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[ Abstract]

Dorsal root ganglia (DRG) neurons are the primary afferent neurons of algaesthesis of

trunk and extremities. DRG transmits and accommodates sensations and accepts and conveys nociception,

so it plays an important role in the mechanism of pain. DRG is accessible to clinical interventions for the

control of intractable pain and is a target for neuromodulation therapy. This review focuses on sodium ion

channels in DRG, glial cells and inflammatory reaction which are mainly involved in the mechanism of pain.
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Hr3E 3zt BR & AR (—)

v-ZE T  y-aminobutyric acid(GABA)
SR ATE full width half maximum(FWHM)
WAL dorsal root ganglia(DRG)
FAE L odds ratio(OR)
FrifEZEF4r  standard deviation score(SDS)
PRUELIIECZE  standardized mean difference(SMD)
Lhermitte-Duclos %%  Lhermitte-Duclos disease(LDD)
445 10 5P fractional anisotropy(FA)
AL ]
WI935 By K It primary motor cortex(M1)
AR IZ 5 P 220
YR T T [T P AR

spin-echo echo-planar imaging(SE-EPT)

L T 1
voltage-gated calcium channel(VGCC)
L e i
voltage-gated sodium channel(VGSC)
Z MM #5i2K  dopamine transporter( DAT)
BIEE S flip angle(FA)
JEEWK AL inversion recovery(IR)
S i)
L2 81 EIR  non-motor symptom(NMS)
EH R RZY  non-steroid anti-inflammatory drug( NSAID)
BEMRIEHE  gap junctions(GJ)
HWBNZ3X supplementary motor area(SMA)
MM B 5 X ventral tegmental area( VTA)

repetition time(TR)

postherpetic neuralgia( PHN)

inversion time(TT)

WINTEI

Oswestry JIEFETFHE 4L Oswestry Disability Index(ODI)
/N

HAMRZIR  glutamate receptor(GluR)
BT R A A AR 4 4

osteoporotic vertebral compression fracture(OVCF)
[ o5 B0 bk
International League Against Epilepsy(ILAE)
[ PRy~ 2=
The International Association for the Study of Pain(IASP)
WK R AR tetrodotoxin-resistant(TTX-R)
A Clock Drawing Test(CDT)
WEIFE  cyclic guanosine monophosphate(c¢GMP)
[l BFE echo time(TE)
BUMIREL  number of excitation(NEX)
HHEE B spinal cord stimulation(SCS)
MR AEBRPEE 1 glial fibrillary acidic protein( GFAP)
BURZI Y antiepileptic drugs(AEDs)
P A BE T turbo spin echo(TSE)
Pk & % diffusion tensor imaging(DTI)
P HOK 2L 4 KR diffusion tensor tractography(DTT)
5 /MAE  Lewy body(LB)
KA I A A pulse oxygen saturation(SpO0.)
FE W2~ 4 American Epilepsy Society( AES)
5 o] R e 2 Dl by

American Society of Anesthesiologists(ASA)
F[E P ZEHF 4242 American Academy of Neurology(AAN)
FEFFE =42 American Pain Society( APS)



