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oo )y AN ZAEGYEO BIEEE CEIE(L ) 27 Db 2 BEDRFICIE. 7 A4 )V ARRRIAHE
BRAVONTEY, HEEOFHZ LT 2ERY A VAORAEDRZIN TS, HEEOBFICH
BERITTREEDOH 27 1V BERIIZEMEINTE Y, TNODOREFAEZT ) LY —_4 TV
A K o TR L. BRI~ OB LRG3 2 2 L 3. AR OM AN IcE W CRERAMA L &
%, RLFR—FTiE, HAREMNCTHRIEEIL X 1L PathoGenS (Pathogen Genomic data collection
System) 1C &k X N B G TRAMER O 2 5 2 v, BIREHNCEEL w3 YA A2 T 2
B, PURBREE L 1Y A VA ONRIHE 2 LT T2 3l L 72, 7272 L. 7 3/ BRiEHLA
B oThH, ZOEMEBLT L HIREREOMRICGEEZ KZE WG 0d 5 2 Lt BEGZHENT
»H5,

2. PR

2- 1 iR EROMNRICHE L5 X 2FREED H 5 7 I BB IC DWW T
ENCREA & LT 2 PURIARER~OBIEN R BN ER I NS E 40T I/ BiERIE, 24 7%V
NIBOL R TR —FESGICBEDIEICH Y UTObOBE TN,

+ Casirivimab
(336", C3617, K417"2, Y4532, | 45572 FA562, 147212, A475% G476'2, C480", E484'2, G485, F486'2,
N487'2, Y4892, Q4932
+ Imdevimab
C3617, N439™2, N440'2, S44372, K444'2 V445'2, G446"2, G447, N448"2, N4502, P499'2, P507"
- Sotrovimab
(3363, P337"3, E340"3, T3453, R346* K356'"3, 13583, C3613, Y365"3, Y3693 53713
- Tixagevimab
14725, A475"°, G476">, G485™>, F486™>, N487'°, Y489">
+ Cilgavimab
(336, R346"°, C3617, E406°, Q409", S4437, K444'°, V445°, G446">, G447">, N448'°, YA449°, N450",
P463", S494°

2-2EIN RSN T I BRiERR
LAIT, 202 NDOEREDFE 2 JITTIHREO LM 2RI INICEE T, M1 IR L 72 5HED 16 MR
(2025 4E55 51 H~2026 “E55 143, 2026 4F 4 A 27 HERFSEEE  BE) ICEN RIS v-5F 481 &4
DRRDOEFTIE, LARTICHRE S LT w72 2308 L 72 &2 R346[Sotrovimab & Cilgavimab].
K444[Imdevimab & Cilgavimab]¥ & U8 N487[Casirivimab & Tixagevimab] D ¥ AR HUIED bz, %
DfhoiEfax, B (2025 4£55 35 8~2025 4E55 50 ) o5l EkiE B X% 80% LA LT A LR T
B HNTz,



—7i. B2 1R L7 RIAMGET CEEEF X 7z 8 AT (2025 4F55 118 ~2026 455 14 8. 2026 4 4
H 27 HigSER - BE) o Ic s\ Tid, R346[Sotrovimab & Cilgavimab]¥ X U N487[Casirivimab
& Tixagevimab]E#L MK WAL TRED b L7z,

3.y ARE
-1V ANAREOHRICHEELE X 2VRELED B 52 7 I/ BEBRIEIICOWT
ENTEAI SN TV IHI T AV AE~OBENRFEENER I N ERT I/ BEEIZ. nsp5 H 5 \»
I nspl2 HfLicH b, LTodbonEFons,

nsp5 ICEHEDB A 2 HL Y A L R
+ Nirmatrelvir
T216712, T25™3, C4473, S46™, M49715, 5068915725 p5213 ' Y54102126 K909, P108%™, T135™, G138, F140™,
N1421127 G143, S1446121415202829 C160'4 H163"%, H164™, M 16528, E166581>17:20212527.283031
L1 6717’26’29, P16821’30’32, T1 6914,15,33’ H17210,14,15,28,34' A1736’9’14’32, P18429, V18614, R18814’24, Q1 8914’27’30,
A191'4, Q1921415212628 519314 A19426, | 23272, D248™, A260'4, V2974, P2525, S30127, T304621635,
F305%
- Ensitrelvir
F829, T217’8'29, G2336, T2513’21’37’38, C44'I3’ T4532, D4832’37’38, M497,15,21,31,32,37—39’ L506’8’15’20, P5213,37,38’
Y5421’26, L5729: 51446,15,20,21,29,31,32,37,38' H16313, H1641BI M16521I E1668,13,15,17,21,31,39I L1 6717’26’29’39, P16821’32,
T169'°, H172'°, P184%, Q192152126

nsp12 ICEHED A B FL Y A L R HE

+ Remdesivir
V16640, N198°, P32340, A376!, FA800, V55740, S75940-42 \/792334043-45 \[7944445 E7964°, C799%04,
E8024647, T8034

* Molnupiravir
WG 2 N

-2ENCTRINEI AT I BER

3R L 72l d 16 B[R] (2025 4E5 51 H~2026 F5 14, 2026 4 4 A 27 HE g - 8
E) DEFFTIX, Nirmatrelvir DZhRICHE % KT 3 REME D H % . nsp5 @ K90 I X UF P108 D&
Hap3Z8D H N7z, KO DEHRIC DWW T, H 4 cﬁw: 8 H A, D RIAAHEF D8 (2025 5 11 38
~2026 4F5 14, 2026 4F 4 H 27 HIKF E) ICBWTHIEETE 72,

—77. Remdesivir DFRICHFE % K m“ﬂ ‘l‘i@d’oé B, nsp12 ® P323 O EHIE, 100%ICiTV v
ANA TR &Nz A, P323 13 V166 L RIRFICT I /7 FRIEHAAE Z 5 & LI X U Remdesivir DRIFIC
WEERRITT L PMESINTE Y, P23 0O T I /7 BEIEHRCIIPIY 4 VAR ICEE L RIT X
mWeEZ b B89,
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51-52 1-2 3-4 5-6 7-8 9-10 11-12 g 2 5 g S
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C336 0 0 0 0 ° )
P337 1] 0 0 .
E340 0 0 0 .
T345 0 0 0 .
R346 0 6.38 15.22 6.38 8.96 0 0 7.69 ° )
K356 89.23 100.00 96,74 9574 100.00 88.14 81.82 84.62 .
1358 0 0 0 0 0 0 0 0 °
— C361 0 0 0 0 0 0 0 0 ® ® D D
% Y365 0 0 0 0 0 0 0 0 )
= Y369 0 0 0 0 0 0 0 0 °
E S371 89.23 97.87 9565 94.68 94.03 8475 84.62 .
1z E406 .
& Q409 .
- K417 90.77 100.00 9674 96.81 9552 8644 7127 84.62 °
o N439 .
S N440 100.00 100.00 98.91 97.87 100.00 9492 9091 9231 .
H 5443 . .
& K444 . .
2 V445 100.00 97.87  98.91 97.87 100.00 9492 9091 9231 * )
& G446 100.00 100.00 98.91 97.87 100.00 9492 9091 9231 . .
rﬁ;‘: G447 . .
3 N448 . ®
i Y449 )
ﬁ N450 100.00 100.00 97.83 96.81 97.01 8475  79.55  84.62 . )
2 Y453 .
o L455 100.00 100.00 97.83 96.81 9851 8475 79.55  84.62 °
E F456 100.00 100.00 97.83 96.81 9851 8475  79.55  84.62 .
5 P463 0 0 0 0 0 0 0 0 .
=|Hj 1472 0 0 0 0 0 0 0 0 » )
T A4T5 0 0 0 0 0 0 0 0 . 0
154 G476 0 0 0 0 0 0 0 0 . °
= C480 0 0 0 0 0 0 0 0 .
= E484 100.00 100.00 98.91 97.87 100.00 9492 9091 9231 °
W G485 O )
F486 100.00 100.00 97.83 96.81 9851 8475 7955  84.62 ° )
N487 0 0 8.70 0 0 0 0 0 ° °
Y489 0 0 0 0 0 0 0 0 . .
Q493 100.00 100.00 97.83 96.81 9851 8475  79.55  84.62 °
5494 0 0 0 0 0 0 0 0 .
P499 0 0 0 0 0 0 0 0 .
P507 0 0 0 0 0 0 0 0 °
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ETOPURIBEERICN T 2 282, BXZ 80%UA LD Y A VX THEFFE LT 5, Sotrovimab &

Cilgavimab (%9~ % R346 E#i, Imdevimab & Cilgavimab ICX3 % K444 &t X O Casirivimab &

Tixagevimab (CXF3 % N487 A58 b7z,
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[T 2026 4F 4 H 27 HI 5 CD PathoGenS #35 — % (EE) <1,
MHAMIZ 2025 4E55 5138 (2025/12/15) ~2026 fE%55 1438 (2026/4/5) T,
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£ § £
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11-18 19-26 27-34 - - 516 T7-14 s 5 :‘g
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0 0 [ ] L]
0 0 L]
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0 0 [ ]
0 10.45 5.85 0 5.06 7.72 5.35 ) .
97.76 96.67 95.45 96.89  94.38 95.30 90.91 .
0 0 0 0 0 0 0 .
—_ 0 0 0 0 0 0 0 [ [ [ °
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l 0 0 0 0 0 0 0 )
E 97.53 95.96 94,22 95.34 9129 94.30 86.10 .
e .
% .
=~ 97.31 96.91 95.09 96.68  94.10 95.97 87.70 .
Y 5
s 97.65 99.76 99.86 99.65  99.72 98.99 95.72 )
Lo . .
EI L ] L ]
o 97.65 99.76 99.42 97.67  98.60 98.66 95.72 . .
5 97.65 99.76 99.86 99.65  99.72 98.99 95.72 ) .
& . ®
i
at L ] L ]
# .
ﬁ 97.87 99.76 99.86 99.65  99.72 98.32 88.24 ) .
F2 L]
» 97.87 99.76 99.86 99.58  99.44 98.32 88.77 .
I':J 97.87 99.76 99.86 99.65  99.72 98.32 88.77 )
i L]
Iﬂ;l . o
H—" L] L
J=4 . .
= .
= 99.44  99.76 99.86 99.65  99.72 98.99 95.72 .
v | o | o | o | 0o | 0 | 0 | 0 | e .
99.44  99.76 99.86 99.65  99.72 98.32 88.77 . .
0 0 0 [ ]
Y489 0 0 0 0 0 0 0 . .
Q493 98.99 98.34 99.64 99.44  99.72 98.32 88.77 )
5494 0 0 0 0 0 0 0 .
P499 0 0 0 0 0 0 0 .
P507 0 0 0 0 0 0 0 )
# of Seauences 892 421 1,385 1,417 356 298 187
2.500-
v
Y 1.875-
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g 1250
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0- - --—
X2 HEEREEONRICEEZRIZTAIEEMED I/ BEROEE 8 BHM DM (2025 F£F

11 38~2026 £ F 14 8)
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B ONTz, 2O 7 I BERIZ. EEcEnTB L Z 0% U LD Y 4 v 2 THEF I T
b) 50
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B3 VAN REOMNRICHELRIZTARELNGH ST I/ BREROIE : 2 BEOHE (2025 F£5
51 38~2026 5 14 58)

Nirmatrelvir IZx}3 % nsp5 @ K90 ¥ X U P108 DEHADFE D H 117z, Remdesivir ICF2EF % nsp12 O
P323 D& 100% I WETHERF S T\w3, 72721, P323 13 V166 &[HIFICT I/ MBS 5

& 12 X b Remdesivir DXIRICHE Z JIFT 2 L AMEINTH Y, P323 o7 I/ BEHE T
MOANZRICEE L RITI Ve EZ NS B9,

P ANRIEOMFIEE L RTINS H 2T 1/ BERZ@ TR, CNODEIREFNT LD
BERAh ISR A 5.2 2 L IR O 3, TEKO 7 I 7 BERIC X 2EANEELEFEI N T\
W
MM #E I 2026 4 4 H 27 HEFS TD PathoGenS it 7 — 4 (&) T,

MHARTIZ 2025 4E55 5138 (2025/12/15) ~2026 4E55 14 3 (2026/4/5) T3,

¥nsp5 @ F8, P108, G138, G143, P168, A194, D248, A260, V297, S301, F305 i& #f 13 i35 HE M 0 & T
Ak X 7z,

Xnsp5 @ S46, T135, V186, A193 [E#A I E=MINE TS & N7z MHERE TREEE S LT v Zan,

¥nsp12 ® V166, N198, P323, F480, V557, S759, V792, C799 &3~ 7 L ) — i CE TS h T
%,
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4, MIVANZREOMRICHEELZRIFTARELGH ST I/ BREROIE : 8 BAEMDHERE (2025 F
5 11:8~2026 5 14 38)

Nirmatrelvir ICFZ85 % nsp5 @ K90 E#a23ATHAM 2> &8 72 ICHIBI L 72, Remdesivir 125283 % nsp12
D P323 DEHEIT 100%IEWETHERF ST\ 2, 72720, P32313 V166 & [FIFICT I/ BEHRA R
2% Z 22X Y Remdesivir DFIRICHELZ KITT Z e BHEINTEY, P323 0HMDO T I/ FEER
TIEPLT AN ZNRICGEEERIT S R FE 2 b b 9849,

L7 AN IO RICHE R IS TEENESH 27 1V BRERZ@ TR, b DERIINT LD
BRI I B2 52 2 L RIBO T, $2EBO 7 I 7 BEHRIC X 2EANREELZBEIh vk
W
MM #E I 2026 4 4 H 27 HEFS TD PathoGenS it 7 — % (&) T,

NHAMIE 2025 4E55 1138 (2025/3/10) ~2026 455 1438 (2026/4/5) TF,

¥nsp5 @ F8, P108, G138, G143, P168, A194, D248, A260, V297, S301, F305 i |3 i35 FH 16 1 o & T
Ak X 7z,

Xnsp5 D S46, T135, V186, A193 B35 #=MNIE T b N7 MR TRRGEE T LT 7w,

¥nsp12 @ V166, N198, P323, F480, V557, S759, V792, C799 iz~ 7 v Y — ik SCEICR#EK T LT
%,
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