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LER

Filan > v A VA BYEOEIEBE PEELY X2 0H 2 BEDEBHICIZ, v 4 L REFRPTAESE
BHVONTED, BEEOEFHAZRET 2 AR T AV AORENEZINT VS, HEEROMBICH
BERITTREEDOH 27 1V BERIIZEMEINTE Y, TNODOREFAEZT ) LY —_4 TV
2T X o TR L, EERIIR~ OB TN 2 © L3, iGEEOMAHBICE WL EARMA L 7
%, RLFR—FTiE, HAREMNCTHRIEEIL X 1L PathoGenS (Pathogen Genomic data collection
System) 1C &k X N B G TEAMER O 2 5 2 v, BIREHNCEEL W3 YA 20T 2
B, PURARESE L Py A VA0 FICHE X RIS T REEZ GG L 7z, 272 L. 7 3/ BRE#DS
B oThH, ZOEMALT L HIEREOMRIGEE L RZIhWEGERH 5 2 i, HELEERT
»H5,

2. PR
2- 1 iR EROMNRICHE L5 X 2FREED H 5 7 I BB IC DWW T

ENCZAI I T2 HURBEEA~OBTEN B nER I N2 F T I 7 BiEIZ, A4 72y
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°

2-2ENCRIEI N2 7 I BBEH

LIF, ZnZ N0 Z BB E Y RT3 IRFEE O A% 5[ INICEE 3

1R L725ali @ 16 38R (2025 F56 19 1 ~2025 455 34 8, 2025 49 H 25 HRF LG - &
E) ICEMNCERILE 7z 1,555 ok D 5Tk, R346[Sotrovimab & Cilgavimab].
N487[Casirivimab & Tixagevimab]E#EDH KA D bz, ZOfthoiE#sid, FilAME (2025 45 358
~2025 5 18H) 55 EHE 0% LD T 4 LA TRD bz,



—J7. K2 1R L 7= RIS G & 7z 8 BN (2024 45 31 3 ~2025 4F58 34 30, 2025 4F 9
H 25 HiFSER - BE) oiFics »Tid, & o4 T R346[Sotrovimab & Cilgavimab]¥ X 8
N487[Casirivimab & Tixagevimab]& 23K WAEEE TR & 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 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 | 167152326
P168192728 T1691329 17210132530 7173691328 P18426 \/1863 R188'322 Q18932427 A19113,
Q19231923725 A1933) A19423, D248'3, A260'3, V2973, P252°, S301'%, T304%°1431, F30523

- Ensitrelvir
F826, T217’8’26, T2512’19’32, C44121 T4528, D4828’32’33, M497,19,28,32—34I L506,8,18[ P5212’32’33, Y5419’23, L5726,
$1446181926283233 16312 H164'2 M165'%, E166812151934 | 16715232634 p16g1928 P18426 (1921923

nsp12 ICEHLDS A BT Y A L R HE

+ Remdesivir
V1663, N1983%, P323%, A3763, F4803°, V557, S75935-37, 79229353840 \\[7943940, E79640, C7993540,
E8024142, T80340

* Molnupiravir
WG 2 N

-2ENCRINEINET I BER

¥ 3 1R L7t o 16 8B (2025 4E55 19 3 ~2025 4E455 34 8, 2025 4E 9 H 25 HEE iR &
iE) DOEFITIX. Remdesivir DENRICHE X 52 2W[REMED H 5 RNA R ) X F—+F (nsp12) @ 323 %
Ho7 1 /iE#: (P323) 25, 100%ICITWIRITY 4 v A THEFF S Tz, Z OHEAIZK 4 ISR L 7=
RIS cEi /- 8 HEAL (2024 4E5 31 ~2025 4E55 3438, 2025 4 9 H 25 HIfitEs &
E) ICEWTh, FETH o7z, 72770, P323 13 V166 L[EKFICT I/ BREMASKZ 2 22k
Remdesivir DRI EZ ITT L AME TN TE Y, P23 0Hfo T I/ BERTIZIIY A L2
RIS B R RIS I R EZ bR D B34,



4. BER

AL F— McEINAET I EERIL. YA VREBEFORLEERERKE 2o T, 74 AL XDHUE
@ﬁ%@ﬁ?%wx%«®ﬁ HICHELRIETIDOTHSL, LrL, VA LRELRTOEKDOLR
. HAENREEC X > THEARDEF~ONRIIENT 20EERH 2L 20, SHRINLDT
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HHIMEDOHEE %2 b o T2 5L ) id. BEMIEZ w72 v 4 v 2 BEGENH] S hRITEEOHIE I X -
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55

5.7 7 LT DHER
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TH Y, 2025 4F 5 ALK, WCOKTIE LP.8.1 Ziftd & XFG Bt ~DE & b b 23#A T»wb—J <, H
RKEEGLT YT Tl XDV RFEOHRFETH % NB.1.8.1 ZRfi~DE &b h 25EA TWwW5 (2025 4E 9 A
10 HEE)

¥LF 285, LP R 1IN RO H R
XFG %ff : LF.7 ¥t L LP.8.1.2 i Dt 2 (&
NB ##% : XDV %4 (UN.1 %#k L XDE %&#% (XBB Rk DM 2R - 2 /&) oz k) DRk

EAf
T LRGSR W 772 % £ L 22 2E oMY EAEVIEATE BRI E# P L BT S,



1. MFREREOMRICRELZRIZTAIHRELAH 27 I/ BEROBE 2 BEOHE (2025 £5
19 i8~2025 £ 34 @)

TRCOPURIBREIICN T B ZED, 0% LD T A VA Ciffff S LT 5, Sotrovimab &
Cilgavimab (%3~ % R346 iEiftds X UF Casirivimab & Tixagevimab (X3 % N487 iE#a D MK 2355880 H 1L
726

PURIBERE ORI EEX T TRENE R H 2 7 1V BER Y@ TR T, o DEHITNT L b
RIRIRICGHEEZ 52 2 L 3RO 3. FA-EKOT IV BERICL 28N EREIZER Ik
W,




¥ 1F 2025 4 9 H 25 HI 5T D PathoGenS #35 — & (EE) <1,
HARIE 2025 4E55 19 (2025/5/5) ~2025 4E45 34 1 (2025/8/24) T3,



2, MFAREEONRICHELZRIITARNEL’H 27 I /EERODE : 8 BHEMDHERE (2024 F5
31:38~2025 &5 34 38)

HTHIRS (2025 445 3 3 ~2025 4E45 18 ) ic35\»C—HiE% L 72 Sotrovimab & Cilgavimab (53
% R346 BT URA® bz, 7z, Casirivimab & Tixagevimab 12313 % N487 B2 H 72 ICFR® &
Niz, 2ofo7 3 7 BEiEfZ, 2FEICE T I0% U ED Y 4 L 2THEFF X T 3,



TURIBFEEORNR I E 2 RIS TR H 57 1V REIZ@TRd, N ODEIINT L bR
KR ICHE 2525 LIFRO T, FAEROT IV BRERICX 2EANLZELERI LTV

L=
Uy,

¥ 1F 2025 4 9 H 25 HI 5T D PathoGenS #35 — % (EE) <1,
XHARIE 2024 4E56 313 (2024/7/29) ~2025 455 34 H (2025/8/24) T4,






3. MVANREOHRICHELZRIFTAHELH ST I/ BEBROEE : 2 BE0HE (2025 F£5
19 i8~2025 5 34 58)

Remdesivir ICF#23 % nsp12 @ P323 D &2 100% T ETHEFF S LT3, 72721, P323 1
V166 & RIRFICT I /7 BRIEHLASEE Z 5 2 LI X Y Remdesivir DRIRICHEE Z MITT e lEINTE
D, P323 DHMMDOT I BBELTIRIIT AV AMBICHELZ RITE R EFE 2 b D B4

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
Vg
MM #E I 2025 4£ 9 H 25 HEFS TD PathoGenS it 7 — 4 (&) T,

XA 2025 455 193 (2025/5/5) ~2025 457 34 3 (2025/8/24) T,

¥nsp5 © P108, G138, G143, P168, D248, A260, V297, S301, F305 &1 (3 R B Gk o 4 CHIGEE & 1
776

¥nsp5 D S46, T135, C160, T169, V186 E i3 KT EMINE T1F & L7 MR CHREE X LTy e,

¥nsp12 @ V166, N198, P323, F480, V557, S759, V792, C799 Eflx < 7 v Y — iR SCHEICR#EK T LT
%,
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4, MIVANZREOMRICHEELZRIFTARELGH ST I/ BREROIE : 8 BAEMDERE (2024 F
55 31:38~2025 5 34 38)

Remdesivir IZF#2E3 % nsp12 @ P323 D &2 100% T ETHEFF S LCTWwb, 72721, P323 1
V166 & RIRFICT I /7 BRIEHLASEE Z 5 2 LIC X D Remdesivir DRIRICHEE Z MITT e lE I N TEH
D, P323 DHMMOT I BBELTIRILT AV AMBITHEELZ RITE R EHE 2 b D B34

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 2025 4£ 9 H 25 HEFS TD PathoGenS it 7 — 4 (&) T,

AR X 2024 4E55 3138 (2024/7/29) ~2025 455 34 i (2025/8/24) T3,

¥nsp5 O P108, G138, G143, P168, D248, A260, V297, S301, F305 &1 R A E 151k o 4 CHIEE < 1
776

¥nsp5 D S46, T135, C160, T169, V186 E i K5 EMNE TS & N7 MR CRREE S LTy,

¥nsp12 @ V166, N198, P323, F480, V557, S759, V792, C799 E#lx < 7 v Y —ifvfICEICR#EH T LT »
%,
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