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Aminoacyl-tRNA synthetase in neuropathy
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Abstract: Aminoacyl-tRNA synthetase (aaRS) supplies material for protein biosynthesis by catalyzing both the
formation of correct aminoacyl-tRNA and editing process. AaRS from higher eukaryotes acquired non-canonical
functions beyond translation. With the development of genome sequencing, whole-exome sequencing and increasing
cases reported, mutations of aaRS genes are correlated with multiple neuropathies. In this review, we will briefly
introduce the reported neuropathy cases correlated with aaRS gene mutations, and summarize the mechanism of
aaRS gene mutations in neuropathy. The potential applications of neuropathy cases in research of aaRS’s non-
canonical functions and in novel drug design are also reviewed here.
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GERIRRARL, B A R ZIE TR 2 A S R AR ARL, NS5
&R (Leucine, Leu). F5% & (Isoleucine, Ile) A%
R (Valine, Val)™. Ry 7 B 1R IX SE = XoF I 1) S S R
R aaRS IR AN E A FTAH T, aaRS @it “ XY
it 7 LA RTE B AT B ) 2 B R - BIFESE — B I
FERRTE A S S, 2 A4 45 A Sk ] DAIX 23 A [
R FEER 5 10X T SR G I R S R B R &
FEWEAL (1 tRNA, aaRS 4 23 ) ST (14 4 152 45 #4042k
WAL I R B R E S B P K s B Y

AR =7 RS “RS” Tt —
T P L R 1) aaRS( ] W1 LeuRS X 3 5% & M-
tRNA & 5l ) 3 FH 2 IR 08 SR 777 )5 28 ARS B
ars [AMARF gD H:— aaRS M, fla1 A GlyRS
(1) 25 K A GARS %7, /)R GlyRS (1) 2% K Gars
KR 3 LRRAR A X B 1) aaRS 2 PR U 5 48 “27,
NG L PN A7 78 8 R 5T AN 2R AR Y 4 B TS R
g5 5 AHN L, RZ R A WY A3 37 Fh aaRS, 41
B2 5 4 R R I B R A A R B BT
LA AT AR ST 45 SRR L, A% DR 2H 2 i 1 — A4
ff)5i ThiRS AHAAEE (1 ThrRS-L H A S HEBEALIE 71 F1
EEE 1, W) NSRRI R A AL (15 38 Ff aaRS™
7K 22 E A0 B 5T A 26 KL AR aaRS HH A [F) 525 ] 2 1
1M GARS 1 KARS W] £ [7] — 32 [A] 7 351 38 3o A~ [7] 4 5
EEAG A7 m B mRNA W] AR BT 4%, [R] B 4w AL 240 fifa Jog AN
LR AR B AIE 2 aaRS!,

5 5% P aaRS MH L, =% A AT
aaRS & i B A PN B35 B0 Rs A 5 —,
BA M a8, XA w2 e N RE AT
M Z AR D REVESE /I, A 12X AE aaRS
5 aaRS HH ¢ 85 5T 28 Ik T A7 75 1R Re 5 PR 45 A 3
B, BHESTERENEARE G —2 A
[E-tRNA & ki =A%) (multiple synthetase complex,
MSC), 1 HiX —H A E &Y 8 R E E
F AWK R I 3 s U I T I S R Ry
IERY, EmEEZAMT, aaRS B AR 725
HERAEYE R AN AR DIRE, /7 AR
AR TR R A HAURE L I AR R
A5 L X e T BE iR O aaRS [ AR L SLTh AE
(non-canonical functions).

aaRS fE & H A& b B L alifr, H
BRI R 5 RGN 2 MR K. R RIE
5 aaRS J& [K 548 1 15995 /& Charcot-Marie-Tooth
J% (Charcot-Marie-Tooth disease, CMT), iXx—2HDLiz
Ui JE AR D) e 52 4008 - EEREIR B 5 GARS 4 X

RAFF R, BB LRI M AR (43t
PRIZHIN R A8 72 ) A F A 164 Wi A o
il KB, HATA 6 4 aaRS 3 K (GARS. YARS.
AARS. HARS. WARS H1 MARS) (1] 58 2% % 4R & 5
CMT #H3%, {# aaRS F A % M % K ) CMT S0 3t
RIS, 1X—ZR R FR N aaRS FEK ) CMT £
PEGRAR (RAZFER AL N AARS-CMT B{ Aars-CMT,
AR B [N 2 5 1) 25 [ 512 A aaRS-CMT). B CMT
Z 4h, aaRS B [K R A ik 5 X 4 R i (central
nervous system, CNS) Zoi AR, FEAFHEPYK « ik
R R ME MR A . 2 LB i R 4T 45
BMEMBE ARV, AXEEURRAE S, Hi
RAF 5 aaRS [ &5 B AV 7% 70 B 128 1240,
B B R IE KPR AR 5 A 1 CMT B0 58
N AN aaRS FIMEAIE 7, 1218 M aaRS
55 oAt 25 3 5 IR A EL AR 520 aaRS R4 i
Ihig ',

KK RIS aaRS FEF 58 6 (1 1 £
RGP, EARL HATN aaRS JE K REHH 5
HAg WIhRe 2 X Rt E, IRihie g
RATE AR 2 S0 T RE AT 7T RUB 2571 R R I TE R

1 aaRSEFERLESFHHMERG KR

1.1 SNEHE RG R TR
1.1.1 CMT

CMT (W EZIGPRRFIE R I 245 2t i 1R 52
P IR TR R S U 58 B 2k DA SR b T g
ZA . AR A L I E AR, CMT w] LA
7379 CMT1 1 CMT2 PiFfo3 84, o B A A
A7 AL P 5 aaRS JE K 2845 S 8] CMT L CMT2
NE, Bl CMT2D 5 GARS 587555, CMT2U N
5 MARS 575 k96 V922, HARLE &R CMT A%
1] aaRS B[ S5 N AN FE R 988, LR AE 530
L U, CMT B0 925 07 55 K38 537 T aaRS
T EE I 5 MetRS 1) = A~ CMT2U #f 5% (1) 545 U 4>
AL T (RNA R ERS T 45 A 45 k3 P2 i+ A4l
LT AlaRS 3 R B RS T 45 & ah ik, BRI BR T 1
EERIIBINIRAR 2 A1, HAR ) CMT BUR R4 T
AlaRS (gt 45 AL T C-3i (1) C-Ala 45443 20>
(E D). FEIEERZL, GARS Y iU 57 AN £ ki 44
PR R GlyRS!™, Kt GARS () CMT Z878 th
TRIE 5 LR AR Th e RS A< . Boczonadi 25 B Fi| ]
GARS-CMT B3 KI5 B AT 4e4H B3R5 T 75 5 A feb
2 JeAH 40 (induced neuronal progenitor cells, iNPC),
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RILINPC ) SRR RF I 5 5 A g 7 S & F
P, IF HARRAIEN 4] DNA #% DI MK. T GARS
ZAhb, HABH CMT EUi 1 aaRS FEARJE PR 4w i 41
A )i aaRS.
1.1.2 R D) Refahs

aaRS & K AL T 25 B bt D) e P 15 38 11
Z RGN, HAMATHERR R A X — %R
5591 g Joi A RL AR aaRS FE R A 0%, A Iw
W FiRE, FELRENEALT Gyt Rk Ba e i AL W Jg 4540
5 KARS W46 RBH K, HEFEABAAERME
JAE B4, LR KARS 1) 7328 S0 508 B 40 =7
PE. HARS 4l & RAF 5 Usher £5 4 1 (Usher syn-
drome) #H5%, G E M F AR H BLEAT PR AR 0 A0
Wr B FEREAE KRS . BIIME TR EAR. B
R S Uik SRBE AR ATD A R R B i R 41
B % i 2Ok 1& aaRS FE[H, U1 HARS2. LARS2 Al
MARS2 1] 58 A8 ¥3) 7] 5 3 Perrault 45 & 1 (Perrault
syndrome) ; HEF R TR IS Z A0, BEA L

KIRGE. B R N R MO0 R B A4 B Bl
Bt 78 24 18 KARS 1) 5 & 7% & AL 43 3l 9 i Ly-
sRS-R477H Al LysRS-P505S A&, %5878 S
R 3B RO B B R BB ZE PR AL
CLAT AR SR R A 5 7€ B CARS2 265 R
A7 S mRNA KA BT A R, BEm = Ak 7 28
ANEIERR IR KL A CysRS RAE MR ™. AT
FRAREERT G R, P ot i = et
A WE (hereditary spastic paraplegia, HSP) 2 #5717 FARS2
AUFIRAE, BN R A AR AT M N RO R
HEARTE Sy SORTTREFIBY TIPS + RAZJS 1) PheRS-
D142Y Jig & 2 MR E b Al s B et & 71 T R 5 i A
B R IMBALAR PheRS £ K 5 /Misi ) Purkinje 4 g
RIEK V-, B~ FARS2 A A BRI Ia s 4 0
EE‘ [41]o
1.2 CNS&T®
1.2.1 0 B

1 T Bk A /2 aaRS J: R RAZ G2 [1) CNS 555 1

C175R H162R P234KY — G273R

D146N, D146Y ot Lataa | M2FR — D500N

A57V L129P G240R 1280F H418R [G526R  S581L
S I AY el [ T o

GlyRS )685 aa
WHEP 66 Catalytic 560 Anticodon
binding
A153-156 E196K
G41R D81l -| E1TGQ
TyrRS ( X —( ) 528 aa
Catalytic 230 Anticodon 384 EMAP Il
binding
P13an_ [~R137Q S356N
V155G
T132':|‘ ﬂ—oww YSEOC’;?G‘W
HisRs C < D) s09a
WHEP 54 Catalytic 406 Anticodon
binding
H2|57R
TrpRS ( —C D¢ )471aa
WHEP 8 Catalytic 363 Anticodon
binding
R329H— —E337K
N71Y G102R R326W —I—I l_ 86|27L EﬁlaBG E7|78A D893N
! !
AlaRS ( Do ¢ X ) 968 aa
Catalytic 503 Editing 762 C-Ala
R6|1 8C R737|W P?OOT
MetRS ( — X < ) 900 aa
GST e Catalytic g Anticodon %7 WHEP
binding

RANL A IR AT SR F AT R 7R . GlyRSIICMTEU 822z s DAL I U SN B A B 5, A& N-I 540 2 2

PR HE IR B IR AR AR SE AL A5 5

Catalytic, fEALE5 I8 Anticodon binding, tRNAE S 145 & 45 /)18 Editing, JL&i 4

3; WHEP, TrpRS (WRS)-HisRS (HRS)-GluProRS (EPRS)[FIJHZE#438; EMAP 11, P & 4175 4% JIKIL (endothelial monocyte
activating polypeptide INZ5H438; C-Ala, AlaRSHFA 1 C-ii 25 #35k -

&1 CMTHHET

fi s #EaaRS ERY 537"
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FEARFEZ —, R AT E L)) LA BRI
TE/N R, Adars 141 & R AL 9 A9 1) AlaRS-AT734E
KA GGG, #5012 R BN R EA R BAE,
TEL AR AN PP B B BT 1K sticky AL (RAL KL
BRIAE N Aars-sti). 1E 6 FIEEHE, sticky /N H IR
J5E B2 S b K J R SRR R, AERE /MK Purkinje
AUMIPA TS ™ DARS 1) 22 A SRAE W IE 5 I 1
ARG, I RRE R A 10 T B 52 52 Y BE A 9D £
i &= ZE (hypomyelination with brain stem and spinal
cord involvement and leg spasticity, HBSL)"*, it {%
AR R IR B T DARS R4 & 2 & AR,
Wolf 25 9 7 4 {51 F A5 R 5 T AN 2 1) 76 v %
JE £l RARS J: K 1) 2 45 7% A R A2 3 5 ArgRS [ N-
Uity ZuE i &5 KA RN (B )C-di Add2 25 1 3B SR AR,
4K 30 ArgRS SR AN 7 BT #%4 1% . Nafisinia
26 1438 7 =19 Pelizaeus-Merzbacher F£77 (Peli-
zaeus-Merzbacher-like disease, PMLD) ¥ #5717 RARS
RAZ, Ho Pl ol R A% ArgRS-D2G R
AR, oy — 1) B ) R AR L R 43 0 Gt >k EH BESE I
ArgRS-S456L FlHi 4 (1 ArgRS-Y616Lfs*6 5575 ;
1) ik PR] 4 5 AR KB Wi PR 3% B g 0L HIR 3R 7= A
LT, B A% W LR B 18 (magnetic resonance
imaging, MRI) £ 5 & I DF AR AAAZ 3, /N 15 1
AT BB AL 5 T2 G 28 R B & WAL 10
H S IR R R /N SORE B SIS Bl A
EE KBRS 54M)% aaRS ML, Zekifk aaRS
BRI RAZ S AR AR B A L IZ R « DARS2
A AR SCRAR . 240 URAR . 3 AN BR RAZ AN
2 AN 5 A e T8 5 ki T R B 52 5 G 1 )5
£ & FL B I %5E (leukoencephalopathy with brain stem
and spinal cord involvement and lactate elevation,
LBSL) A 5¢ 9, EARS2 9875 55 . I A1 fixi %2 B
1599 £ s ALR MLAE (leukoencephalopathy with thal-
amus and brain stem involvement and high lactate,
LTBL) #1357 s MARS2 7375 5% Ye o fA btk i &
AR 92 25 SR % 2k TR AE % 5 (autosomal recessive
spastic ataxia with leukoencephalopathy, ARSAL) #H
5% ™1, Dallabona % ' I #i 38 T 6 1 4 7 A4RS2
FAR I B A 1) LA 2 B B R B 4 D R
o, AFEILTFRM . EZENARIIRE %, MRI K
UL SR A RN IR AR, BT I ot B Y
A UNEDIRE IR IER, AP B B A RIOIL
DIRERH o« AARS2 TAL S ARG R T8 15 8 A ) LZ& i
BB WU AR 5 B, R, S 80 CNS S5 1

HYURF S PE UL AARS2 RAZ RG] Z HBURR
RS AN R T CNS BUmpL o
122 R

FEEHORIAR aaRS He PR AL 55 7 5 (1 0 A% MK
06 995 AR AT 9%, IX S A 2 )L B4 LR
Edvardson %5 ' 75 47 6 24 B2 )15 R M /AN i fii 1 %
B AN4iE (early-onset pontocerebellar hypoplasia type
6, PCH6) i # 1 % 5 3 RARS2 LR N & F L4k
G RALFEEER 1) 2 5 4 BT BRI K AR RAT,
MNP AR R I AMEAL S 0 B RA ARG - 5 I 3 5™
IR FEUN B E D /N AR s BEF
Y 240 ff P R R A CRNAM® AR 5 B A Wk Ah /KT
BE TN, 25, RARS2 12 A EUR KA Pk
1 FH PCHO, EIRIXZH B i A hi Ak 2 1 ot B9 1%
RGRAEFH, HRAWRGIFTRE, EMEh
RARS2 5 & %5 RAFEH PCH6 3 (LA AR
Yeanfh, 2R EE R SR H MRS R
FUR S R %A R, HZBRiA (RNAM 1 3
WAL K IE 8 B2, K8 RARS2 ) U 28748 W] REA7
TEA LI 28 SRR AL 5 70 oL Li 45 B 4
(i) PCH &3 RARS2 £:[M i 2 1 b4l & 54
C.[2A>G] T UL ] ) S0 P P AR AN ZH L H mRNA
FIE/KF T . PCH BUw 5 KA & IR T RARS2,
B FLHRIE KARS. VARS2. FARS2. PARS2 Fl NARS?2
(¥ 984835 5 PCH AHOG P57, A5 Buchi BARTEIG R -
B BARE 738, (S KR 2> PCH HIL[R] I R AL
e LR A CONS 88 B AT PERILEUR B A
G, 5 BRI 339 5 I A A I I B A2 ) R
W 52 A Hh BERS ) FEAI

M BT aaRS F K] 5% 38 4 4 il 5 B g
ARG, I AE IR BT AR A R GRS
CNS R MK & 5% % YIMH 5. Zhang %5 B it ok
A 5% BE 1) 4 1) PCH iR #4547 QARS [ 45 9
B RAR, AR K GInRS 1) N-3if 45 1) 35 A1 1k 45
RO <y S IR R B 4, oA ) B R AL 0 ) A1
Kodera 25 PV 7 2 {51 5L % V4385 9ok 2 i 97 (early-onset
epileptic encephalopathies, EOEE) 3 3[R 4] % 78
3| OARS M) & & KA T 3 GInRS ) N-ii 45 1)
S PR ST Sk TR 1 R (B B PSR AT 28 1k, A4RS
RASARE 5 8 Ge (R [V 82 4% 1) EOEE FEHEHH P
FRBREE R DG, B AARS ThAg I 2 B 5 A8 I L (1) i
KT tRNA BB T 71 AR
123 B)LREMEREIE

aaRS JE K 9848 3K CNS $i i 1 2 4
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U BN, HIXFEERER 2 HON 2 LT
PER). IARS2 I NARS2 RAWARIE S Leigh S A 1iE
(Leigh syndrome) HH%, HEGRGREFEEH
JR AR ST IR R MBS B 4 Y, TARS2 (I E & 44
B RAR ARG 5 W 151 p Rl T 9808 FIE Bl1IR 2% (1) 8T
A LEAE R AR OG, W) A AR A S R Y
ZHFLRIT, HBUW M TARS2 E 4 2 & =485 S
L ki A& ThrRS-P282L 45 X 945 Al N 25 —F BY $2 45
B AT FT 4L S B iF T % W1, ThrRS-P282L
G AR AT 1) R R A 35 ) AN G 3% T B B R R 1Y
XRZ R0 R R R PR AL 0% 2 i T aaRS
SR 1) T R 3l 2 78 98 A4 il M R 1) 2 1 TR R S K
SZRE, T T B0 B T R G I R BB
A ) LIBAE S o

2 aaRSEFERTHIBHFHLIE

2.1 AlaRSIRIRIRPESEE R RIRTEFPERR

T & To R AR A, X =T 20
EE AT 57 Ao MRS, R aaRS g
BB SE RIS EAR S TEME T ZH W
I MR 2Bt 5 ) s 0 4 AR A
S HTERREE ST, AT e B2 f I T AR R AT
PRSI . WF 5T R ILAE 3 W1 sticky 71N B 71N i
Purkinje 40, ZHARIHT-E H G 3 (caspase 3) M H:
JEEY) £ 5 ADP-#% 4 3R & 1 [poly (ADP-ribose) poly-
merase, PARP] 58 T-hric ¥ T 2FEYE, RIH/NER
Purkinje 4 22 T2 5 /D ERIEAG AT 4E A (mouse
embryonic fibroblasts, MEF) 7E ¥ I3 X I 22 Jik 1R 22
Z IR (serine, Ser) HIIFFRIEPAAIE R T E, EAMZ
F NI FIHA 528 [1-72 (heat shock protein 72, Hsp72)
w3 B, K Aars-sti S78 0] g T 2040 A H EXT
N FER R B A E A RIS s ARt
FEAER, sticky /)N i, Purkinje 40 Jid Hsp72. Hsp70 &
H AL 97 £ 45 Hsp40 A1 HSC70 W & Fif,  15d B 48
A RS E A R s mITBEARAERN
o W AR A BT e g, O AT S BN
W N (unfolded protein response, UPR) 75 5 P4 Jii ]
FEAB 7 TR e B L 50 A R 5 (heat shock protein
family A member 5, HSPAS 5% BiP) 1 Py J5ii % & /7 7%
G R ¥ CCAAT/ M5+ 45 & [A)J5 5 I (CCAAT/
enhancer-binding homologous protein, CHOP) () I3 ',
SiE AN, AT E N VAT AlaRS-A734E
TR il G T R T B T R IR R 12 35 N B 1R
b, A IRV A FEOE T AR

HEEARERTS, S ERRTENEO
M 24158 4 B B 1 5 110 7 2 R ok 20 i P A 2 1 7 g
71, MR T2 R R i SRR T R AR T IR
AR /INER AR sticky KA

BRI AL, WFIEE RI Aars-sti 5875 F 24
ZIRATHER AR L], EDEA M R fE e “ 18
TR 7, #Iid 5 AlaRS (1) 9 1% SR B 5 A8 AR FH HAE
FH T 98020 A of B 28 26 B8 1A 45 I 4 i #4200 1R
o WL AE sticky /) BRAR AL fa AR I € fr
% 5E B Aars-sti RALZ PG EE ] Ankrd16, 95
(1) 5 € B 1 45 Fy 3 B 52 8 H9-16 (ankyrin repeat
domain 16, ANKRD16) 5 AlaRS E#AH AR, il
i 2R TE G Ser MR E KT (RNA K3
HUZmARE, AT 0061 9% 738 248 i v E X6 B 2 R Ser (1)
WBIHE MMM S RN R, B K
I AE B AR /N BR rP R BR Ankrd16 )5, /) B CNS
AHAh 25 B AR I R Y s HRAE sticky /N,
Wk Ankrd16 W3 EURIGIET: . {E Purkinje 4 [ 5L
JVR i 1R /08 i Ji7 5 4 i o S A M R B Ankrd 16, T B
sticky /N B ) Purkinje 40 B8 12, 12 AL /KF L
AR A B . Ankrd16 BARFE CNS kK
SR, (HRE AT DUA R PR AR B R 1R B
ME AR RS ; X — RABBEREM RS AT
TERE AT (R 2 AR O
M EE L CBALEE ), 1= 7E =S s h AEE
— PRI B R B A R Y
2.2 CMTHEXRIThEEIRIGEIRTS

H AR aaRS FER7E Fr A 4 b )z Kik, HRZ2
GARS 7L W B0 B0 H A w5 FE 2R S 1, R
FERMINAMAERGAKE, KW GlyRS fEizzh#f
LM KB M Re e h KRR D RE. XT
CMT #E XA R AL B FEIN R, X B S5 B R R
A FHEH) CMT, nRid Rk B4 B aaRS FE P AT LA
I RA, MNZR AR AL 1Y) Re e R B RAR
(loss-of-function mutations) 5| & [ ; & 2 %KM &
rh 25 R /G Ih fE 3k 5 Y 28 4 (gain-of-function muta-
tions) 5| #2 . 7E Gars-CMT 4%/ & B0 52 vh
KB, BIREE NN GARS 7] UIARE/INER Gars K
HIhRE, HE S RIEE AR GARS TiFAME Gars-
CMT Z& & RAZ/NR BB R A, R B Gars-
CMT RARMF IR ek 75y Dhfg, (H2& EZSURHL
e i S AR FE RS T XM A FE R T ae Y, 7
R, 5 RIENT GARS-CMT RAF R A 5]
B3 NIE & o M 2 o Bk B s AR RIE
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GARS-CMT [ R84 £ o 7 8 5 B 2 /KT AR
(B 1 F K B A2 A ) GARS A BEAME CMT 22 1)
oA o,

Xt CMT 842 20 HLEE (1 5L I 750N, X —
YT T e S HH aaRS TEAL ARG 1) AL T 1 52 45 51
AL MO BT AR I SR W], B2 aaRS R
AR B AL TS I3 AN 2 F B CMT [ B2 A
JeZ, aaRS FENRAZ TR CMT (™ HAEE thf
R5e4 5 aaRS i ST KL IEMI . GARS ™,
YARS™ " Fl AARS®” ) 2 A~ CMT BUW RAE KA
W 8 () A4 YS /T, BE 7R aaRS 7] fEiE I JE 4 i 12
XTI RGR B RIE R REER .

2.3 GlyRS-CMTZZE A 5Nrpl. TrkFIHDAC6H
FEHEEER

X CMT RAZBURHLE W TR T 250 5
aaRS ) BUp T AL AR AFAE 5 5 A BLAE H 1) 8 B ot
T, BNz 5 & T ) I8 RS0 IE K
MRE. BFH%EEFRKYS GlyRS-CMT AH H.AEH
IS 2 2T £ 8 -1 (neuropilin 1, Nrp1)™. Nrpl
FEAEIZ B OIS A B 40 v 528 1) 40 i 26 1
AR, WA EE S HE T, W semaphorin AL
BN A A K B 7 (vascular endothelial growth
factor, VEGF) 1fij i # 18 s #f1 & S0 Fl L R AR
B P fE CMT /D R #0224, GlyRS-CMT
KA Nrpl f74E 5 H AH BAEA ; GlyRS-CMT
5 VEGF 75 4+45 & Nrpl, M VEGF-Nrpl 15
SIEK I FEBUS ML TR s /£ CMT /MR i
ik VEGF 7 LA [| & 28 Tk i 1) R Y . BRI 2,
CMT /)N B 1) L T I oK 52 31| Gars-CMT K32 5%
I]I-ﬁ [72,74]0

BT Nipl 24k7> 12 5h, GlyRS-CMT it 5 i
HILER 2R H 2 AR B (tropomyosin receptor kinase, Trk)
RS2 EAER, T SEm & #h 2 o MK & -
Sleigh % ™ B I Gars-CMT 845/ RIS IR AL
(dorsal root ganglion, DRG) 7E {4 4} 1% 77 i J& 5 #ih 28
TCIRIAR LG i/l 5 72 0 B v R B o o 22 7 T
FALLG D, IS S L Te I R Z BIRAZ M . R
A% /N R T AR N B A 2 SRR e T BRI )
R DIRERERG . [FIR, BT E K IAEA A GlyRS-
CMT 5 Trk S24&H BAE IR BOE Trk 24k, S
NS ERK1/2 (BB AKSF FH . H Trk 5244
W ph 278 75 DR 10 P 015 5 38 6 72 BUAA (1) 4
25 R G5 IR AR A 48 S i 1) 3 i R R T U,
Itt, GlyRS-CMT 5 Trk 52 {40 H.F FI F 0% T iF
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