A L
R7=NT0 5, HEES—HFRICITE L C 8, iliskas Uiy
RESNTOD 20, WEEL U CIEERS 2 7m4. fifk
BEREIZ & 25T vy 712k 5T, EEFRESMBILRY
<, BEBHEIWBEBEL LN EPRHTH 5.
Schwann i O #E $TZ I BE IZ 2R O FFA I LR THAEN
RN &2 5, FHIICHEA 2 dib 3 Ul BE X R iF 5 Z
ENRZN. L LkAs, EARG O IE A EN -5,
HIERRES S & D, IR SR E R RA T 5 7
O, MENRHADENZ & E H 5. HHE XKD, amioda-
rone, interferon-a, tacrolimus 7 & Ff& OHAITH B4
5.

SEANC & B AR e O 255 & R, R 2 3855
&, WEETIIRE STV RIERTIZONTELIC
FL/.

A ABIC K B RAEHEIEEE O

MAGBIIZ 5 1) B KRR AR DRI, o fpksRER
(7 v - ) L —iEfE#E © Guillain-Barré syndrome, 184



& DRI R E O & 2 O FHTE

A AFN

SnwIjoIo® |,

SERRRNUE T ehr 5 2 i ek

A D E < 3 20 TSR Y L D -uoIa9gIanu] KX P A v R SRRV DI @Y GO R A (Bl uuemydS) N O
S QURIEN) O % S ISR O ME] Il uuenyds suoRpOIWY % 6 & MM G EE  GHAR AT E N R 2 HAM D) G — ¢ BB [iants AyyedoutpAy
T 21 E R F T ik R
AU LR FRO
WD 2 Sl 2 & P 21RO B IR
G 0T R R B O 24
Y A= FLODOYA AN L2 OEE Y une[diex Y& MEAD) @ 2 RNl 2 Tt B R R DI G T N R (OUA) AR Bl e
AN YL AE T QR %2 2WoIyoifd & Fl 5 xeq unjerdsiy LT REMER 2 C P V4B QRIS 2 L1942 DUA R fyzedouoanay
N IOE SR ()
VNIW 2 W E AR SYNU(VAId R E1EY Z £+ AT
YA HLCHNMIEL AL L X ET LA
LA CYEIN S P 2 S L R
o
M T NEWMEEE - 3L 0d Ay T - YEN
praziiv
R SE N C o) 2 SRR EL B - 3 E SN
HE R BRI O - FE SR qruozeyrog
— SRR SV
A O T DN AR gt
BHOYL 2 — 5 L ¥ ¥ W ECT) B Y D) I & 6 R T Yk
b B & P i, ueroadousdg I0}IQIYUT dSEIONPAY e
BERRCO TN U 2 T 21 ) 0TD Pwifzua0) VOO OINH CRREE GBI T U R SRE PRI B
QUIPIOD) & R T HYZZ M o T ) ) Tt N SN OF T2 Ly T
QUIISLIOUL A G bR BB L N SN
e ROEN S P ) Y S PxeNpPed @Ry SUNP0IS pUe 9A0[) L £ QUG > £ MO ikl I Sl Ayyedouoxy
LFAIRIL Z D R Y 65 & 2 2 [V YR Y&k W E 0 3tk HELO s Tt

(X1 G — QP ¢ YII0) ABHIE R IR Ot pl I B R e T 28



4 SENAE - B - BT - il

FIEVEIBLRAME 2 FeaRE S -
ating polyneuropathy, FEHEEEYE= 1 —2/3F — : paraneo-
plastic neuropathy % &) ##ER L7295 2T, BE»SD
W72 & G RBEAT FIC D W Rl 2 S L T 2 DA 8L
KTH 5. MERESLHNS, EHRESLE, Thihic
KIS U 7 i i) e A E e 5 DD, iS4
HEIZTRLZD, H5EOHFEHOHFEIZLZ0T 2
HETIZHW ST,

BUE, PIARANC K2 RRMRERFIZ LD, S AAID
5B ORECREE, WHROPIEE I3 53 e LT
National Cancer Institute-Common Terminology Criteria
for Adverse Event (NCI-CTCAE) #'% 3" (%2). Zh
3, BE»S GO DD OHEEFHHEOHIREZY T
LHEPNCONTHEL, TOREL7L— FA3HT280
Thd. ZO7V—FaHlizird 5 A THEETNE R,
BEOTEN 2 RILTHWE X 5 289, & 5ICHEEL %
RIEE ORI B Z & Th B, RS, [RATIpRREE
D &V 2 38/ NG 2 AN H % Z E AR S h T30
T, V= FHEETAEEHAERET I 0ENDH .
F7z, 7L — FMELS TEBFIIDRAEREZ L v
52 Eeh%L, BIEFH > WY L r 7T HBETHE L
ZRNTIZE S, BRRGERIC I51F 5 i 2B L
72 QOL §¥fli 2 7 — L & L T, Functional Assessment of
Cancer Therapy/Gynecologic Oncology Group—Neurotox-
icity (FACT/GOG-Ntx) Questionnaire % & %Y (X 2).
CTAUIREEPVEMRIZEEANE T 5 & DT, NCI-CTCAE

chronic inflammatory demyelin-

Ntx Questionnaire (EH O FRBUZFED < G-l 2 70
WEWHI KL B 5.

F 7z, BRSNS B = 2 —ao S —, 8%
T3 = )LHEES E ORI & & 22 LR T OERR
B - HERERE 2 S0 L TO B REHIDLAIZIE, ARRS AR
PN EELT 5 ) 2 7 2 E & 5 IREMEARIE S T
5. &oT, EAOREO AL ST, MREEZEICHELS.
A9 DHBHRERIIOWTERL T < Z & A phikfiis %
FHIi$ %5 2 CHETH 5.

P ARC K BZREHRREE ST 230E

HHEBHEIZ B W THE SN T 5 KigrRfE O EE
iDL, 2012 KklEh 3.

O EDIE, 5 EOWEF Zi3dib, KREBBOLERIC
KoT, tREEINEEBILT 20 HIETH L. i
AFNC K B R AREEE L, HAIO 1 &SRR RS
HAZWEEHMBILRTWMEAICH S, k- T, HELR
F RS (NCI-CTCAE Ti Grade 2 DA L) 23 BIL
726, EHICEAIOKREHEOMLRER, 5Ok 2 RE
T 5.

ZO¥E5E 275V 2 —-1LDTRkE LT, “Stop-and-Go”
concept EWIHIEENH 5. MRFEENFEET S & Pl X
N B EHIZ, FOLFOX LD 5 % oxaliplatin 2 R¥ L,
FBAE A A A S 7z & F IS oxaliplatin 8 AF 5 &
W) A7 Y a2 — )b (“Stop-and-Go” concept) TIHEE L 7=
&, B £ T oxaliplatin D5 & fki L 72T O i

FEBEE O LI 55l Th % D3t L, FACT&GOG-

RikBE» & % (GERCOR study)®.

U, MERTEA AT

% 2 National Cancer Institute-Common Terminology Criteria for Adverse Event (NCI-CTCAE) Version 4.0 (Cik 3 & 0 51/H)

CTCAE v4.0 Term Grade 1 Grade 2 Grade 3 Grade 4 Grade 5
Moderate sensory altera- .
. . . . C . . Severe sensory alteration;
Dysesthesia Mild sensory alteration tion; limiting instrumental L. — —
limiting self care ADL
ADL
P thesi Mild ¢ Moderate symptoms; lim-  Severe symptoms; limiting
aresthesia ild symptoms . - -
ymp iting instrumental ADL self care ADL
Asymptomatic; clinical or L Life-threatening
. . . . . Severe symptoms; limiting
Peripheral motor diagnostic observations Moderate symptoms; lim- L consequences;
. K . . self care ADL; assistive . Death
neuropathy only; intervention not in-  iting instrumental ADL L urgent interven-
. device indicated L
dicated tion indicated
. Life-threatening
. Asymptomatic; loss of . S
Peripheral sensory Moderate symptoms; lim-  Severe symptoms; limiting  consequences;
deep tendon reflexes or Death

neuropathy

paresthesia

iting instrumental ADL

self care ADL

urgent interven-
tion indicated

CTCAE v4.0 AE Term Definition

Dysesthesia

A disorder characterized by distortion of sensory perception, resulting in an abnormal and unpleasant sensation.

Paresthesia

A disorder characterized by functional disturbances of sensory neurons resulting in abnormal cutaneous sensa-

tions of tingling, numbness, pressure, cold, and warmth that are experienced in the absence of a stimulus.

Peripheral motor
neuropathy

A disorder characterized by inflammation or degeneration of the peripheral motor nerves.

Peripheral sensory
neuropathy

A disorder characterized by inflammation or degeneration of the peripheral sensory nerves.
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FACT/GOG-NTX (Version 4)

Below is a list of statements that other people with your illness have said are important. Please circle
or mark one number per line to indicate your response as it applies to the past 7 days.

Not Alittle Some- Quite Very
PHYSICAL WELL-BEING atall  bit  what abit much

on Thave a lack of energy .....

on I have nausea 0 1 2 3 4

L) Because of my physical condition, I have trouble

meeting the needs of my family ... 0 1 2 3 4
oM I have pain 0 1 2 3 4
ars I am bothered by side effects of treatment... 0 1 2 3 4
e Ifeelill 0 1 2 3 4
ar I am forced to spend time in bed... 0 1 2 3 4

SOCIAL/FAMILY WELL-BEING Not  Alittle Some- Quite Very

at all bit what  abit much

ot I feel close to my friends 0 1 2 3 4
o 1 get emotional support from my family ...... 0 1 2 3 4
o 1 get support from my friends. 0 1 2 3 4
o84 My family has accepted my illness........ 0 1 2 3 4
oss 1 am satisfied with family communication about my
illne: 0 1 2 3 4
ose I feel close to my partner (or the person who is my main
support) 0 1 2 3 4
@ Regardless of your current level of sexual activity, please
answer the following question. If you prefer not to answer it,
please mark this box || and go to the next section.
as 1 am satisfied with my sex life ... 0 1 2 3 4
Englih (Universal) 16 November 1007
Copyrigh 1987, 1997 Pagc o3

FACT/GOG-NTX (Version 4)

Please circle or mark one number per line to indicate your response as it applies to the past 7
days.

ADDITIONAL CONCERNS Notat Alittle Some- Quite Very
- all bit  what abit much
pa 1 have numbness or tingling in my hands....... 0 1 2 3 4
¥x [ Thave numbness or tingling in my feet 0 1 2 3 4
M | I feel di in my hand: 0 1 2 3 4
e 1 feel di in my feet 0 1 2 3 4
¥x | I have joint pain or muscle cramps 0 1 2 3 4
mz | ] feel weak all over. 0 1 2 3 4
Mx | Ihave trouble hearing. 0 1 2 3 4
0z 1 get a ringing or buzzing in my ears 0 1 2 3 4
s I have trouble b: ing buttons 0 1 2 3 4
¥x | Thave trouble feeling the shape of small objects when
they are in my hand 0 1 2 3 4
I have trouble walking. 0 1 2 3 4
Englch (Universh 16 November 2007
Copyright 1987, 1997 Page)

FACT/GOG-NTX (Version 4)

Please circle or mark one number per line to indicate your response as it applies to the past 7
days.

EMOTIONAL WELL-BEING Not  Alittle Some- Quite Very
atall bit what  abit much

I feel sad 0 1 2 3 4
1am satisfied with how I am coping with my illness. 0 1 2 3 4
Tam losing hope in the fight against my illness.... 0 1 2 3 4
I feel nervou: 0 1 2 3 4
1 worry about dying 0 1 2 3 4
1 worry that my condition will get worse........ 0 1 2 3 4
FUNCTIONAL WELL-BEING Not  Alittde Some- Quite Very
atall bit what  abit much
o1 1am able to work (include work at home) . 0 1 2 3 4
an My work (include work at home) is fulfilling... 0 1 2 3 4
on | Iam able to enjoy life. 0 1 2 3 4
5 I have accepted my illness. 0 1 2 3 4
aFs 1 am sleeping well 0 1 2 3 4
o | Iam enjoying the things I usually do for fun.... 0 1 2 3 4
|7 | Tam content with the quality of my life right now. 0 1 2 3 4
o o e

2 Functional Assessment of Cancer Therapy/Gynecologic Oncology Group—Neurotoxicity (FACT/GOG-Ntx) Questionnaire

(Version 4) (3iik 4 &0 51/H)
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JOIT v i, A A S R v S R & 8 TR DR T B
D, EEORMEREREL, KIEL2ZHEDIFE S HD a0
BHZ® 572, ZOMERREROME R ) &, RO HE
LD PHiIZI 72 “Stop-and-Go” concept DA HPE A
BLAHi XN, ERICEWTAS ZITFARLGN TS, [
BN BT, APREBEE AR OREE M AR 6 h
7o & FITHERA OG- k% G RER A 2 ~ 3 EM ORE T
— M2 AL 4 5 (coasting phenomenon) A2 H D,
HEFI IE1% S FRREERE S M ETH 5.

B VLD, MREEDORIE - AT % TP 5
BEDPHR YL T 7 7 OFEEKIC K 5T, Ry 1< ik
EBEBR X G HETH .

ARG IR O BERIRI g B SRE, v e IV
Al (23 BE, Y23IVE), 73/ BREHE
(vr2xvon, Ay s), Hibouhas, 5O
F b Y LAF v v RILEREE NMDA A ARFEiSE,
S (NSAIDs, A EA A F), MATIEBRGESE, 7 F L
TV VTS, BTSRRI SRR & H
e LTRAON TS, LiL, ThoDHEYFREDR)
FUIARIET T, RIS 23 A T 510l E Xk
VY, SRR — R RR X T B SR ARIIEE O HIIZ DWW
T, HiICBIERAAEA RIS 25 Z &6, PRSI
BEOAGIELEAZEL TR ILELE LS. £/,
HEFNZZHHOK AN EENTNBE I &6, HIK
BOFFEE, FOMRE TGOS HOMEE £ 5.

X 512, oxaliplatin E LT T AFIR~Y 1o LA E
DD TRIGH AL FBREIC T 2R I859 U 7= s
(CONcePT trial)? 23% % & 512, BIEANCT % 2
HBOPFHIZ & > T, VIBAKID & DPESENIRIZS 2 %%
BIZOWTE T2 0 b 5.

YT T e LTS, RIEEEREGE % HiY & L 72REk
RIRBD OO IR TFROFM, v v —URA Ly
FHEENDITOENEH, WTNERIIRENTIEIH S S
DD, L7757 U THENTEL THWEDOMRHEETH
3.

Pias ALK & 2 KRR ARBEE O IF & A E ASH] i) 75 P
THDHENDODRTNEN, BABFEICENTE, FEEEICK
Ryt 2 FIE L C L £ - 723548, BEFEIh 13
THERE TSRS T DL Z L0, BRELT
PPFERREOOITIEL L, FHES R L 20, 5
POBEREA R LD TE T ENEL, HASEYIERE %k
WML TS ATHED QILDIK T2 X -3 HK L k>
T3,

A ABICEE L L REHIEEE

1. Vincristine

Vincristine i&, IMLEMESS (FI0R, MY VoE, £

FeVEEREME) , ARIBIEIC S L THOW S N TW 2 i AA
Thh, ©rha7ihad FRIEBAFDH T vineristine
i &R < AR IEME A RIE L, DLT &4 5T\, #ifk
WEE L TOBNEDF 27 ) VITHAT 2 LICk
0, Ml A SRR TR w5 2 T, PUEEER
ARET 2L EZONTNEY,

R LsE S h 2 KRR RRREEIE, IRAVET, R -
B - Atk E A X 2L, mlME i B 2RO B
%. 1ROEG R & BRI G- R, AR O FERESHE &
MBI L TW3Y. 1 EO#%5 8 2mg YL ERS X h 7= 5Ef
TIRERIZHRFEELEC 22825, 1 HOR5ED |
B3 2mg (SR X M 3. BRIE 5 EA 5 ~ 6mg »
SMiRbEE A EHR L, 15~ 20mg THREEW A Z 5
X512, NFHEBEIS TS B Tid, mibas s ElEb 4 2
TREMEAVRIE T 5. e - MBI @ U 272
B, R I EE S sy, B AR = 2 —
ONRNF—IMTHEY v T = 7)) = by — A
(Charcot-Marie-Tooth disease) W%EbN 2HiH 1L, %5
2 &0 kbR A AL, FI A & & 22 AR A O
728, PR53EERIT A 5TV D. KRR AR E O YRR
1, 1FE A KIS e < REERIRO RERERAE (LU, ©
YE) LKLL)), MO TRIEST 5. EitkD 3
TFHORIREEIBNAPTVONEHBTH S, £, &
b, EEREEE ISP LD R CHBIL,
7o, FORER BIHicmuEnwbh T, H#kEsEe L
T, Fogzic &, EHEO FTHOA T ALY
NS BHIMETE, R FEOME, EOIHhskE
FxnRduv, AfREEEE U, R, PRI
FALPHRIMEA ST 6N 5. X LT, FEMA LY 2
DEGER) & e 5. BYRRERREEE 2 & O i kB s 4 FERE§
BZL{Pum0VDT, UEIBETHS.

ke LTid, 1MoE5 80 LR (2mg/body) #
BESFL 729 AT, MRREEOREICEbE TR RO
b ETS . ISR IR XD H AT TR 4 I8GE
FTHE0bR TSN, HiinE RS RS S VRERIT
1F, BEERESERFT 2HAM S 5. AR IR
U 7= fifkid, REWE &<, BMMEn o8& 535
Bk, BEPAIZ THMICRS 3585885 5.

R RFEED BT & LTI, vincristine 2 ARK A
BO/NMEBHEDOTNE LA L, F27 ) Y OESHHE
ENBZ LICKBMINEREEAZD - OIREME T 5
LXNB. RN TORNEDORREIME T L, fliskks
PN 5. O ERFEL, MNEOmE, =2
07 47X FOEMEEEGIZRKIT. /2, FfEsh
7RI LT, MROBESPHE#METLIEHELION
TWb. 7y b OIEIEN F 72 13 EEN /N vineristine % X
B 5 L= athas e 7 sk B &, BRI g 39K
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TS AT 50, BTN R RGO
AIEIZDOWTUR, PIMBRSIL % R § By & PRSI % 78
THANDHH, HELAVWEOWREEH 5™, Wil
CBIL TR, BBERE AR TGRS 5.

Vincristine 12 & 2 W BEAGEA M 2 R & LT, ke
HIAE D T N B 1 DA R0 A B AR DRI, AR RRR D
&R I ) VROZEER AL NS Y. ERERN &
ZALE LT, B ORI O | HHgti 2 5%
OO & 5 C Mkl D T B DB, %I (after-
dischage) DBHREABENIT 5 &5 Wi b 5. KA
THEEOZEIRD SN, Tuz4s 5V ElifE
KT d 5 limaprost TN TH > 7L DWEN B 5.
Vincristine T4 U 2 $MFE R EEUE, DRG K L UEH
BAICBEF S C Fr v AN a, 0 T2=y FORE L
FABFR L L WD, gabapentin DFGIZX D FEIZT 0
F oy =TSR X N L WGBS e, ZOM
WA R A, Transient Receptor Potential Vanilloid
4 (TRPV4) RiAd 5K MFEIZ 51 5 TRPV4 D%
BUKTICX DIl X5 Z L h 5, vineristine 12 & 5 ffifk
BEEVERR O R HUZ TRPVA OB 5 2URE X T 5™,
2. Cisplatin * Oxaliplatin

Cisplatin &, W& ETZIES; 0 F7E - HRa oSty
VOSHRIZHR U THW S R, oxaliplatin 13558 - ELEE ISR
LTHOWONRTWAPAAAITH S, ACHATH S
carboplatin (&, WMHEEOMHTITMPREEEHEEL & -T2 L
A% <, KEALSIEREIEC cisplatin & [Alk o iR Fe 55
NEEIZ G2 Zehd 5. HEEANT, RN O
DNA $H& HAREA T 5 Z £12& b, DNA N X USHRM
DiHE DA -DNA 22455 DNA 642 P4 5. Thb
DYHED DNA Ol K ORE 2 U, AR A ]
fEMZzEREST 2L ZELohTna™,

Cisplatin & oxaliplatin I&[A CEHEHFITH D 2 5,
MR IS B3 B BRI 5 7 »> Tw B, Cisplatin DAl
FEHEVEIR, ARRGRRERRE & P e pE s (iR E) ©
b0, BEHELHVCDLT DV EDE A>T 5. Ky
WIS HERFETH D, 1 OS5 R2 50 ~ 75mg/
m?, M52 300mg/m’ AW A S L, T F L ARG
DR 25 TSN ORE O T BT 5. (ER
REEEOFEIT IR, R 555 500 ~ 600 mg/
m* 12T 5 &, BHNAT S A OMFIER: & 28 5 5, i
BRI IZRE A 2 2 X 0T ERB0N . AR
JERA T, KRR OIREE RO T & (RS Ot
RS 50, HERHAERE TR L Z L%, Tl
ik S HRIRGTFEETH D, 1 HOEE & 80 mg/m’
DLk, #P5-5T1d 300mg/m* W 4 % &, FEBUHEH
LA A H 5. 4,000 Hz PL R0 &SIk 5 &
B AR e U, & <SG AP L TVh 3 BRI2E,

KA ETHIEAHB LRI, 2L OBAIEIATHERNT
b3, HEE UTE, KRS ORI 4 B35 Ofl2
FIZK - CEHbEi L, RIERPEGOHIEEFTS . BRI
HUTIE, EHPCHEERAZ T, TR KOS
DHIEZET .

—7J7, oxaliplatin &, $5-FIAREIFRLIAIIZ BT 5
SErhigfREE L, BRSO BN PE S R bt E
LIZA s, SRR, FEmIERIC & - THEAL
2 VU A S R0 T 55 I B oD St T A s & 9 5. J8ZE 4
FixE<, BEE%Z”»S 1~ 2 HEIAIZ 85 ~ 90 % DIER
BT 5. FAICWASH, WRBAORITEEEFEIZ K 2 P ALE
R, Wi N & PR S WHSEIESHOANEE A BT 5 2 & 8 b
3. 1 OES5 8 130mg/m” BLEDOBAR, PrEuig H
Foaictisitedn, <3 @ETa b, REICK
DEITET 28R L0, ERMEMPREREE X DLT To D,
BP 52 800meg/m* # i 2 5 &, &KWV EREREH %
Pl wiRpEEOBE NS < £ 5. ERPEEICA S L, &
WHHEILHELE TSI 28 H 5. ke LT, &t
FPEREE DA & ERMEARERE DL & & T WA, R
5. SUEARRREEIC WL, Rl TTHER IS 2k
No, WWEDEKD, Hz0ndoicfidlnsy k%
ITHREMT DI ERWHAT, &L IZXEFNIBATIZE S X
K SIZ, SHERICIEFRERSE T 54 EOEIPL
BThHP . ERMEMREREIZ B0 TE, NCI-CTCAE
® Grade 2 DFEE kS 2354, Bk L7z “Stop-and-
Go” concept IZD - &1, MREFEFEOIEIREZ T 5 F T
oxaliplatin Z{RIES B HHWENE SN 5.

e 8ANC X 2 Rt Oy & LT, DRG %
TWEE L, AEHAIS DRG Okl DNA AKX %
P L, #7202 {tERFEMbEA+ > — ¥ (mitogen-
activated protein kinase) DWEPE(LIZHED W=7 K -
Z%B|ERIT LIk DM, T4 b5 neu-
ronopathy IZ&28DEZFEZ 6N THKD, “RMITKIEA
A2 P &, RO EISRZS MR KA At O
WiE#EE /29 LEZLS5NTWA. Oxaliplatin 2 7 v MZ
HiO & 72 13RI 54 5 &, BRI X 2 EER
TaF (=T, AHAA B M S0 B,
I 2 RO AR B 2 AT
FHE A, BRI 3 2 e 3 R AR T A
SNBEIPL LU, BEREE IR T Thb L
BELT, REFAMERIN TS, RISV TR
HRE AR OREIR & U CGEBIBRERTE 1A S b Z
EEH DN, FERICE W TIA IR W E B EE |2 s
#5249, HEEREREIME I TOEVEOWRERS
<, WiRIG % FHT 2 IC3RAL S 558 Lsn™ ),
BRAPZNN TG MR OEEERE DK T, £ 72 BHL
fkF=HIIZ1E, DRG IZE 1) 2 KA Ilao #G o &,



8 SENAE - B - BT - il

FRL NI O ERIIE O FI A O Bis S h, Thoh
B EOREITHES L TS HEENRIE X AT
528)'

Oxaliplatin &% FEAAM MAEREE O K WE OB & LT,
oxaliplatin OfGEMIZ K 252 H 5. Oxaliplatin &, IE
TR0 2 P22 R, AR RINZETR  (biotransformation)
ZkoTHFH L =13 (Yav@BF VT s) 2B
L, Yrsowo-12-v 7o vrsunidFdras
(Pt(dach)Cl,) 7 & DIHHANLZER NS, Bt TH
A FH L — &7y F OWEENICKERS T 5L, i
WO FBAARLEYE Na™ 7 v ¥ FOVISHEM U Crpsgsiie o
BEEPEA RN X 272020 7k b VRIS B 1 B kil
B ESF L2032 Zeh0™, btk o R &
KIRAIRRFEIIEG LT3 2Rl EhTng., —
Ji, Pt(dach)Cl, & 7 v t OIEIENICRKIEHES T 5 &, B
MHBIC & 3707 4 =7 27T 5. BT
T 5 s RS, ERMEMREERICA SN SN, LU
n, BEREZZNWThKMLTnWEEEL6h5Zen
5, Pt(dach) Cl, 28 & RMEphRRREEIZ BTG5 LT 2 W] Rgdk
ERBELTCNS, 61, AFHL—MEeFL -2
K BTN AVEHILY T LB KUHBEY XV Lk
oxaliplatin £ G- AT IS GFIRARE G- L 72 Ba] ¢, (s RieE
HEORBETVN AN G FEE TR D - 724, HHi
kB 70T 4 =7 OFRBETHRFEEL U 7 AR R AR 5t
FTHWHMERIIRE a2 572", Z ORI, HE TR
ENBIERE —HL T3,

Oxaliplatin O 5512 & 0 KA MLFEHE DA H 58 6
M, FORBRIS EAHBI L, MR SGEIC K D EO RIS A3 M1
T2 L5, MFEHKT & REFRFHOFHREIZEH 59 % 1He
PEAUREE & T3 Oxaliplatin Bl #5012 & > T
N b2k EE, PUEBIL A (acetyl-L-carnitine,
a -lipoic acid, vitamin C) R I bV F ) 7 5%
FHER DS isolectin B4 (IB4) FGErivE OB HE THIH]
EN7=Z en b, mPEEREMZL S U B4 BGPEmiE OB
BpRe X 3%, Oxaliplatin 12 & 0 KR 7 0 7 4
ZTHARBL TS L &I, WERZEF Y 2L THS
transient receptor potential melastatin 8 (TRPMS8) F +
¥ 2 L@ mRNA 28 m L, TRPM8 f#5bifEH #2469 %
capsazepine 2’ Z DWIRT O T 4 =7 45 Z &0 5,
BUERRRFREEIZ 1) 5 TRPMS F v ¥ 1 L OB 5 AURIE
XT3, Oxaliplatin (2 & 0D, HEM AR L2 7
74 =T BRBL TS L&D DRGIZHEIT S Ca® F v
VA Na, 0 7 2=y b® mRNA OIMAETRE S h,
gabapentin 73 <GB & % PR EEE0R & P4 5 &
O 2, FAREEI R B X O IAEIKEEO 7 u
FAVFEF—ECHEGLTVEEVSMEY S50,
N5 DORGOREMEARIE SN TS,

3. Paclitaxel

Paclitaxel &, BEJE»A (N¥ER A, RN A,
A, A, TEERA) ICHOSNZPHRAAITS
D, WUNEESEIEE - REMNT S ZET, HifusrRE
M H]) 2B 2 HiEE BUNE» 545 5) DR IKEE
ISR AE RIE L, AR E M IS IR & Tl e
MARMT L LEZLNT0EY, 234V RPNAKT
® % docetaxel DRI MRRIEE L, paclitaxel & 0 HH)E X
1K<, AP ERIAME CVFIEA IR 2 5 Z & A B,

BRIR REIER S 2 KRR ARRRRSEIE, IRATE 2 FE s
T, HEERAMIZH Z D, paclitaxel D I RE A 0.05
pemol/1 LA b Feige ke ] & ARRTRIFERE T D FAE ) 2 & 23
B4 5 Z AR T3, 5k 3 EEO%A
1 05 A 175 mg/m” Pk, 485 05413 100
mg/m’ PLETHRIED ) 22 i 5. JEtke LTid, F2
DOULUNETHR TS Z L0, GEIRPETT2 L, U
WOENE BN OBET B & 5 A BEIRE, SRR M SRR
PR, BERERESE, REPSEBRTE, MR RIR AR
ik7s & D EAHFRER AR Z U, K TIXEE THh 5.
BERB AL Tz, 7L - L ZTHEEL,
vinorelbine X cisplatin 7% & O ffFFEE % 4 9 5 A D i
WWIERER B -720, ThoDFEAEIHHT S Z LT, R
EEORIED) A7 BEE 5 I EBRbN TS, Fiz,
paclitaxel 1&, 5 -H 2 5 H 2APIZ —# 0 & A <2 B
BN ECHZ DD B.

KNS OB & L TIE, paclitaxel 28F 2 7
D IZEWEBRINE A B LT D, REMREOIRIZHNT
WNEOESEEL, UK DEIEROZENE L ERNT
DRUINEDIREDIKT AR Z D, BhiskEnE A X4, il
RERDOBHIZ L > TRIET S L EF L 5N T 5. Pacli-
taxel & HEIENANHO] & 72 138595 &, FEbOHI
2k BRBOBA A BT B, NI B e RS
ARDBEVIME S H B, BRI L TIE, e

B 5 T ESROM S 2 RE ST B 5, B5E
M%< 5B LRERESIRRIC 25 223 B 5° %7, Paclitaxel

DOFHIZL Y, RAYMFHEE DR 1588 &4, B NIL
EAHBIL, MyRDOEIZ X D EBRISAMIET 5 Z &»
5, MK T & BERFEOHEBICESE L Tn5 Z &AVRE
INTnWBY, BRAEFER AT RE LTE, BEMRO
{ERLHE DK T 233 541 %° . Paclitaxel #4512 & % #ik
FREER AR L U, BlsROIEIEY, whikiErh o 3
b3y F Y7 OMKI, DRG TN H#H4 o8
m*, #EEK T ATF-3 (activating transcription factor-3)
B X c-Jun DFEBIEM P, DRG TD GFAP Btk 7
F 4 MHER Schwann ffEO BT & CD68 Pl 1t =
su 7y =0, XUERM%EATOX42 G~ »
a2z ) 7 OBMNEE IR0, G A SRHED B
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{t. (hypersensitization) &, WfEd L UKD DRG #hkE
MiZB 5 Ca® " F v v A a,0 7 2=y + O mRNA
KO CICEHBEDORBEOM2EEY 57, gabapentin °
paclitaxel I & 2 iR EPEEN 2 P32 & OREG & &
2249 Paclitaxel DIHIZ & > T, FERAD MR O W
A, REMERDOWMAIZ & B MROBBIK 23 A S0, i
BN IR T (vascular endothelial growth factor :
VEGF) #5425 ZhonlEEhsZen5, U
MEREEDOEENRE XN TW3EY, £7 paclitaxel 12
& B ETREA TRPVA RIiEdH 2 WIZRRERIZH
% TRPV4A ORBUKTIC K DIl E b Z Lns, i
RO O R IIZ TRPVA OB 54 RIB S h T3 ™,
4. Bortezomib

Bortezomib (&, P78 % 72 13 #EiEME D £ R VE A A 1< %t
LTHOWSNAHDBARTH 5. ZOEMAETIE, Tu7r
TY—LDFEN) TV UK EA TS LT =y
FOWEHEHFDICHE LT, 20S T uT 7Y — A ERRRY
ORINCHE S S Z 812k 0, TeBa O 53R % i,
NF- B O AL 2 HHIT 5. AREEMO S 2 b o —
VN OBEE B K OERA b o — < filgs 50 1L-6 4
WEHFL, AHiEMomMEE kL 220, mEHtE
MHEIL7=0F3. 20ER, 777V —L00E T 5
WAl DR D > 7' F IAREREIR IS B KIT L, PUESES
WA RET 2L EA T 3BY,

Bortezomib 12 & 2 KRR 1L, IR AREE 5 &
U R MO 28 B8 T, 96 34 70 TR
P, B G EARAEEOMIN 2 R 3. s I AE AR
(APEX i) 1I2HW\T, REESE2SHEEL TR 6 ¥
A 2 ETHG & NEGITIE, AR O R BL#
PRI 50%ICEL 2L OWED B D, FEIET 5 kb,
SRR PR & S BRI ANRAE T B AR e, IREA - A
RIAUE - BRFEMEA Lo 2 - R PEIR NG 22 & o B ittt b
EHTH D, RIFREREEORBUSEL KET) 207 7
78 —IZDWTHRET 21T - 725, ZRMBHEEIC 2
iR (v A7 haq FRPMBAA thalidomide D
Peh) 12 &K o T TITAHRRY eRE R 2 FERE L T 2 5E )
2, PERAIHERA ST o hTna™,

B RIC B 2 s /ML & LTI, bortezomib %
HREOWMESR, B5ATr V- LOEERH 5. KWk
FEEDOFEE 2 NCI-CTCAE @ Grade 4358 FIVCEHG L,
Z D Grade IZADHLEHE - HEOEHA175 Z & T,
AR EOEEN AP E, »DORERL PHITITHE
R ABr ST 5WENH BT,

Bortezomib (2 & 2 ARRY pifEbaE ORF QIO 7= 812,
Ty FEZIFYY A %EFHWT, bortezomib % 52 H N fH %
G L8 Vic ks WEh s 5. Khtkib e LT
1, ORI O B EOR RS A AT T 5 A%, B

T 2R REBIZFAER L . 72, SEFIRRE B
RIS E R v, RN LR e LT,
TR 35 B UGB RGO I 2 D, AR A
M DWW NED 5D, 0L, HEH IR
B 5. KRB SR & L Tid, KEEHER C
MHMED H AR o K ORI O EIROWA, I T) v D
TAMALNEEY 5 | ORFAERIZH T S bortezo-
mib %512 & 0, Schwann MO HIHZ'E A D 22 Fa 21 =,
IMatkofik, I Fa v FY 7oREIEEZ XN, DRG
ZHWTE, I M3V R 7 X OVIMEREEIIC X 5l
BNZENZEENBIER X T B, I, TEREER R
BEE IR TOEWY . X512, RREMRIEEOBT L L
T, RN T OMRER Y, MNVEEA T - Wil
W B0k S R AR - AT Y, Mlafk - 3 b
YR 7RIS & BB, EA WIS & B
BEOY Y BUEEIVEERIC X B/ atkz b L 209 g
VY LRAXT AR ARSI THEL -2, 2 F
F VALEE & poly (A)RNAs DN E T & mRNA D iKE.
WHEOIET 23D 517", v M2 OV TOHE T,
bortezomib % %5 & 117z i35 13 HilD s mE g I L O
ERAETERE ISV T, 5T & AR T O s nE
Mg L2 T 5, AEEITEDONE, 572, K
R bR b & FE U 7= R85 12 35 13 5 RIS R it o0 5 Bl
i, % &K O EREAR O T BB RIS 2K N9 5 @i A
MOohzlnd, L Lars, HEMREOmEEAIC
TR D N oL THMENH 5.

5. Thalidomide

Thalidomide (%, 1957 #£12 F 4 Y (4O pHh) 02
U kv 4 —ukE SR - fEIRSEE LR L, AR K
AE TR E Nz, WOHAHRGIRD 25583 508 % ¢
B, OO TREUNENEEEIHh, Db OREHKE
LTy i sz, L L, ZoEAN R
(thalidomide FGHE © MEME, WIINLIE - & & 6 L E,
WREF ORI, DIRZER, THLEROPHZES DR
sk, SEmE, MEEHRESEO HoOMGEpRERE R &) 2Kd b T
EHHIBHL, FEHEEMFANEFRIEL . ZDF%, thalidomide
IZ TNF- o BEAEOPIGI, S HEHFEERSER 5 5 2 &8
AL TH S, PidAKIE L TORBYEAZ. KEIZE
WTIE, ZRVEEREEE Y £ VRIS S KEEPEAT B
LCGHES A LT3R, KIIZkWTIE, FRE -z
TBPED L RV RETE I DO AEIBEE LT\ 5.
Thalidomide DfEFHBIF IR ZRAEICIIMA S T
WA, LA BT AR O M PY, TNF-o & 11-6 7 24 o
BV FF a7 0% 5 — (NK) MR OBM?, 1L.-2
B KOV INF-y BEAEDTUE & T M0 BREIES, 7 8
b= o A L A REIRY &0 S BT MRS S h T
Wb, ZRAOBRAMICERT S ZLickD, PSR
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NREXNSEE 2 51T 5. Thalidomide (A1 DIE
FREE 2 6, SRS E LT, i e 20 728451
A SN DM ME TR (GVHD) OR#ES, Hige A
2 D2 IR E WA OB, BERBRPEREIEAE & 5 B2
PIED VI, N—F x v MROEEOBERS ST
LEHTE H 5.

RRIR FARER 3 2 RN AP i, xPRE oD R RR 2 23 32
T, HEEFITIEBMRESEAES 2o 5. 1B
B, 5 KOS RIS L TEL & 2E0 5
5. BREETIE, < F X F Al SRR % % 72
L9 %7282, thalidomide (= & 2% & O D FFAM 4% A4 7 3
AL, il Z1E, #EOD vineristine & E DLFEEEIZ
EHRT 2568, 7304 F=Y 21285380, HAEEE
R EMBEEIZL 2 HBROEELZ EI2LD,
thalidomide DEIMEM & L TORFRIERA~Y 22 EhTL
FILGAENDEL BN DFRBDBETH 5.

AL E LT, BREE & v 5 R B O ME L thalido-
mide ZH I TELWEA2 %<, NCI-CTCAE Ik} %
Grade 1 & %5 \M3 2 OFRIWERIZIZIEATE U CRHERE 21T
W, 5 AR T S, LaLars, sPHEREICL - TS
FEIRDBED TR & & T, R — IR 2
NRETH S, —J, Grade 3 YA EF TIERMHEST L 7285
HiTiE, B5ERIETRETH S, BEROBMERL VLI
—EEICI G AT B 2 L2k 5T, TEIRDOE A RE
BZENL. F£72, Grade 3L EOREL X 72 L 725ER
T, BELEMEROWUEBEBLNELIGAE L, TOA
AR X T B,

AR REREORBBT & LTE, 7 v MR
thalidomide Z#RC1$ 5§ % &, JEREARREHE ITK T
T 50, EEIERAE S I U v, oo ML
DIRA, REIMAEF DRI KO MR OBEREL T 23 T,
VEGF #5323 2honlHES 3T enb, Wb
1L B OB G- URIE X h T 3™, F 72, thalidomide
ERG ENBEONEMEE AR L2225, T—F—
25 & AR ORI AR X 2

Thalidomide D FH#EMIE & L T, lenalidomide X pomalid-
omide (RKiZ) 7d 5. Lenalidomide 1%, ARFFIZIHNT
2010 4F- 6 H 25 HICBLEAKGE & 7258 AR o 7y 3 ik
Thd. ZOFHEERL, HREZZTEEED 2T
HliE &, 5 WYEARRBEEE R & 1 5 B BT RRE (AR 12
U CHEIEAEA L TWb. Lenalidomide DAEHBEF IS
SR TR0, S MAHEE I 4 2 SEhEd
HERE LT, 7R =2 2038, flEHOE R, 2
AARNEILF O FRBUENN R L O H 28— LiEHEOEINED
BG-23, F-EHMEERE LT, A4 Mo A v pEA
BLUFFaI70+5— (NK) Hilgo@EEboEss,
SRR 2 E OB G RIE XN T 3%, Lenalid-

omide 1%, TEHIF A thalidomide & JHELL TV 325, %
o EE S R NS O U NERE 9 S EH,  TEE T
VRS B LB 2 B AR ] A B AR L 2 36T d B0
F7z, AWEH 727 74 )L ¢, thalidomide & lenalidomide
ETIERE L HA %, Thalidomide I ARG hfEpEE L H
IO T % Z 72 FIERR L DK LT, lenalidomide {3,
EHE (& <ISHFPERIRAE & I IMRIEAE) O FEBUE
RPN RS T S <R

BHUIC

ARG TIX, vineristine, cisplatin, oxaliplatin, paclitax-
el, brotezomib 7Z& 5 TNIZ thalidomide 12 B U 72 K Fid fh
B IZ DWW TR L 72,

Sk, DAAFEREDEL I > TRIVEFA IHEIC &
% &, M ARl XS rRE s sAE L L, ¥ D QOL
DILTEAS Z B EN D, PAAANIEIE U 72 KRy
PIREPREZ 9 2 5 2 5 X FREEAIE, BIfEO & 2 AFE
HF, KBS 2 e 25 L MU BRI AR T DRl 2315 5 S &
NTW5, BUEFEEKTRETHh Offi sz S =3k & LT
&, P AR O E O FEBLO IR & 580 5 N 2 0E
R, BEMOY 27 KT E2EREL, EROEELZH< 7=
D OFH, F5 K ONEY) 2k - IR K 2 RS & T
WHIBTdH 5.

VAR, ARG ARBER ISR T 2 AT B L O 2 &
V==Y 7 OREICERAEYE T LAMER S, AR
JF ORI EBFRCA N LD A2 ) — = AR,
JRIZCKBRE DD B 5. PiHAAIOFEIHIZ K - TR AR
fEEDRFMNEL L Z D, 5%, FEHNTLIZKDFE
MEREAMETH 5. X512, BRANRITZ5 2T
&, PR ARIOET 3 PURERIRICER B % 5 2 03y
FEOWRBBEIZ R 5T BLELHN 5.
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Chemotherapy-induced Peripheral Neuropathy : Clinical

Symptoms, Managements and Mechanism
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Abstract: Chemotherapy-induced peripheral neuropathy has long been known as a side effect of cancer treat-
ment. The underlying mechanisms of this condition are still unknown, and thus, drug therapy specific for peripheral
neuropathy has not yet been established. Current medication only provides provisional relief from symptoms.
Painful peripheral neuropathy decreases the quality of life of cancer patients and leads to dose modification,
discontinuation of chemotherapy, and, sometimes, dose-limiting toxicity. Therefore, the establishment of guidelines
regarding the prevention and treatment of peripheral neuropathy for the continuation of chemotherapy is very
important. In this study, we present the classification, evaluation, and clinical management of chemotherapy-induced
peripheral neuropathy, and review the symptoms and management followed in current clinical practices. In addition,
we review previous studies on anti-cancer drug-induced peripheral neuropathy.

Key words: antineoplastic agents, peripheral neuropathy, neuropathic pain, mechanism, management



