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[Abstract] Humans and most animals can have the feeling of pain which is caused by complex mechanisms and has a wide range of influences.

Current therapeutics often fail to achieve the desired efficacy and tolerability, leaving the effective treatment of pain remains a challenge.

Presently, modulation of ion channel signaling has shown its analgesic advantage. However, among the 215 ion channels in human genome, only

85 of them are strongly associated with pain, and only a few are useful for pain treatment. Here we focused on the latest advances in research of

mechanisms of ion channel-targeting analgesic drugs.
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Figure 1 Brief mechanisms of ion channel-targeting analgesic drugs

f@%ii/& 20204E1H  fE44% 1M PPS Prog Pharm Sci Jan. 2020 Vol. 44 No.1 -




. Prog Pharm Sci  Jan. 2020 Vol. 44 No. 1

3 REMNERFEEXLHAMBNY
3.1 HEMNESEFREREBHY

VGCC J& Z AL T 085 B 1 2 A M 2T 40 i 19
EE R, AT BRI, i A -
Ik 5 40 L N R PR R SR A AR Y VGCC S — i
EHEAW, doa, B.ood Ky 4 MR Hf,
o SEHEAT 10 FORFIRYZERL, JEA AL VGCC /K ALERAY

BV U MR VGCC G544 T RERE A5 Kk B 77
JEARBE MR, Ko LR N R P/Q B R AUAN
T RS AP, H LA, NAL P/Q 7Y, R AR &L
% (high-voltage-activated, HVA ) F55 FiliE, T Al
AR EE (low-voltage-activated, LVA ) 55 T i .
HATWIE & T 2RI T gt AR R VGCC 11 10 Fhd
LD M gk 1 PR,

£ 1 FREBRPEBEE Ca™ & iE AT R KR EE

Table 1 Encoding genes of different subtypes of voltage-gated calcium channels
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Table 2 Some of the analgesic drugs targeting voltage-gated calcium channel under clinical development or on the market
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