HlawF 7 4 LR (SARS-CoV-2) IZxf 3 25K D
R E L RIS T REE 2 B 5
VANRT ) LERICX DT I BERICOWWT
(%5 10 i)

ESRVATE: y/en - AT Eiw i

S84 1 H 28 H




YRR BIRERE

A vy ¥FifgEty X —
JERE AT 2 v & —
EYYEIE v X —

A fE B PRI e 2 v & —
BYE Y —_ A F v ZFEED
R Qi

WHoE R EFE 2 v 2 —

MY ER% 7 A4 v ZRFEER
BREERIAER

Epa SRR
RIS ) LRI 2 v & —
7 7 F vEFEWE R v & —
(BZ+HNE)



LER

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, HAREMNCTHEIEEIL 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 PURIAREE~OBIEN R BN ER I NS E 40T I/ BiERIE, 24 7%V
NIBOL R TR —FESGICBEADZEICH 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, 20 ZNDOEEDFE 2 JITTIHREO LM Z RN INICEE T, M1 IR L 72 5HED 16 M
(2025 455 35 #H~2025 455 50 . 2026 4F 1 H 19 HIRF LR « ) (IcEN CERIE 7251 1,657
koA EEFCld, DIRTICHH ST 72 2355k L 72 1& 1 R346[Sotrovimab & Cilgavimab].
K444[Imdevimab & Cilgavimab]¥ & U8 N487[Casirivimab & Tixagevimab] D ¥ AR HUIED bz, %
Dt EHIE, FTHAR (2025 55 19 38 ~2025 5 34 ) 2255 &HiZd B L% 0% U LoV A L 2T
B HNTz,



—J7. K2 1R L7 RIS CEERF & 7z 8 BN (2024 458 47 i ~2025 455 50 1, 2026 4F 1
A 19 HEFHER - BE) DiFics\»Tid, Z ©—4E[HT R346[Sotrovimab & Cilgavimab]¥ X O°
N487[Casirivimab & Tixagevimab]i& e 23MEK WAHE CTRE® b7z,

3.y ARE
-1V ANAREOHRICHEELE X 2VRELED B 52 7 I/ BEBRIEIICOWT
ENCTZAI I N TV IHY A VAE~OBEN L ENERI N £ T I/ BEBEHUL, nsp5 H 2 \»
I nspl2 HfLicH b, LTodbonEFons,

nsp5 ICEHEDS A B LT A L 3K

+ Nirmatrelvir
T2165°11, T25"2, C44'2, S46'3, M497, L5068914-22, p5212 ' Y54101923 K909, P108°13 T135'3, G138%3, F140"3,
N1421124 (514313 $144613182526 C160'3 H163'2 H164'3, M165'325 E16668-13151819242527,28 | 167152326
P168192729 T1691330 17210132531 7173691329 P18426 \/1863 R188'322 Q18932427 A19113,
Q1923192325 A19373) A19423, D248'3, A260'3, V2973, P252°, S301'%, T304%°1432, F305%3

- Ensitrelvir
F826, T217’8’26, G2333, T2512’19’34, C4412, T45291 D4829’34’35, M497’19’28’29’34_36, L506,8,18[ P5212’34’35, Y5419’23,
L5726, S1446,18,19,26,28,29,34,35’ H16312, H16412, M16519, E1668’12’15’19’28’36, L1 6715’23’26’36, P16819’29, P18426,
Q1 9219,23

nsp12 ICEHEDS A BT Y A L R HE

+ Remdesivir

V1667, N198%7, P323%7, A3763®, F480%7, V55737, S75937-39, 79230374042 \\7944142 E79642, C799374?,
E8024344 T8034

* Molnupiravir
WG 2 N

-2ENCTRINEI AT I BER

¥ 3 1R L7 5E o 16 E[E (2025 455 35 3l ~2025 4E55 50 38, 2026 41 A 19 HEFS8ER &
E) DERFTIX, Remdesivir DZNRICHE X 5.2 20RO H 5 RNA R Y A 7 —+ (nspl12) @ 323 F
Ho7 2 /giE#: (P323) 25, 100%ICHTWIRITY 4 v A THEFF S Tz, COMHEMIZK 4 IR L 7=
RIAEEF R X iz 8 EHAL (2024 455 47 JH~2025 455 50 3, 2026 4 1 A 19 HEFS R &
E) ICBEWTh, FRTH o7z, 72770, P32313 V166 L[EKFICT I/ BREMASKZ 2 2 2ic kY
Remdesivir DRI E A RITT L AME TN TE Y, P23 0Hfio T I/ BERTIZIIY A L2
BRI EE R RIS I RN EZ bR b 5%,
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55

5.7 7 LRt DHER

GlEHEE IN RFOMAR L . T OB AR R ERE o T2, 2025 4F HLIKE, 2%
TEITH o7z LP.8.1 R Y XFG ZRMAMARN AT E o T b, BFICHD 2EI&ITE L 7%
WS, 2025 4E 11 H AR BA3.2 2o hw 2 &R b »ric ER L Tw3, (2026 4£ 1 H 14 HBTE),

XLF R, LPSRARE N SRAT D HRART
XFG &Mt ¢ LF.7 Rft & LP.8.1.2 Rift o #Hffl x 4
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# of Sequences

500-

375-

250-

125-

0-

466
402
277
205
111
I e e

0% 100 %
) < ) 5 o
§ & & £
6 8 0 6 8 0 (.'? § "§- E. 500
C336 0 0 0 0 0 0 0 0 ° ° °
P337 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 0 0 0 0 7.21 0 0 10.91 ° °
K356 97.21  97.01  98.92  98.05 9459 9529 9821  96.36 °
1358 0 0 0 0 0 0 0 0 °
. C361 0 0 0 0 0 0 0 0 ° ° ° .
H Y365 0 0 0 0 0 0 0 0 °
&l Y369 0 0 0 0 0 0 0 0 .
TM; S371 9528  95.02  98.56  97.56  89.19 9294 98.21  96.36 °
I} E406 °
#® Q409 .
o K417 96.57 97.26  98.92  98.05 93.69 9529  100.00  96.36 °
b N439 °
5 N440 100.00  99.50  100.00  98.54  100.00  100.00 100.00  98.18 °
oy S443 0 0 ° °
& K444 0 0 ° °
Q V445 95.49  98.01  100.00 98.05 99.10 98.82  96.43  98.18 ° °
B G446 100.00  99.50  100.00  98.54  100.00 100.00 100.00  98.18 ° °
£ G447 ° °
N N448 . .
*ﬁ:’( Y449 [
ﬁﬂ N450 100.00  99.50  100.00  98.54  100.00  100.00 100.00  98.18 ° °
kxS Y453 °
n L455 100.00 99.50  99.64  98.54  100.00 100.00 98.21  98.18 °
r F456 100.00 99.50  100.00 98.54  100.00 100.00 100.00  98.18 °
5 P463 0 0 0 0 0 0 0 0 °
inj 1472 0 0 0 0 0 0 0 0 ° °
T A4T5 0 0 0 0 0 0 0 0 ° °
Jics G476 0 0 0 0 0 0 0 0 ° °
o C480 0 0 0 0 0 0 0 0 .
= E484 100.00 99.50  100.00  98.54  100.00 100.00 100.00  98.18 °
wn G485 ° °
F486 100.00 99.50  100.00 98.54  100.00 100.00 100.00  98.18 ° °
N487 ° °
Y489 ° °
Q493 99.79  99.50  99.64  98.05  100.00 100.00 100.00  98.18 °
S494 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 °
# of Sequences 466 402 | 2717 205 111 85 56 55

1. EREEONRICEEEZRIZTAIERELH ST
35 38~2025 &5 50 @)

ST OPURRIRIRICHT T 2 HAS, 90%LL LD v 4 v 2 CHEFF X LT 3, Sotrovimab & Cilgavimab
ICHT3 % R346 i&Effs, Imdevimab & Cilgavimab 12X 9" % K444 &t X UF Casirivimab & Tixagevimab
IZH 35 N487 Efa5E80 b7z,

n

/BEROEES 2 BEOHE (2025 F£5



FRAIRE ORI R RIS TR 5 2 7 3 B @ CRT. ChooBMEss L b
IR E Y 52 3 L IERL . $ABEKOT L BB X 3 HANARELBES L (VA

L=
Uy,

¥ IF 2026 4 1 H 19 HI 5 CD PathoGenS #35 — % (EE) <1,
AR X 2025 4B 353 (2025/8/25) ~2025 4E% 50 & (2025/12/14) T,



0% 100 %
Q Q <Q .fe Q
£ £ £ § g
g s s & 5
47-2 310 11-18 19-26 27-34 35-42 g g § £ 8
wk wk wk wk wk wk © S i = ©
C336 0 0 0 0 0 0 0 . ° °
P337 0 0 0 0 0 0 0 °
E340 0 0 0 0 0 0 0 °
T345 0 0 0 0 0 0 0 °
R346 9.88 7.24 0 10.45 5.87 0 5.21 . °
K356 96.14  96.60  97.76  96.67  95.43  97.63  95.77 .
1358 0 0 0 0 0 0 0 °
= C361 0 0 0 0 0 0 0 ° ° ° °
M Y365 0 0 0 0 0 0 0 .
Eu 0 0 0 0 0 0 0 .
Tw% 96.00 96.44 97.53 9596 9420 96.22  93.16 .
b 0 0 0 0 0 0 0 °
He °
I 95.64  96.48  97.31  96.91 9507  97.48  95.77 .
D:‘_D °
= 97.01 9753  97.65 99.76  99.85  99.63  99.67 °
o ° °
O
o [ ) [ ]
8 96.93 9731  97.65 99.76  99.42  97.56  98.37 . °
B 96.93  97.37  97.65  99.76  99.85  99.63  99.67 ° °
=4 ° °
EN N448 0 0 0 0 0 0 0 0 0
& Y449 0 0 0 0 0 0 0 °
gﬁ,j 97.01  97.69  97.87 99.76  99.85  99.63  99.67 ° °
& [
) 97.04  97.63  97.87 99.76  99.85  99.56  99.35 °
M 97.04  97.69  97.87 99.76  99.85  99.63  99.67 °
5 0 0 0 0 0 0 0 °
Iﬂj 1472 0 0 0 0 0 0 0 ° °
i A4T75 0 0 0 0 0 0 0 ° .
1 G476 0 0 0 0 0 0 0 ° °
f C480 0 0 0 0 0 0 0 0
= E484 98.56  99.17  99.44  99.76  99.85  99.63  99.67 .
n G485 ° °
F486 98.52  99.07 99.44  99.76  99.85  99.63  99.67 ° .
N487 0 0 0 5.70 0 0 0 . .
Y489 0 0 0 0 0 0 0 . .
Q493 95.13  98.56  98.99  98.34  99.64  99.41  99.67 °
S494 0 0 0 0 0 0 0 °
P499 0 0 0 0 0 0 0 .
P507 0 0 0 0 0 0 0 .
# of Sequences | 2,773 | 3,121 892 421 1,379 | 1,350 307
5,000~
3,750-
3,121

# of Sequences

2,500-
1 250. 1,379 1,350

B2 MEEEREOMRICEELRIZTAEIGHZT7 I/ BEROEE : 8 BHEMAOHE (2024 £5
47 58~2025 %5 50 @)

ATHAR (2025 4F55 19 8 ~2025 455 34 ) 2> 55| 2 fi % Sotrovimab & Cilgavimab 1243 % R346
B0 b Tz, 72, Casirivimab & Tixagevimab (X3 % N487 i&fa23iHk L7z, Zofthd7 I/
MEiEHT, 2RIICHE VT I0% U ED v 4 v ZATHEFF I T 5,
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SHARIZ 2024 55 47 3 (2024/11/18) ~2025 4% 50 3 (2025/12/14) T3,
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B3 VAN REONRICHELRIZTAHRELNGH ST I/ BREROIE : 2 BEOHE (2025 F£5
35 38~2025 F5 50 &)

Remdesivir IZF#23 % nsp12 @ P323 D &2 100% T WETHEFF S LT3, 72721, P323 1%
V166 & [RIRFIC T 2/ BEERA I 2 5 Z L2 X Y Remdesivir DFNRICHE R RITTZ EpPMEINTSE
D, P323 DHMD T I BEBATIIIY A NV ARNRICGHE Z RJF I T nwLE 2 b5 9%,

PL7 AN IO RICHE R ST RENESH 27 1V BRERZ@ TR, b DERIINT LD
BRI I B2 52 2 L RIBO T, $2EBO 7 I 7 BEHRIC X 2EANREELZBEIh 0k
W
MM #E I 2026 £ 1 H 19 HEFS TD PathoGenS it 7 — 4 (&) T,

XA L 2025 455 353 (2025/8/25) ~2025 455 50 3 (2025/12/14) T3,

¥nsp5 © P108, G138, G143, P168, D248, A260, V297, S301, F305 &3 R P E i1k © 4 CHIGEE < 1
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¥nsp5 D S46, T135, C160, T169, V186 E i K5 EMINE TS & L7 MM CHREE X LTy e,

¥nsp12 d V166, N198, P323, F480, V557, S759, V792, C799 &tz R 7 v ) —iRfI CEICii#E T T
%,
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4, MIVANZREOMRICHEELZRIFTARELGH ST I/ BREROIE : 8 BEMDIERE (2024 F
55 47 58~2025 5 50 38)

Remdesivir ICF#23 2 nsp12 @ P323 D &2 100% T WETHEFF S LT3, 72721, P323 (3
V166 & RIRFICT I /7 BRIEFLASEE Z 5 2 LIC X D Remdesivir DRIRICHEE Z MITT T e lE I N TEH
D, P323 DHMMOT I ) BBELTIRILT A VAR ELZ RITE R EF 2 b b 4,

L7 AN IO RICHE R ST RS D 27 1V BRERZ@ TR, b DERIINT LD
BRI I B2 52 2 L RIBO T, $2EBO 7 I 7 BEHRIC X 2EANREELZBEIh 0k
Vg
MM #E I 2026 £ 1 H 19 HEFS TD PathoGenS it 7 — 4 (&) T,

XHAR]IE 2024 4E55 47 538 (2024/11/18) ~2025 4F55 50 3 (2025/12/14) T3,

¥nsp5 © P108, G138, G143, P168, D248, A260, V297, S301, F305 &3 R P E i1k © 4 CHIGEE < 1
776

¥nsp5 D S46, T135, C160, T169, V186 E i K5 EMINE TS & L7 MM CHREE X LTy e,

¥nsp12 @ V166, N198, P323, F480, V557, S759, V792, C799 E#lx < 7 v Y — iR SCHEICRE#EK T LT
%,
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