Arp SR EBON 2021 4F 2 H 5 28 B 1 )

+ 129 -

IR R AR EORY =R g N =R =R F S
AEESWMEXZNARER

EZWE AA

[FESES] R742.1
[DO1]

[c#kFriRaE] A

TR R AR WL IR M P AR 2 R/ 2 — B AT 2Bk
2947 5000 7 NG, 29RO EE MR R . Rk
AL G YRR 29 9 (Antiepileptic drug, AED) iff J& #f #
AEDs, 1 IR 251697 5 52 HA AN F 50 % [0 B 5 3745 0
KA, VAT R E R L RERE N 1820 28 A7 B G & AE
R YR AP IEYT A R AR U] B AT R
g7 FBH AR 52 FAS B R - 18 SR Ak 18 i 38 5 K77
RETREGIE? G2t AEDIRYT 7 R84 B 5%
B 7 EIRRE AED JRYT 5 2 R0 B E AT TC R AR
MERERE? R PR I A 7 SRR AR i 200 A X 1 ) L, AR TfF
TN SMFFT kR AT T 4534 , LUHAES BhifG RSO A B3R

1 #1% AED 577 K M EY 7 & I 57 E

X TR WO 283, UK UL B2 IR TR I e B A
BAYT IR 300 b B 2438 ST ATS A A AR I s 35— 20 B i)
AR — S F LR TR R A R 4 80 4EAR
P PRI AAERS L N ARSERG Y T AED )4, B
SR KA 58 245 ) 1 BRTC TR 2 52 AN R RO A WR o5, A
SRR YT RN — B O R B A . An i B R e
SRICKANE S VE 22 35 1 100785 245 0 Wl 5 e e o I S R
AT H 3™ BN RSN sz ) 1 A A TG Bt

HEA 21 AL SR IR YT B AR & A T Har tE AR A A
BAAE SR TR ANE SR N S b A E TR A [al I SR
JUE S B R AL IR . R T SR AR L A
FE AED 438 7 B I R ICE Y # R . WHO $5 F Tl
NIBYT B0 & H P4 44 70 5 2 SN R 2 H 7 & (De-
fined daily dose, DDD)I), B{&H 2 L3 1., Deckers 2577 4
TE 21 RS B v P44 H SR AT E R ] B T 8 R R A
Kt 32 5085 i R BE R 247, 76 5. 206 (1 R 3k 2% . 1M
H— B PR &, FrisW 835 AED 367 XUR-3K 55 Lot
FREUEAL B AR DHORE BT, — S0 R T RE SRR
i) AED Fl& N EESE %, ZWFRFRIRZSEEITL
RAERIHT 12 Wi W0 B % A AED #E h SRE A4
(4026~69 26 DDD) BT B3RS R gk 45 (K 2). (H
AR PG RABI S, P25 ] BRI I — S0 SR P 1 Ak
J5 H =75 %DDD H A 550,

Ve BT 430060 BRIUK2E A R EE Bt 2 R TE R
JAZE EREGEEEE]

R

10. 3969/j. issn. 1007-0478. 2021, 01. 031

% EaE

[ZXEZ=EHS] 1007-0478(2021)01-0129-04
&1 #4 AEDs DDD( WHO)

AED#2  50%DDD(mg)  75%DDD(mg)  DDD(mg)
5755 500 750 1000
IR AN 750 1125 1500
his =k 150 225 300
ZELPIFEIH 750 1125 1500
HRVGF 500 750 1000
FENLES 150 225 300
T 900 1350 1800

R 2 FCWIRURNIABIICRAER AED

i H Zou %18

Horva'th %9)  Mohanraj 2119 Brodie %L11]

FEA I () 102 1282 780 579
/SRR e B Jel g At i AT
T 1] 25 1 (4F) 4 20 20 3
DDD F 434k
T EF - 53 40 40
Skl - 55 67 -
PiB = - 50 50 -
AT - 69 - 67
ARG 60~90 87 - -
FEmk g - 133 - -
JNELET - 69 - -

Brodie %2 X4 4] 4 5125 AED YA 77 2% WA AN [v) 551 2 4
FHS A B E X R B R L SR RTINS R
FERI AT REMEBRAG . 43311 50% DDD 4 75 % DDD Y 7 i 43
SR AT A 25 B (P<C0. 001) , B 2 I s 1) >
50%DDD(75 % DDD) k<50 % DDD( 75 % DDD) J& 4: It &k fE
A% ROC 4R 221,50 % DDD 1R R 0 45 5 i 43 5 ki 0
B N TN 236 44 W A 1 TR g R B
TE—E VW B P 3 in AED 7] 32 v] S 3 4 v T Ak {0 Sl i
50%DDD, 4 25 3 1 3 o 3 4 5 T A AR R H k. AR
50%DDD S FE 3k BIHUBR AT R 85 B i 5024
DDD (4367 BN ASEERE /R FTRE TS RN KR 75 22 8 0 P A
CARZ YR IT Jr . 53 AW I OB 5T A 2 4
W B ) S A — TR AR K 3 [ B T 9 4 e BT
RETZ T R, K 280025 59 25 B A IR Y7 R
AED 5l <75 % DDD, K i, 75 % DDD 1] LI Ry ik 81 TC & 1
CRIBMRIE”, A, ZEE VTR MR R ES
#LAED U % 5 A R 1 AR 5E . PRIk a2 58 3 4
RALIAIT .



« 130 -

L5 LTI R UL VU - ek PR - 24 A 050 i 1= LA 4
i AED 25677 R0 Al ) B2 4096 ~75 20 DDD.
s 20 Bl € ) N R D IR T ol s A e e
IR EAZGIRE] 4026 ~ 752 DDD 758K A K AEI L 4k i i
I — s A R £ B TS AT B A TR AT RE %
IR A T A TR o 5 AR I PRSI ke v e 17 5 BE 51
AR AR R IR A5 3R A BEAT MR IRRY T

2 W% AED BT R MU MM IRE T &

WERAIUG AED 367 0 W T — 253097 J7 S8 W] ) %2
gt 70~80 AR T A B TR, B =k B2 TR
W), W4 B T 0GR 2R YT B A IR S B 2 Rk
T, BRI 2 Bl 254 96 i ;B BRASIC B AR - RS LSS 3
Fh 228, T 2 M S AR (29012, ARt 40 %) Kwan 2542 H
TG AED JRY7 R WUS 2505 S 043 2 TR, BROR R R 2k
UKL, B R B2 IR T 5 BRI AR O I 4 D o % 4 B
R IIA T . SR B E T AN IR YT WA EE R
BREFSBA—,

VLW TR AED Y87 26 6 0 00 B 5, %%
BOAIT SEAINIG T BT 8 & 2 o 2 ool R
] ()2 » Wang 252005 596 491 Jay kP 580 8 A F 58 % B
R IT IR AT B T R B0 & AR (56.5% vs
39.0%,P=0.025) B4 B8 K (49.3 vs 36.2%,P=0.031);
WEFEN G H A1 76, 796 (457 451 DRI R0 R A i 2 WL s 2
AT AL 53 HT A 30 o 3 7 3 BT 380 PR B SR O B
N BB LY o AHR, — IR0 502 15 5 R
WFoE BN, 2455 1 Flv AED ) >50 % DDD 5 % 4E. &
[FlJG 2k 3 Fhor Z P& AT L IR T N ak s fin i B3
KBTI R VEM AT 684k (HR = 2. 423,95% CI = 1. 529 ~
3. 841, P<C0. 001) , Rhee %5121ty 33 38 24 o 2557 £ i 22 2 it
PO UG S 259R P A ARSI B 25 B AR YT
ARSI R VERE S . AR E G . FE AT
ARE A 67 Yo RN A 7E o Y 1] AL AR
JREG T AR 1 R 2 R 2 0 T 1 2 M R A
B I PR S B 23R Y7 R R AR 0 T R 5 8 &
T ) TR BUR A BT 2

R BT AEDs il R SIETRTT IR T £ 1%
P, B R, — UK Ik 30 4E B9 1) BA B BT 5 2 B S R
AEDs J A A £ G 25 BRI IT 45/ 8k 1/3 DL b
KARIBA A HIS) . (B2 3% AEDs 89 1R 1 g 1 5147 32
HETE 22l A L i ELR B HAR A 251X 3h 2 R I A )
YERLE] A & B A IR T SR AL T MU BT LUK AR 4 . 3
ERAR 22BN 7 DU i R A B A BB iR I AR AT
BB 35 3 Y A VA YT 45 R L AR T S B B A P R4 Y
AEDs A MBI A R 75 B HE AT 50 22 4% B4 It DR AF
58, (HEZTCREMI R, BOIZ G AS [FAE I HLE AEDs 3%
ELA B sl SR FH 5 22 18] JCAH B R AR 5 G 193 [R] 38 55
BB MAIE A A SR

R TR AED J7RUR AT R Y R L PR ST 4
B B2 B IR IR ST A A SR YR I N A B T

Stroke and Nervous Diseases, Feb 2021, Vol. 28,No. 1

PN PNHE WS S s e sl e S PSR AP
BEABEHLGH BT IE— 22 A P 16 T SR i A s PR AT 2
SRR 5 BB AL SN X R iR N L G 4R
N YR 2 SR 1) B 245367 5 A7 WA P i T P A1 2 O
TR A AR B T TR AED R 23T AL A R R

AT,
3 4% ARD BT RBH R MR

—TPH R IR AED W67 R MU (B SR TE 19 SAN-
DA 5T iR 2, 2 30 %6 1 38 ISR 2 Fhiay T 7 & S B
FAFED VAT LA H 5 RN RmIL 700, XF
14 AED JRYT RIS AR 2500697 - BRI A B KW
ARG

SR AR Z ST R BRI 4R AED 1897 RIM B R A RIS o
F/HERR AED 3897 RIS IHT 4 4F BE LA RAERES
T G™ 3 @A A 0 T ) B XU, >, X o
22— BARBFR s W0 R 2R YT R AR RS 20 1
R RN B Ja 2 AED IR 7 42 2R WOy IKUBS 38
1. 73 f%(OR=1.73,95%CI = 1. 56~1. 9D, Hk , 2%
ST R A0 AED 3697 52 W, e Ji 1y ik 245 M A0 1) JR s
AR Y 7 A5 42 (299 vs 4%, P<<0. 00001)BY | st g i
T £ BORFIT 7R %RV U fe7 2K 18 45 (OR = 18. 3,95 %
CI=6.6~50.7,P<0. 001,

EAR BN P10 AED JIB IR IR 5 105 S35 A0 G .
RFACHTIHE 22 J B — TURTHEPERF R W 0045 AED A
7 DR G50 2R L) BB 3 X R B3R T R R i E LT
BV FH B 3R S O T 2K UG R 3 (1126 vs 4194 vs 55%, P
<<0. 00D, 138 SANDA gt s 28 58 . 7Emi
U R UG AED RYF RN 2R I80, 26 2 # AED 3R
ST 7 22 I 1 XU B = 388 0m 9. 054% (OR = 9. 05,95% CI =
3.5~23.2,P<<0. 00D,

ST H 2 W0 AED 697 2R WUS G 38 AL 25 6 7
T ] LA — B3 T R AR B R USR5 K AN R
25 R 0 DX 38 T, D0 PRI 733O A3 T 2 DU H) 28 3 3845 TE R A
W REME AL, 201G AED 18T I BTN A TSI PR
BRAELRE % IR BE O WA 2 SR MOT & LU
USTSESL LI

4 BB AED FRIETT R

—IRXF 1098 44 112 Wil 5 0 R EE A K IR 9E &
BLHS 1~5 B AED 697 7 ERAS E 0 VAR T RAER S5
$949.5.36.7.24. 4,16.2.12. 5%, Bt AED &I7 5 &
BUG, T RAEFRB WAL, P 1~3 F RN ER B3
(P ¥<C0.001) . X3k [ 46 75 L X 3712 W A I8 2 3 100 1F
FE A 2R AILE S .

Kwan 451 x40 8 AED PR R0 R A% 1 26 A 8 4R B
THRARFRJE S 52 G5 A K IS RV a7 i 8 & 1
TESL 2 PRELZIRYT IS WUS PR NG T B B8 35 3R A5 UM &
FERIER T (26 %0 vs 0) I ST IN R RELLPE MR & 1 T



Arp SR EBON 2021 4F 2 H 5 28 B 1 )

e 2 S N PR TR T I S

Schiller 250 % £ 28 345 28 /0 1 4 T6 & A 1 28 35 10
ZERPIRFEW SRR E MG 5 N, 40. 2% R FE 2T &
K525, 3V W R 3 R TR B Ry i 2 2 R G P B A R L
AED ¥ 2000 B Kk Mk JE R Tk 245 14 5 A W — 2t 57 T
MAERE R . % AVEFTE 5 — T2 PO 85 19 25 9 ) i
BT B M B4 T AED (3897 0 5 BE M T BE 7
AEDs J897 52, BRA A 1. 5 F AEDs J8 7 2R W, 345 JC I
FANEARFEAR 50 % 545 2 Fh AEDs 1677 e W L A5 & A ok
> 50 %6 MER AL 5050, R E A 1. 5~2 Fh AEDs 3397 R
VUL o ARAS TCIN & A T8 000 & VU0 50 26 110 HE 6 1A% 4K
RO A RRSEIAA B0 B 24 1 B 780 JEE AR T it
FIEYTT S o A [RIRE SR PR 2 AL AED 415 IG5 3K
PR 280 () FR 3 P LS T M T 25 R i =7

25 Lk, BRI 25 3R oY O SR B MU AED %k
B S ) 7 e R R R ARG B YA TR AR & A
HZGHETT 7 MR 2503507 RN M T W HLR 8 it
2 RS o R SR SR 2 A SR TR 24 P
T AR B A T LA D A

5 REERE

ARG IEH AL AEDs . ) 4h B 257897 3R A5 T
RAE R HAG] 5 B REAR LG W0RST TCRAERR I 5020, #14h AED
LRI T RBONEE— R B L S 1R i 24 ) A RE L T
HBE K AED 857 R I T A AED F 08 5 222590 )7 %
ARAFICHG KA E LR BRAR . ASDBFFEIN 5020 DDD 1] L
g 2 AR e L IR U O s 9RO 26 (B R
Z RSN PAHE A B IR BE— LTS PR TR
7. XETRIER AED IRYF R RO EE T W (8. I JC W]
B AR SO R 23T LIRS T S A 8 A
SRR EL AT 52 A5 B0 T« 300 B A I T 5/ e B )
B E  JUHR 2 A T R BB B AEDs i 2 [A] i GE M
PR FIALERZ 1025 R 5 T 245 AR REAS s FAITS 2 Mzl
TrEARAT RN HA ERTT S 1/3 WA 015 B BEAY
A OMEVE I BER G IR T R YOI R H SC B, B
AED IRIT 5 SR 54 2 0 £ X 2450 () SN PR R
JE i 25 R AR BTG . X TR 2 Bl AED iR AR
AR B B PEAG HE AR 28R )7 07 5.

2 £ x Wt

[1] World Health Organization. Epilepsy [ EB/OL]. 2020, http;//
www. who. int/en/news-room/fact-sheets/detail/ epilepsy.

[2] Brodie M, Barry SJ, Bamagous G, et al. Patients of treatment
response in newly diagnosed epilepsy[J]. Epilepsia, 2011, 52
(6, SD: 10.

[3] Chen Z, Brodie M], Liew D. et al. Treatment outcomes in pa-
tients with newly diagnosed epilepsy treated with established
and new antiepileptic drugs: a 30-Year longitudinal cohort
study[J]. JAMA Neurol, 2018, 75(3): 279-286.

[4] Cobos JE. High-dose phenytoin in the treatment of refractory
epilepsy[J]. Epilepsia, 1987, 28(2); 111-114.

« 131 -

[5] Yukawa E. Optimisation of antiepileptic drug therapy. The
importance of serum drug concentration monitoring[ J ]. Clin
Pharmacokinet, 1996, 31(2). 120-130.

[6] WHO Collaborating Centre for Drug Statistics Methodology.
About the ATC/DDD system[ EB/OL]. 2020, https://www.
whoce. no/ate_ddd_index/.

[7] Deckers CP, Genton P, Sills GJ, et al. Current limitations of
antiepileptic drug therapy: a conference review[]]. Epilepsy
Res, 2003, 53(1/2): 1-17.

[8] Zou XM, Chen JN, An DM, et al. Efficacy of low to moderate
doses of oxcarbazepine in adult patients with newly diagnosed
partial epilepsy[J]. Seizure, 2015, 29. 81-85.

[9] Horvath L, Fekete K, Marton S, et al. Correlation between
prescribed daily dose, seizure freedom and defined daily dose in
antiepileptic drug treatment[ J]. Int J Clin Pharm, 2017, 39
(2): 459-467.

[10] Mohanraj R, Brodie M]. Pharmacological outcomes in newly
diagnosed epilepsy[J]. Epilepsy Behav, 2005, 6(3): 382-387.

[11] Brodie MJ, Perucca E, Ryvlin P, et al. Comparison of leveti-
racetam and controlled-release carbamazepine in newly diag-
nosed epilepsy[J]. Neurology, 2007, 68(6): 402-408.

[12] Brodie MJ, Barry SJ, Bamagous GA. Effect of dosage failed of
first antiepileptic drug on subsequent outcome[ J . Epilepsia,
2013, 54(1): 194-198.

L13] sk, e, SRR A, 55, ARIRZ UOKEIRE B R B B2 I8 YT
BRI BT R0 B LD . G PR A 2295 2 2% 7, 2018, 31 (3)
161-164.

[14] Hao X, Chen Z, Yan B, et al. Impact of drug manipulation on
seizure freedom in adults with uncontrolled epilepsy: a pro-
spective controlled study in rural China[J]. CNS Drugs, 2017,
31(3): 237-243.

[15] Chi X, Li R, Hao XT, et al. Response to treatment schedules
after the first antiepileptic drug failed[]]. Epilepsia, 2018, 59
(11); 2118-2124.

[16] Kwan P, Brodie MJ. Epilepsy after the first drug fails: substi-
tution or add-on? [J7]. Seizure, 2000, 9(7): 464-468.

[17] Beghi E, Gatti G, Tonini C, et al. Adjunctive therapy versus
alternative monotherapy in patients with partial epilepsy failing
on a single drug: a multicentre, randomised, pragmatic con-
trolled trial[J]. Epilepsy Res, 2003, 57(1): 1-13.

[187] Millul A, Tudice A, Adami M, et al. Alternative monotherapy
or add-on therapy in patients with epilepsy whose seizures do
not respond to the first monotherapy: An Italian multicenter
prospective observational study [J]. Epilepsy & Behavior,
2013, 28(3): 494-500.

[197] Semah F, Thomas P, Coulbaut S, et al. Early add-on treat-
ment vs alternative monotherapy in patients with partial epi-
lepsy[J]. Epileptic Disord, 2014, 16(2);: 165-174.

[20] Wang X, He RQ, Zeng QY. et al. Substitution has better ef-
ficacy than add-on therapy for patients with focal epilepsy after
their first antiepileptic drug treatments fail[J]. Seizure, 2019,
64. 23-28,

[21] Rhee SJ, Shin JW, Lee SH, et al. Population pharmacokinet-
ics and dose-response relationship of levetiracetam in adult pa-
tients with epilepsy[ J]. Epilepsy Res, 2017, 132; 8-14.

[227] Beydoun A, Kutluay E. Conversion to monotherapy: clinical
trials in patients with refractory partial seizures[ J]. Neurolo-
gy, 2003, 60(11 Suppl 4): S13-S25.



[23]

[24]

[25]

[26]

[27]

[28]

[29]

[30]

[31]

132 -

Schmidt D. Drug treatment of epilepsy: options and limita-
tions[ J]. Epilepsy Behav, 2009, 15(1): 56-65.

Bi LE, Park KM, Kim SE, et al. Clinical opinion: Earlier em-
ployment of polytherapy in sequential pharmacotherapy of epi-
lepsy[J]. Epilepsy Res, 2019, 156: 106165.

Abou-Khalil B. Selecting rational drug combinations in epilep-
sy[J]. CNS Drugs. 2017, 31(10); 835-844.

Brodie M, Covanis T, Gil-Nagel A, et al. Antiepileptic drug
therapy: does mechanism of action matter? [J]. Epilepsy Be-
hav, 2011, 21(4): 490; author reply 491.

Verrotti A, Tambucci R, Di Francesco L. et al. The role of
polytherapy in the management of epilepsy: suggestions for ra-
tional antiepileptic drug selection[J]. Expert Rev Neurother,
2020, 20(2): 167-173.

Bonnett LJ, Tudur Smith C, Donegan S, et al. Treatment
outcome after failure of a first antiepileptic drug[J]. Neurolo-
gy, 2014, 83(6): 552-560.

Perucca P, Hesdorf{fer DC, Gilliam FG. Response to first an-
tiepileptic drug trial predicts health outcome in epilepsy[ ] ].
Epilepsia. 2011. 52(12); 2209-2215.

Brodie MJ. Outcomes in newly diagnosed epilepsy in adoles-
cents and adults; Insights across a Generation in Scotland[] .
Seizure, 2017, 44, 206-210.

Camfield PR, Camlfield CS, Gordon K, et al. If a first antiepi-

[35]

[36]

[37]

Stroke and Nervous Diseases, Feb 2021, Vol. 28,No. 1

leptic drug fails to control a child’s epilepsy. what are the
chances of success with the next drug? [J]. J Pediatr, 1997,
131(6): 821-824.
Bjorke AB, Nome CG, Falk RS, et al. Evaluation of long-
term antiepileptic drug use in patients with temporal lobe epi-
lepsy: Assessment of risk factors for drug resistance and
polypharmacy[J]. Seizure, 2018, 61: 63-70.
Kwan P, Brodie M]. Early identification of refractory epilepsy
[J7]. N Engl J Med, 2000, 342(5); 314319,
Zhang Y, Yu N, Su L, et al. A prospective cohort study of
prognosis for newly diagnosed epilepsy in East Chinal J]. BMC
Neurol, 2013, 13(1): 116.
Schiller Y. Seizure relapse and development of drug resistance
following long-term seizure remission[ J ]. Arch Neurol, 2009,
66(10): 1233-1239,
Schiller Y, Najjar Y. Quantifying the response to antiepileptic
drugs: effect of past treatment history[ J]. Neurology, 2008,
70(1): 54-65.
Kwan P, Arzimanoglou A, Berg AT, et al. Definition of drug
resistant epilepsy: consensus proposal by the ad hoc Task
Force of the ILAE Commission on Therapeutic Strategies[ ] ].
Epilepsia, 2010, 51(6): 1069-1077.

(2020-07-09 k)

(E#% 128 7))

(1]

[12]

[13]

Kadoya M, Kaida K. Koike H.et al. IgG4 anti-neurofascin155
antibodies in chronic inflammatory demyelinating polyradiculo-
neuropathy: Clinical significance and diagnostic utility of a con-
ventional assay[ J]. ] Neuroimmunol,2016,301;16-22.

Painous C, Lopez-Pérez M, Illa 1, et al. Head and voice tremor
improving with immunotherapy in an anti-NF155 positive CI-
DP patient[ ] ]. Ann Clin Transl Neurol,2018,5(4) ;499-501.
Briani C, Salvalaggio A,Ruiz M, et al. Tongue tremor in neuro-
fascin-155 IgG4 seropositive chronic inflammatory polyradicu-
loneuropathy[ ] ]. ] Neuroimmunol,2019,330;178-180.

[14] Garg N, Park SB, Yiannikas C. et al. Neurofascin-155 1GG4

[15]

[16]

[17]

(18]

[19]

[20]

neuropathy: pathophysiological insights, spectrum of clinical
severity and response to treatment| ] |. Muscle Nerve,2018,57
(5):848-851.

Vallat JM, Yuki N, Sekiguchi K, et al. Paranodal lesions in
chronic inflammatory demyelinating polyneuropathy associated
with anti-Neurofascin 155 antibodies[ ] ]. Neuromuscul Disord,
2017,27(3) :290-293.

Hu B, Wang CJ, Chang Q. et al. NF155-overexpression pro-
motes remyelination and functional restoration in a hypoxic-is-
chemic mixed neonatal rat forebrain cell culture system[]].
Neurosci Lett,2020,718:134743.

WA B TS, 55, Bl 1 PR R R Ui S A
B RIS (1], 1A BE26,2019,59(36 : 101-103,
NI BRI TR BIL A PR AR 11 155-TgG4 Sk B M iy 18
S BERER 1 22 & M 2 AR A 20 I PR AR 5 40 A L. b Bl s
IRAMARE,2019,27(4) :411-418.

Burnor E, Yang L, Zhou H, et al. Neurofascin antibodies in au-
toimmune, genetic, and idiopathic neuropathies[ ] ]. Neurolo-
2y,2018,90(1) : e31-e38.

Delmont E, Manso C, Querol L, et al. Autoantibodies to nodal

[21]

[22]

[23]

[25]

[26]

[27]

[28]

[29]

isoforms of neurofascin in chronic inflammatory demyelinating
polyneuropathy[J]. Brain,2017,140(7) : 1851-1858.
Uncini A, Vallat JM. Autoimmune nodo-paranodopathies of pe-
ripheral nerve: the concept is gaining ground [ J]. J Neurol
Neurosurg Psychiatry,2018,89(6) :627-635.
Vallat JM, Mathis S, Magy L, et al. Subacute nodopathy with
conduction blocks and anti-neurofascin 140/186 antibodies: an
ultrastructural study[ J]. Brain,2018,141(7) : e56.
Doppler K, Appeltshauser L, Villmann C, et al. Auto-antibodies
to contactin-associated protein 1 (Caspr) in two patients with
painful inflammatory neuropathy[J]. Brain, 2016, 139(Pt 10):
2617-2630.
Pascual-Goni E, Martin-Aguilar L., Querol L. Autoantibodies in
chronic inflammatory demyelinating polyradiculoneuropathy
[J7. Curr Opin Neurol,2019,32(5) ;651-657.
Querol L, Siles AM, Alba-Rovira R, et al. Antibodies against
peripheral nerve antigens in chronic inflammatory demyelina-
ting polyradiculoneuropathy[ J]. Sci Rep,2017,7(1):14411.
o R LR HE S 38 2. GMI-1gM HLiR BE R0 4 M i i
T2 A2 I AR | F A 5 B AR A LT ] v XU e 8 5 0 44
5,2017,34(3) :213-216.
Pascual-Goni E, Martin-Aguilar L, Lleixa C, et al. Clinical and
laboratory features of anti-MAG neuropathy without mono-
clonal gammopathy[]]. Sci Rep,2019,9(1):6155.
Moritz CP, Tholance Y.Rosier C. et al. Completing the immu-
nological fingerprint by refractory proteins: autoantibody
screening via an improved immunoblotting technique[ J . Pro-
teomics Clin Appl,2019,13(4) :e1800157.
Jia K, Zhang X, Zhang L], et al. Anti-neurofascin-155 antibody-
positive neuromyelitis optica spectrum disorders[ ] ]. ] Neurol
Sci,2019,398:16-18.

(2020-05-07 Wk



