- 694 - 2424 4R Acta Pharmaceutica Sinica 2020, 55(4): 694 -702

AR ROR S AIHI 7 B ST it R

FEE, K A,

Wom A, x\Fw, RO

(7R K22 245 5 B 29 AL 20 TP, A 2B WA 30a PR EL RSB0 =, 1Ll R F R 250012)

SRR B A BT LA, T 31 2P LA JRR, SUPESK 5 00%. B M A0 0
SIS TAA PO ZIY. LA, KRSORAE T SRR BRI, A SCEik T U B TR
SR SR IER S LR SRR TR D T A

F &3S RIL6 CHAARIRED: A

Y E S 0513-4870(2020)04-0694-09
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Abstract: Ebola virus is extremely virulent and highly contagious. Ebola virus causes outbreaks of severe
hemorrhagic fever, with human mortality rates of up to 90%. There is currently no preventive or therapeutic treat-
ment in the form of vaccines, biological or small molecular agents. Currently, a lot of anti-Ebola virus agents have
been reported. Here, we review the latest advances in this field.
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Figure 1 The structure of the Ebola virus (A) and its genome (B)™!
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Figure 2 Filamentous virus infection replication cyclel®
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Figure 3  The structure of compound 1 and its binding mode
with Ebola glycoprotein!®
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Table 1
Kinetic solubility; b: Mouse liver microsome metabolism half life;

In vitro pharmacokinetic properties of compounds. a:

¢: Human liver microsome metabolism half life; d: Mouse plasma
protein binding rate; e: Mouse plasma stability (over 4 h)

Compd. Solubility? tl,z.b t1,2.° Binding  Stability®
/umol-L* /min /min rate?/% 1%
12 5.3 1.0 1.2 -
13 92.5 11 324 - -
14 - 2.0 6.7 86.0 -
15 77.8 3.3 15.9 87.9 88.1
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Figure 5 The binding mode of compound 29134
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