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#7% A % nirmatrelvir/ritonavir (Paxlovid®)
Efo 2 8 s L ER S FEpAE

3

2019 # AR IR E FR B A M LR FRRHE p 2382 R L e (World Health
Organization, WHO ) #2020 # 1 * 30 p 7 # 2 W% M 12 o % Fd ’T % ¥ ¢ (Public Health
Emergency of International Concern, PHEIC )» & 4§ {8 #-H & £ 5 2019 %} «‘ﬁﬁva- :},;a(coronakus
disease, COVID-19 ) lﬁgalﬁa R N TR A S A :fgsi 2 (severe acute respiratory
syndrome coronavirus 2, SARS-CoV-2) "2« # 3 2022 # 3 % 1 p » 27k° $ 424 B3+ F
A IT600F 4= 2o COVID-19 A #%7 A s jE > sc%7 pFrli- o BEA S
ZLR P AT 2 o

w2020 & @&»y NI ko Aw e EP AR A #i COVID-19 k7 & pe
Hidd 4 a@ Bl R R B HIERET (dof & - BUE K AR R AR e 1
e ?ﬁfﬁi A Jfﬁflﬂ\fﬁi'\‘)%'}ii> 4 g 4 COVID-19 fﬁrifﬂbﬁ ® b aéfiﬁ}i 7 LIE S b
- B 0 - JEISLE AT (meta-analysis) A ¢ dp 0 FHF IR G TFF OB REE S
COVID-19 £ s ) 5 - b ¥ eh2 B> = F {7 s; BESE%APTET SR
COVID-19 éh# 4 » e p 0 K § i;%'*' o % (remdesivir, RDV; GS-5734) ¥_% & FDA ( Food and
Drug Administration ) rit— £ 7| % 5257 & i g 5 /o SARS- CoV2 S AL > R
remdesivir Jf g d #IREFE D TR Y @ UGF L LI p BRI L F 7 Fla Aol F
% 2F T RES o REHCRABT I SpE QRE S o up ,L COVID-19 g % i& B &
Tox ~iEm ERRE X F' EREN A N I N ahnp - - -,f%x—‘v’—l;\ GELEHRA > F LR T E
) RIRELE 5 S Ak s

Azl 4+ 8T . £ FFDA 42021 & 12 * 22 p i & Paxlovid®  (nirmatrelvir
(PF-07321332) /ritonavir) mﬁf % ¢ * 48 (emergency use authorization, EUA) » A 18 & 4
SRS - AT RES a4 COVID-19 chid » B4 AR £ %o (Ll p LB T
- f& v JRZ $ molnupiravir s7 EUA); @ 2 R w2 451138 ?z SEF ARG R 2

L Bff‘ EoE s 2 Ris > 42022 # 10 12 p 54 nirmatrelvir/ritonavir s ;%.ﬁi%] IS
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SARS-CoV-2 J 4 chz Flie & 54 f& 7 3¢ : ppla v pplab > 12 2 w f8 &4 §-v

(glycoproteins [S], small envelope glycoproteins [E], glycoprotein membranes [M], nucleocapsids
NP e % 3% 2 &d - ¢ & cha & 30 5 MP°(main protease » = 4 4 i* 3C-like protease,
3CL"M) it f7 > 2] % * Eehzh g4 39 (nonstructural protelns nsps) » MP erajE 14 HHop 4 AF
WimEr 715 M g dhpplafopplab 5 30 1 5 B A S - kS
-‘Lfﬁfr Ay LR gy Fod WP RF AT ;J%ggtﬁv& #¢4p 4 (human analogues )
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Inhibitors bind on the substrate
binding cleft of SARS-CoV-2
main protease MP
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a1y " :
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5o ia*?)?a grTmax %) 2-3 -] fF » 354 ¢ ;;}E;}J—‘ﬁ L Tmax % 1.5 ) pF o
#ﬁaﬁﬂ&f‘”#m&“’a%%%ﬁﬁiﬁiﬁ#@ww’%ﬁ$%a%ﬁm$
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fi%"iﬁlf}-:}?& % 9.95 ] B> i&%’“:}ﬁ:gﬁﬁ % 13.37 ) pE o ¢ BT 5 ";fﬁ‘)]% X ity 5 5.45
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. 15,18
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o FF52 ERATH i F > (eGFR<30 mL/min) ';J;; A FFE R A 9;‘4@535';?% oo
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Toh %Y ¥ 273 LF iR e (6%) g (3%) & 5 & (1%)Fovef 7 (1%)
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