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Abstract: Pain is one of the common clinical symptom, previous studies have implicated sodium channels as
a key constituent in pain signaling. Sodium channel blockers with efficient sodium channe blockade effect
play an important role in analgesic treatment. However, most drugs used in clinic have many drawbacks and
can not meet the demand of the clinical use. Therefore, for the development of new generation of sodium
channel blockers, it is of great significance to find small molecule sodium channel blocking lead compounds with
novel chemical scaffolds and new structures, sodium channel blocking activity and structure-activity relationship
arediscussed in detail, and current problems and trends in future research are also emphasized.
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Table 1 Chemical structures and biological activities of com-
pounds 9- 11
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Figurel Chemical structures of compounds 1-8
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Figure 2 Chemical structures of compounds 12- 15 and
biological activities of compounds 13- 15
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Figure 3  Chemical structures of compounds 16-20 and
biological activities of compounds 17- 20
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Figure 4  Chemical structures of compounds 21-25 and
biological activities of compounds 22- 25
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Figure 5 Chemical structures and biological activities of
compounds 26- 28
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YIS W], R A DR COR &, B
TRBCRHAYI, A7 BRI IR AR (1R )T 254 .
7 BREEFRALIE RS

London 252 ¥ 45 e Tk eI nik e 2646 5 1)
(34~36, K1 7), fESIYAP LRI A A rh o T AR B
(3o S W PR AR I, AR O iR T e
GIDESEY/P

CF3

B 0
Cry Y O
P
H
Z N NH

o—ﬁ/o%

Compound R hNa,1.7 (ICsp, nmol-L™ %)
34 CF3CH; 81
35 t-BUCH, 83
36 PhCH, 80

Figure 7 Chemical structures and biological activities of
compounds 34- 36
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Figure 8 Chemical structures of compounds 37-40 and
biological activities of compounds 38- 40
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Figure 12 Chemical structures and biological activities of
compounds 50- 53
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