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deal with tuberculosis and drug-resistant tuberculosis. In this article, the feature of several promising novel compounds with
potential anti-tuberculosis activities is summarized, focusing on the drug targets of these compounds. These summaries will
contribute to the further development of anti-tuberculosis drugs.

Keywords: inhibitors, drug target, tuberculosis

(Tuberculosis, TB)

0 e 2 BHRHERREERNER

1 000 21 s HEHR Wagdl
10%M TB (Multidrug-resistant Wag31 ( 84, Ag84)
tuberculosis, MDR-TB) TB (Extensively DivIVAP
drug-resistant tuberculosis, XDR-TB) Wag31l Mtb
2016 49 MDRTB M (6]
B (2 Y|
50 8 \Wag31
N- 1 (Lipid binding domain,
(Bedaquiline) LBD) Bacillus subtilis
(Delamanid)™ (€] /
(Ser/Thr protein kinases, STPKYs)
PknA  PknB Wag31 73
Wag31 [0
Wag31
1 R R AR m
Mtb Rv2145c 783 bp
1998 (Mycobacterium 260 73
tuberculosis, Mtb) H37Rv Singh @ 3 Mtb
Mtb AminoPY rimidine-Sulfonamide
“l (APYSL) APYS2 APYS3( 1)
18b (1] 3
Mtb
Mtb 3
RAW 20 mmol/L
APYS1L 100 mmol/L

& 010-64807509 < cjb@im.ac.cn



1328 ISSN 1000-3061 CN 11-1998/Q Chin J Biotech

0 0
N
N AN
i i
N 7 Cl Nul A
NH NH
O O 0
\\S \\S \\S
1N HN-T -~
\\O \\O 1IN %
o N o A\ 0"\
= . L
APYSI APYS2 APYS3

1 BEREGELINEZNLEY APYSL, APYS2 1 APYS3
Fig. 1 Structures of the anti-tubercular aminopyrimidine-sulfonamides identified by phenotypic screening.
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Table1 In vitro hits having percentage of inhibition more than 40% at 100 pmol/L along with their most similar
compound in PubChem Bioassay (AID 1376) and their similarity values
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