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Table 1. Terminology and definition of pain
Disease Definition
Pain Unpleasant sensory and emotional

experience associated with actual or
potential tissue damage, or described in
terms of such damage
Nociceptive pain Pain that arises from actual or potential
damage to non-neural tissue and is due to the
physiological activation of nociceptors
Pain arising as a direct consequence of a
lesion or disease of the somatosensory system

Neuropathic pain

Hyperesthesia Increased sensitivity to somatic non-

nociceptive stimulation
Increased pain from a stimulus that normally
provokes pain

Hyperalgesia

Allodynia Pain due to a stimulus that does not normally
provoke pain

Hypesthesia Decreased sensitivity to somatic non-
nociceptive stimulation

Hypopallesthesia Decreased sensitivity to vibration

Hypalgesia Diminished pain in response to a painful
stimulus

Analgesia Absence of pain in response to stimulation

that normally provokes pain

Painful anesthesia Spontaneous pain in a body area or region

which is anesthetised

Temporal summation Increased pain intensity over time in
response to a painful stimulus, which is
delivered repeatedly above a critical rate

Abnormal somatic sensation, whether
spontaneous or evoked

Paresthesia
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Table 2. Main pathephvysiclogical mechanism of neurcpathic pain

Level of the nervous system  Pathophysiological mechanisms

Peripheral nervous system

Peripheral nerve Release of pain-related mediators (BK, PG, TNF-a, IL, His,

ATP and potassium ions)
Upregulation of TRP proteins in uninjured C fibres

Dysregulation of the synthesis or the functioning of VGSC

Dorsal root ganglion Increased activity in dorsal root ganglion

Dorsal root ganglion infiltration by activated macrophages

Increased synthesis of proinflammatory cytokines in dorsal
root ganglion

Central nervous system

Spinal cord neurones Functional reorganization (neuroplasticity) of dorsal horn

nociceptive neurones
Increased release of glutamate and substance P

Increased expression of Nav1.3 in dorsal horn second-order
neurones

Increased activity in VGCC
Selective apoptotic loss of GABA-releasing interneurones
Reduction of KCC2 in lamina | neurones

Intracellular changes induced by the activation of NMDA
receptors or other receptors (ie, glutamate metabotropic
receptors) by excitatory amino acids released by primary
afferents

Microglial activation

Brainstem (descending
pain-controlling systems)

Loss of function in descending inhibitory opioidergic,
serotoninergic and noradrenergic pathways

Changes in the modulatory control of nociceptive pathways

Brain Functional reorganization (neuroplasticity) of thalamic and

cortical (prefrontal and somatosensory) nociceptive neurones
BK, bradykinin, & # ik ; PG, prostaglandin, Fi Z1| £ % ; TNF-a, tumor necrosis
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NMDA , N-methyl-D-aspartate , N- 1 J-D- K 4 2 i
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v-Z T  y-aminobutyric acid(GABA)
PRUEFL %L 2ZE  standardized mean difference(SMD)
PRUEFL TR PEM  The Standardized Evaluation of Pain(StEP)

B A 0 4T Y
intraepidermal nerve fibre density(TENFD)

AR C- TR A

high-sensitivity C-reactive protein(hs-CRP)

o 4 2 SR 2TV W IS )

recombinant tissue-type plasminogen activator(rt-PA)
K3k  middle cerebral artery(MCA)
K sk %€ middle cerebral artery occlusion(MCAO)
AR IZ IR B 2
HEAZEE 9.5 protein gene product 9.5(PGP9.5)
LR 22 T 1 LT

low-density lipoprotein cholesterol(LDL-C)
SE VT A 58 ST g

Quantitative Sudomotor Axon Reflex Testing( QSART)

postherpetic neuralgia( PHN)

FERRGEKEI  quantitative sensory testing(QST)
Z R multiple sclerosis(MS)
2 R R4 TV i 8 R
multiphasic disseminated encephalomyelitis(MDEM )
AR diaminobenzidine(DAB)
C-ILWEE 1 C-reactive protein( CRP)
Z AR WO 25 )%
laser Doppler imager flare( LDIflare)
EHRPIRZY  non-steroid anti-inflammatory drug( NSAID)
O R R OV i 6
recurrent disseminated encephalomyelitis(RDEM)

oA g N R KRS ER

compound muscle action potential(CMAP)
SR X IR e A A

complex regional pain syndrome( CRPS)
2 R Rankin S  modified Rankin Scale(mRS)
Hh =Wl wiglyceride(TG)
IR VEHR AL sensory action potentials(SAPs)
B ME  current perception threshold(CPTS)
e R IR DL
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high-density lipoprotein cholesterol(HDL-C)
[EBRARHELL ELME  international normalized ratio(INR)
[ br L 2 K MR AL T 5T 2

International Pediatric Multiple Sclerosis Study Group

(IPMSSG)

BRI B 9T 2
International Association for the Study of Pain(TASP)

FE] o 92 9 T 9 b2 ol 222 38 2R 31 R /N4
Neuropathic Pain Special Interest Group of the International
Association for the Study of Pain(NeuPSIG)

[ I Sk 9 0 73 26 55 2 Wi
International Classification of Headache Disorders-Second
Edition(ICHD-1I')

E PRk Er4  International Headache Society(IHS)

FE] 0 24 it M B LR JR)
China Food and Drug Administration(CFDA)

DU R TR 2%

Hamilton Depression Rating Scale(HAMD)
B:HF-kB  nuclear factor-kappaB(NF-kB)
Glasgow Bkt Glasgow Coma Scale(GCS)
WA VAR arachidonic acid(AA)

RHLZ A cyclosporin A(CSA)
T A B8 S BAE 1L 775 T ) 1]

activated partial thromboplastin time( APTT)
BRATVE S 2 BB 25510

acquired immunodeficiency syndrome( AIDS)
A TEK  mixed pain(MP)

FEF4JEE MM matrix metalloproteinases( MMPs)

WOtE K LAV laser-evoked potentials(LEPs)

H24-BEHLEIE  Guillain-Barré syndrome(GBS)
acute disseminated encephalomyelitis( ADEM)

U A Y 5 A B 1

Intensive Blood Pressure Reduction in Acute Cerebral
Hemorrhage Trial(INTERACT)

T VE R A A8 1 22 R M M 220
familial amyloid polyneuropathy(FAP)

Virchow-Robin [A] B Virchow-Robin spaces(VRS)



