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+ Casirivimab
C336', C361", K417'2, Y4532, L4552, F4562, 14722, A475%, GA76'2, C480", E484'2, G485™2, F486'2,
N487'2, Y489'2, Q4932
* Imdevimab
C3617, N439™2, N440'2?, S443'2, K4442, V4452, G446"2, GA4T7"?, N448™2, N450?% P499'? P507’
+ Sotrovimab
C336'"3, P337"3, E340"3, T3453, R346% K356'3, 13583, C3613, Y3653, Y3693, 53713
- Tixagevimab
14725, A475"°, G476, G485"°, F486™>, N487', Y489™>
+ Cilgavimab
C336', R346"°, C361", E406°, Q409', S443", K444, V445°, G446">, G447, N448™°, Y4495, N450'%,
P463', S494°
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* Nirmatrelvir
T216710, T25™, C44™, M497, 15098912719 p5211 y5410.17.20 k902, P108%27, T13527, G1382°, F140'%, N142%,
$1446162324 16021, H‘I63”, H16421, M16523, E—I666,8—11,13,16,17,22,23,25’ 167132024 p16817.2526 T16921.27
H172102328 A173691226 p18424 \/1862" R188%" Q1 8921'22'25, A1912' Q19217202223 A19321 A19420
D2482", P252°, 5301721, T304%%1229 F305%°

* Ensitrelvir
F824, T217'8'24, T2511,17,30’ C4411’ T4526, D4826’30’31, M497’17’26’30_32, L506,8,16’ P5211,30,31’ Y5417,20’ L5724/
$14461617.24263031 16311 H164"1, M165'7, E1668111317.32 | 16713202432 p16g17.26 p18424 Q1921720

nsp12 ICEEB A BHT7 4 v 23
« Remdesivir
V16633, N19833 P32333 A37634 F48033, V55733, S7593334 /79227333536 \179436 (79933 E80237:38
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P337 0 0 0 0 0 0 0 0 0
E340 0 0 0 0 0 0 0 0 .
T345 0 0 0 0 0 0 0 0 .
R346 8.03 6.45 6.59 8.80 0 0 6.76 0 ° O
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™ Y365 0 0 0 0 0 0 0 0 .
% Y369 0 0 0 0 0 0 0 0 )
i S371 96.04 96.97 96.27 96.16 97.86 98.40 94.59  100.00 0
i E406 0 0 0 0 0 0 0 °
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4, MIANZREOMRICEELZRIZFTAREYGHZT7 I/ BREROIE : 8 BEMDHER (2024 F
% 15 8~2025 &5 18 A)

Remdesivir IZ#23 % nsp12 @ P323 DEHEDS 100% IS WETHERF S T3, JIv 4 L AZEOBE
IR RITTAREE R H 27 1/ IBER 2@ T/RT, 72721, P323 1k V166 & [FIFFICT I/ BRiEHLD
5 LI XY Remdesivir DRIRICHE X I T Z LAEINTEH Y, P23 0Hifho 7 I /K&
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Br522 13RO F, FAEEOT I BEHUIC X 28N ELFE IRV,
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