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T ) Meta 0B . R B BE AL X RE I PR
W

UG Mota 4147 T BEBLRY 6
B

— TR ) Meta 3 A1, /N B HIL X
WF9E . B RAFAYR B BRI .
11 — Xk BB 5

— BB B Meta 2347 . /N BEAIL XS AR
W Bt AP AR B BB .
11 — Xk BRBIEFE

JEXT B A B IR RS . e ity . &
FMEL

CSCO Ex#IRE

— IR

(ZHEW = 80% )
FEAR IR, [HABUN
(I 609%~80% )

— BN

(= 80% )

AR IR BN
(ZHFE W 60%~80% )

JeFR, H%ﬁ‘(ﬂ:
(S H5E I <60% )




CSCO i2frisraiEESFR (2019)

I ifets 1A EHEFIERS 2A SR
—BETEBL R, CSCO FEaKE 1A 28 UEHE A 431 S M B e HLAE R [ o] B e )
2A BIEHRAE R T 9t . BUASEDL, CSCO 451 1 S BA IS HHE: 7] K
U R IETE (AFRE N IR ), MRET I EMXTRRE, FEA N E
FEMFE; T RIEFERTE, SRR ks, 2% RN E
RN ALK iEy e

I R4t 1B ZSIHEFIERSD 2A SR
—BIELL T, CSCO F5KE 1B 2SS A 4% Z AR RS I sl 78 v [ AT B2 A
AT 2A FSUEHEVE R TT9edfidts . HARSRUL, CSCO F5RS T R Afieds HA QN T Rk :
7 [ B el [ P B A LT 0 22 v D AF o SRS T R RE S, (B AT Rk 22 Bk
BN AR, BB RATRZ R 2 WERA P ISt X TR 0 BAE M
S SRR, DARAI TN E R N R, ol DIy 1T Hifers

2% 1es 2B ZSiHER 3 SSiEE
X IEERRIISIH TBL, BORBRZ 58 1 IR AR, (B e RARA
—R Y, ATRME S TG A 27

AHERE /Bt T EA TSR IE R A RE MR E R AR Y, RE S BURE O E K2 aiE BT
R, LHRUABA—FOERE, MEH LR S nsnt 5o, mf
PATRAT AN 531 20 F) ik s
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KRN TR E
A S st s HEPG SR a] 2 e
JH G 8 A A v, 00 1] 5]
(ICIs)
CHRINFR AT (HBV ), AAINF4  {diFH ICIs
Er (HCV) #Ei ©
P2 T2y B R R ¢ S I AT 2 e A
i ICIs
" YR RS ¢ AHEFAFFH ICls
%
% H ICTs YaIT RO | A T S B
g FH ICIs
7
i;:% R 2y 5 PR 572 B R /)N 240 B o BB IR ] fd

(NSCLC) f#B#&* JH ICIs




FEIR TR A (223%)

T I G Il Gt

— R " JEMESE ICTs
BAERE Al ICIs
uGpRTE (HIV) #Eig T R Al
& e (di ] ICIs

G pE R i A% e Pk SE T

% 1 -1 (PD-1)

R P 5E T il

& -1 (PD-L1)
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a. ARG A AN 7] (immune checkpoint inhibitors, ICIs ) AR TR PEARE S A e A R
ff (immune-related adverse effects, irAEs) FIfi I, WAFE A GE &M IE N . T
BEBCRFIR N AETE TR B9 1CTs AH S AT CHC A ) UM B 25 R XUBS: - e LB X6 i o o0 AR,
i R BRI AUHE IR T 15 A B R FE i, AL A B, 5 R TE R R XU, 1A ik
FEICTs 7 s

b, [ B RBEVERG R ICTs 3T ROV LE AR 2 RN, A B S VB s s A4 52 I
RIGRITHIRE , A 0T REFEE2 1CTs R97 5 M BUE R R Ak, sk BT A e BE AR DS REAR
B E XA (FINMEENTCS) ). SHEPHILT-HE A -1 ( programmed death protein 1, PD-1)
FIARRFEFET- 2K —1 ( programmed death ligand 1, PD-L1) #HIFI LA, 4M0aEtE T R E41HE
MIEPUR 4 (ceytotoxic T lymphocyte—associated antigen—4, CTLA-4 ) i3] S 2L/ ) H Bt
PR AL A A R, ARSI ™ 8 BRI, He3Z 1CTs Syl o 2 U il
TEJR 8 ICIs 3697 Z 0, RAEACIR eI RS HPRVE R (<10mg/ H). 1EAh, A B Rtk
P22 ZRGEP A BUE B A A B B e MO 1 B, U S e A 25 A R i i
KRR R 25 hAR IS R R . A& 1CIs 1697 s

c. AEEEMEF AN L A2 ICTs WY IR E AR . L SRS EE (hepatitis B virus, HBV)
SN BRI 5E (hepatitis C virus, HCV ) [P B W] A2 1CTs,  FLI7 RS AL
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EHAY . 7E SHR-1210 ( Camrelizumab ) 097 M09 [TABESE S, 99 AR HBV BAPEEH
1 83.9%, 3~4 FATTHIE TN L E RN 19.4% ), 7E CheckMate 040 BF55H, HBV &, HCV
PHAE Y R B e 2 N AT (Nivolumab ) JAY7, BARIFIEFME L A5 31.6% (37/117 ),
HRL A AT N 6 JE, 70% [ E Gl KBRS IFAF B e R MR, P LR MBI IE] A 10.1 J&l; 3~4 2%
FFIE T R A%k 14.5% (17/117), i BAERTE R 2.1 J&, 88% 14 H 35 2 Ab 1L JIF I 25 1k
i, POy 8

A T AN AR LR ICTs IR IV TE A, SRR Z RIS IS B A T
165 EPR (graft versus host disease, GVHD ) PR, (HBRANE B i 7] bk G 2 00 750 42 i s 1
M BRI SRR T R, HRAE R RWHE R A AT AT T B,
A HESE TCTs VAT BB L IE (R AEHE R B4 HLAL TS ge il (0 R 5 7 B BE ) 5 Jemiiie2
i I T AN A A 7 P RE R TCTs SR Y7 AOIE L AR, SR, AGE BR, 2 ICs /RS
S5 GVHD s A AR B 250, RULAE S 81 ICTs VAYT T, o7 Z MR R MRS 18 i 2
JRUB: s

. WEREERRT IR LR KRG MR 52 1), MR#EFA R PD-L1 2 5, [H b e iR Lobk B dn ik
22 1ICIs 1697, A TRe ST ssmt =2, S8 . SRR AU AE JLAET- R . ik, B
A AT R S v B 20088 FR 2 G TCTs VAT IR 430 5 ) LR Ze ol & 70,

. SeEE s PD-1 MIRNE T G 52 CTLA-4 #I FVR YT, sioese sz CTLA-4 i Rva y7 /%%
PD-1 EIFIAYT, TTREERAHIIN 3~4 20 irAEs M RA R, BHisnlik35% 5,
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g. IR sh 3L R 2848 B B AR /N I idides ( non—small cell lung cancer, NSCLC ) BRI ICTs BS 4
TR AT R R Y 3~4 9% irAEs, B TR 5 A0 I AT R

h. 7E CheckMate 171 #f53H1, 98 4 ECOG (A SPIRBLIESr = 2 (B E 2 AL 54T ( Nivolumab )
YBIT, 3~4 PURIT I BRI R AR Ny 20 2, G ERTEE L AR, Rk R
(ECOG HIPRBLIE Y= 2) (S B 1CIs I@T7 I aa e A R, DR SO I T 1CTs 2

i HAET, E AR5 1Cs I ARG I0 X AF 3% AR AR BRI, 2 il R i 2 4F B (= 65
) R ATER 35%~50%, k2N 65~75 % W ARy (=75 %) (R E A A B i
Z . TE CheckMate 171 FFFEHY, 279 L4440 = 70 % (1 E 2 i H JE 840 (Nivolumab ) ¥4
7, 3~4 GUATTAH BN B PEREE N 3.9% 12, 2018 4E ASCO AE243H HY— 55 [l 55 E B 5
TR, AR <70 5= 70 B HBE M, 1CIs A BEREEANE (41% vs. 44%, P=0.69) 7,
R, — IR A SE A T AN TRIAE IR (<60, 60~69, 70~79 Fl= 80 %) MY NSCLC &
F e PD-1/PD-L1 #HIFNATFITRL, K= 80 % MM FH it & Lk R A (progression—
free survival, PFS) B2 M ATE (overall survival, OS) #HMIG T HABAEEAH []3]o BRI, %R
CTLA-4 MHIFIAGE R 3~4 Gegth, PGB RS HE RS CTLA-4 B S 2G Sk 5097

j A HIV YL s Y fR o TT BB ICIs JRYT T E ARE . HAT, U &F HIV BB H 3 1CTs
VAT B R MEAR B GE o [BUE ARG R, ICTs 3 CD4+ B CD8+T 4ilfifl, {HIFA
SR EE DNA & sl i d e R, 3~4 SUAIT MR TE R AR R 1%, (HAFTE RN,
ICTs 23341 Castleman B 1 Kaposi PRI SCRTIZ 5 S 0 A P A0 R 125 S i A0 XURS:
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k. 7€ ICIs J/Y7 2 AR, Feifefilt P K TG sl R T il 90 A8 1, RS EEIUAE TCTs A7 ST 45 Rh TG S22 1
FE—IR [ IR PERF T, 127 45 NSCLC (& FE 2 WAL 5T (Nivolumab ) EY7 AR IEAT T
TR R, irAEs RA RN 26%, TV irAEs K 7%, 5ARBERN B E A 3 (irAEs B
PRAN 4t R AR R 229 4% ) 1,

B40E
| R | e Il e

— R IE L WARIAT (QFEPIE R ) R IR 28 70 11 3 IR 8 AR
ST A B et A (NScLe)
W PRSI B R T R
(HBV. HCV 5 HIV 4%) Jigs
WA S SRR AR RAR B

B 452352 0 RGO 1 L %

LR AL 5

HEE S (. ToRR) z

WA WL AR T BN e CT K iRE 54 ( MRI), ?
=

Bt (CT) Kok et gEEE]




FRK A (Lh3%)

— M MmE R E 4% 8 (CMV ) $ifk, HBV-DNA,
s Al CBOfG It . M iE%s) T 40MBEL (T-Spot) K0  HCV-RNA A6
e PR R 0 A HBsAg. WSRO, friEbinsr

HBsAb. HBcAb, HCVAb, HIV #[9 (HbAlc) £l
PoiAA HIV HL5 (p24) 0
Bk, FE Rk, BB, JUHARRA

I B e P e s o (9 J8
Az NG BT I A A AAREAR, MEDNI . PRTENS
fity, FATHME Bes kA
FR AR | HOR IR DI BEAS I (TFTs ), £ 2R TSH &, ZHTHRIR
FEAEHURIRAR (TSH)., UiFe  SmEbiik (TPOAD)
HORIRE (T3 F1T4) % U2 TSH A, A AR

EZPiik (TRAb)
B AR, FEAT R, RS S IR R, Hfth, BRI (LH), 50
e EAR R (ACTH ) 45 Yol (FSH) Fs2ss
e TFTs
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Rkt (4R)

[iid= i{ﬁﬁﬁﬁfmlgt’fﬂfﬂllﬁ E%ﬁﬁﬂﬂiils%ﬁﬁﬁ [ puli-Z el
BRI R AR A FEVEf P (COPD ), (8] Ji
PERG . 4515955 i £ 44k
%] W, 1TImTRER A
A TS (6MWT )

DA OB ODAEFR Y (LS L 24 /N8I ECG
LHE (ECG) BT 4%). 4Rk (BNP) mf  #Gi#
OHERHE (5153450 KK o B R g 4k K A A
( pro—BNP )
KRB /B YRR M OCER MR E, MUHEAAS
HEAL FEAT O IR A / SURETPAG s MR R R ¥
&, ATESUA, o
21 44 0 C I 3% Z
(ESR) ks %
#®
=

IR TGO A 2A JEEE
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a.

TETF IR 1CIs 107 Z 0, BEIWAA 000l £ R LR B PRI B J vk, IR EAT irAEs AHOCHY S 2

1, 16
li:j:{ 10

. MFEEARKFFZK (epidermal growth factor receptor, EGFR ), [AJZEMEIKE R (anapastic

lymphoma kinase, ALK ) SFYRhIEH FHM:AMIE NSCLC M3, B 1) 254 1% 2 BR U ma 1 77
( tyrosine kinase inhibitor, TKI ) FICIs 2xhgfmaetd XS [t o-n -‘o

B AR A T HIR ORI . ARG 88 iRtk s A8 B, AHGERIR, R
Ko AT S B 74% 1 irAEs 1T,

. MR SR BE R F —ou (tumor necrosis factor—ar, TNF—a. ) # 57 (An3& Je A 74 Brpt) Skeab #E

irAEs A BEXS N HBV P3G A XU, R L AE A B TNF—o0 00500 2 BT REAG: 28 HBV A1 HCV & il
fhm

18 ] TNF—o 3000 T BEIS IS5 4% (tuberculosis, TB) &2 XU, BIHTESE ] TNF—a #1415
Z R / S S TR,

LR HURNR . TRRRE ERAROAEAS A 10 F AT LA 2 OV 3 A 01114 2 A ke Ui 75
AT NI




—. SHEE




%‘I‘Eﬁé&”‘ﬂﬁ j

Gl Tt B
G2 T be

G3 fEBERIT

G4 fE B i 7,

% IERATE
E T 3R 37 2
% i 5 (ICU)

e

JRIS (e PR B PR 3, B
B MR, H
k& e, 0.5~1mg/(kg-d)

4 B OBE R TR R IR T,
1R % Je #is B8 & Ik 15
1~2mg/ (kg - d) FIHEKE
/)2

3=

4 B R T RIRYT . B
Jik fif FH R SE 9K JE S T,
1~2mg/ (kg - d), ¥ 43
K, AREAR G2 il 120 W ok
= Img/ (kg - d) 4k £F,
Ja B I, 6 J8 A2 A IR
R

Rt

X Bz BB R AR T
3~5 Kb AR R BELR
fEBRE, AIEIELE
LRI 5

X W B2 I ik R IR T
3~5 KRG AR AR RELE
fRR B, % e
LRHEIRTE S T 6

AZEfl A
SR

E=H, RFEE
XU / 3R 55 L
Wi 2SR E
ICIs 3697

NGO




[ F5& )

a. TEFFURIGITRT, A A TRNIZ M ICTs IGT P IR TE B . 7R BLERbERT, B D% T )
TRITHIBN (BR3P NG A T BEREAR, JF KB, A1 e aifEpeie vt . 2, L
I B N 5 % BRI it A B 1 B A — 2 Ak . HR, 1CTs MIgRAELE B 9 F FHisiG
I7, TTRMNEME L B A SUAR R PR M 2 50 A 2 5 I H B E T e R &l
HURSRTEZS Y, I B R 22 Bl . Ak X BRI s 1A

b. i ARAR B EE M4 A S A 7Y o 28 B ST DA IS B o il e 1) O IR R R
RIBPFERME (CTCAE_4.03 )) XA KN ARIE R EAR AT T /%%, SRM# A CTCAE Sk
YRREVEATAE—E DR PR, A 2R S i R B J LR A AL . A
PR HAGIN: G, BER M, G2, WERME; G3, \EEM,; G4, f&AmNEEE; G5,
AR CIBET ;. FAKTN T CTCAE_4.03 (A B 432% .

c. BEPEREPIAARKAREE T AR T PR R STis 38 o B B B 3 2 5 PRI S e il ). IR b
HRAE R A ORI A5 (5 R B i %, DA R R B AR AL . G1~G2 A B — ik
B ORI R FURRHIR . Ak, A7l T aR R SIS, Aol Il IRl 2 R
GeREYE, B 0 v R I M B T R L oD B PR R e, IR (55 K)
SRR 1CTs A EEE BB AN BIAOR , BIANIETS / 4504 0 Pk &, W R
R Z AT (>4 8, AR E 6~8 BB KE ), FRAlETEIRTT FRe A S il 4 F
JF R Z

=
i3
]
i




- PR R R B SRR S X ICTs IR PR TE AN RSN, BTGB Z B0 0 RIESs , (H1C
ST ik 0 B 2 S R AT RS T SR L R, REEAE 1CTs JAST R A
W B S50 A T B i 2 S

o R T B BT 2R TR 2 1 B 2 1 e e rg XU o g DO S e W B TR Uk JE
>20mg/ H, #5224 FILL L) BYERE, x0T AT R PR B A At . Xof 54 ik i fefe
FRE R T (RJER >20mg/ H, F52E 6~8 LA I) MR, I0Z25 R0 BT B 2590k i
B LR 4 (lndisEnge) Lo 2

LRI RORE R TR R, A0 SR E A AR 5 R BB 4 25 (nonsteroidal antiinflammatory
drugs, NSAIDs) sHUEEZGHY, IRl O AT TS s H2 22 (ARBA ARy T 1o 272

- R AR R B (0 AR R A B A A, R T IRARD SRR A R D FIAS Fy T B o
BAE 1O

. AR, HURIRIDRERGE MU A 23 REE (AT PR ), AT EERE B BUBRiay T, (HfE
R R AT e

L TR B2 R O A BT AT L R P A S e A R, EL AR TNF—ou 30057 (A3 S A

FOHHT). ZH MR . M Te 5w Ko Wb ez il an o M R A AL Bk 251 (anti—human thymocyte
globulin, ATG ) % Lie. 22_24:0

j. PR I 0 PR SIOMRE B R L T AS S R 8 P S A R S 1 2

- LRI B R SR . PTAREE ICTs JRY7 1 2




fly M ==

=S EE

RZRREIE °°

BERE [ s

Gl B | 95 X <10%  4kSE [Cls JRYT DVARC N il 18
4 B KR AL (BSA ), SRl R R 5 . JFE YRk

PR AR (0. F AR )
FEFE . IRECRIN) o7 v 268 52 RO B B2 S
= (JRHSNAD)

G2 B | BRI 10%~ R E gk -G (O] Y/ V) il 1
30% 4= 5 BSA, fEoiAs  HRBudifiz bEvis K. B ohREA A
PR M hn. B, SRR RO B T R 4 % BT R -
YOm sk B9); H¥GE R/ S0REHR, 0.5~Imy I AT B Bk 35 41 4 g
FTHLZ B (kg-d) tot ®




e it (4:342)
R S | B | O 0 | I
BE | 93 K >30% BHE ICIs JATT ZEMEBGRTY WA U AT IR

25 BSA, PEEUREAE (SRR BRSO B R A 2 Bl B heER A
R 2opE, S A, RER,05~Imglkg-d) 22
REWE), HEAEEA  (WJEEE, FETHEmE RRHLGNER

FHAZ R 2mg/ (kg d)) *
PR
Gl il R B Yk 1C1s 1697 DA 1
1 AR e 2 L. B RER A
o S e ST R A
G2 SRELE vz MEERME; IR R EEIG T R AT ks iE R R R & 0 E e gE AT M R
BB Bk Z 400 (4. ICIs 3697 &, ZEEL . FEReGE

b/ NI TS T SN = S 5 4 e 5 gt e (VS I 4R S
AL, B D ; B DRI
W T HAZ IR FLub R RE AT LIS ]

5
i3
=
H




B IRBENE (2:4%)

G3 SRANEL Iz Rk
H ¥ A= 16 [ #1037 PR
E%-A0]EIN

# {5 1CIs JA)T BAtEse o T PEAT I
WIEHA /T RER e A B, &I IE M ML IFE SRk A
0.5~Img/ (kg -+ d) Eili3 WAL U A,
MR RE 25

y- @F TR (GABA) ##h
il s T, gtk )

KIEM R [Stevens—Johnson ZEGHE (SJS) / FRaEER i ASEAMFAE (TEN ) |

Gl ToRER, KX <10%
45 BSA

MEG TSR PEn] R

I iy b 1L g L T R BT

(fuim IgE KETHE)

BHE ICTs JAIT EpRlase
o FH 5 55 0 B B R R R, T E
E4; | ik . HART

CR W& H
(CRP) ##x

=
i3
]
i




BRFEE (2:4)

G2

G3

5
i3
=
H

JK 1 78 55 BSA 15 10%~
30% fH5; H a1

THZR

JKIE 78 55 BSA>30%; H

GERCASELUEE
SIS 5i# TEN

JKIEI7E 25 BSAS30%; &

Frk . HARTERAL
HBELE SIS 5 TEN

IRUEAR R A E 2A JEUESR

TiEICs iRy, HE#HNE  BRRaae

<1 %%

KR b 1 B ARk e wa e,
0.5~1mg/ (kg - d)
MR B ThRE . HLf#
Jit. CRP ¥t

TKASEH 1CTs 3697

K Je s /1 H TR JE b e,
1~2mg/ (kg + d)

T B EBEIRYT . AIRIEA
I 1CU Wit slbe i b
TR, IRBE. W ARE
=857

MHFL. BB ShRE . iR
JBi. CRP. #MASEHH O &
P DR

AR R A




[ER%]

a. FRA RFAFIE CTLA-4 F1 PD-1 1A S B0 e WA RS PF, (45 5% B s,
1B PR LTk R g g e 2,

b WHLAT I R BT FE 45 S, AE 4% 32 pilimumab 697 (19 884 th B2 K A 58 2 43%~45% 2 >,
2 32 9 R JE B 4T (Nivolumab ) A [ 1) Bk #2470 ( Pembrolizumab ) 8 % i & A4z R 228
34%~40% " 2, {0 3~4 G W CTLA-4 36 S PD-1 RIRAI T, s R k%
BETHE L SRBEREIRAE Ipilimumab PD—1 15 RIBE A (0 FH S A % 2 290 31Ky 25%0~35%
13%~20% F1 33%, 3~4 P RHEZH <2.5% ' 7 2 [RIE PD-1 4 5864 Ipilimumab {3
B A AR R 2 R 89

c. T GE 2 W irAEs fU 45 Stevens—Johnson £ & 4F / 1 #F £ £ Jz IR FE ) i SE ( Stevens—Johnson
syndrome/toxic epidermal necrolysis, SJS/TEN ), PERE RN G Z A R GUREIR 02595 ( drug rash
or reaction with eosinophilia and systemic symptoms, DRESS ) 2B

d. [ AEEHGE T PD-1 #l5] SHR-1210 ( Camrelizumab ) BAZ5I4YT 8500 SR P B Ik B 40 M0
WAENE (cutaneous capillary endothelial proliferation, CCEP) SN, KAERTIA%, ¥
PURELA 4y “2rfER” “BERALT SRR CRER R ORI AR S Hh, DL i
B FhZ 0P, SHR-1210 ( Camrelizumab ) 364 ALJ7 a5 BT %% JE BE 5 4 Ik CCEP
L S
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o SRRV F A A AEIGTT R, AT R LR S LA S #A rTRE B, o rTREAEE 2= 3A7 HH
Jeio PV XSRS L SR R AR, VT RE R F T I R 260 2 4 R R R A B /T 4
TERE 2 A R A RS TCAR R 1 A

L EBAMIFITINR, K irAEs B PD-1 B RNGY T T REA AL OB XU & A N B R
LRI EHATREM PD-1 k] b giess 2 0 (HER TSR @ R SN, SRS ICIs 3)7
A STAARE (Y 7R 2 ) 1) 5 2R 1 AN AT A

- RO AR AT LA 1 2 AT IS B 1CTs BOZRSEE T, 5 507 B PR S i 9 % B B
AT, BOKA A F UGB ERISIA M R WA EA 4 Gz aitt, W SIS/TEN ¢ DRESS
LERIE, DIZK AL 1CIs 7,

R RRMNEYT, N EIERCE BRI ER < 1 %, I 4~6 N AR, X = 4 A
T 20me IR JEFA BB AR I 25 W 1 R, N Al AR R T A e . A A
ViR B R B, AN R AAEA K Do MR TR IR T, B S R T 2 a7
ol ' M 18 S0

i RIRTEE RIS 2 oE 3 Bk (RLIEFEIEE) A, HEBRHAEORINER . Soh, A BB /

BOZRARI, 5 2 A o Sk B s s




ERREMIMEILASE (CCEP)

Gl BAEZ ALY, &R HEIC T
<10mm, FEECAFEARERNIM SRR, T RUR A B (g
G2 BAREZ AL, KR L IC 6T
>10mm, fEECAPEARERNM RIS, FRIRERIGRST, aBOtsMHIER
FEXF R, T LUR A B 1
G3 ZAEET, ARG I ICIs 0T, HETMEREE 1R
MR R E, BRIFIRIT, MEOEssMHIR
A R B, TPURSRYT

BSR4 2A SRS

[ £ ]
a. HT CTCAE_4.03 BZ #1%F CCEP MMEbRIE, IMRE% T RO T AL bR
b. §3 CCEP ¥ WLy 25 4 )& PD-1 5] SHR-1210 ( Camrelizumab ); A i () CCEP #f &
G1~G2, 4K Gl (>80% ); K4 CCEP HILE ICIs IBITHIEE — RN (73.19% ) ),
c. BIHATHMIE, #CICTs 3I7 S50 4~5 2% CCEP i .
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RDIMSIE
FBR B R R
Gl JoEfk: RAWIGKREGS 4648 ICIs JRY7 W I TSH R i B
Wiy ; TFRIGIT T4, 45 4~6 J5 11
iz Ay AR H
RIEREGE, 2
WRERRIBT
G2 AR WEATHURAR  4kER ICIs WRYY W W TSH K2 i B8
BRI HHEM TSH JF 5 (510pIU/Mml ), #b T4, 454~6 J& 11k
T HZHR FEHUIR AR W IEEE
B P — Wiz Ay AR
. ¢ o P T RN REE, 2
I% jjl ;ﬁ'ﬁ%{f@l‘:{ﬂﬁ Hﬁﬁ%ﬁé?ﬁﬁ

G4 kA WA




NI EEE (2E42)

EZ] BT T BTN I

HUIRIR I RETTIE ©

Gl Thetk: HEWKESRE 441013607, WA,  FRRIR A CEE
WIHEES; BRAAYT  WIER. EHBREER  HRER R
B IR 1 IR SRR SREGE, K i
4~6 & J5 & A TFTs: Wi 3 TSH K F, W
CE &%, AfEidt—2iE R TSH>10ulU/ml,
J7 W TSH MRMETFIER U JF 45 4h 75 4R
63 mEEk. AApmge H ATV RT3, & RS
IR Ty BT 4/NR 024 DR
S DL 2 754 R R LA
G4 fElbdr; WEERSTI gy uias v ki@ e AR B
( Graves %5 ) %¢

G2 HAEMR: WREATHURAR
BEEMENRTT s S
JHTEAM: H H ARG 3
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NI EEtE (2E3%)

EZ1 T T TN T

BRI B ICIs VAT, HEAMWE HAMWRSE BERIT
IR fi Hi ) AR
MR I ARRER, T BEEH,
FESR AN IR RS, e,
1~2mg/ (kg + d) AR
FRAF I PRASAE 25T FH IV i %
BRIAYT

J MR B R T RE DR © (e 1CLs 16YT WHMEIEE MEIRIT

TR THABEGGAITZ Sl Bz e JIE],
B, BelTRBCREELL BE. Afk (o EHLEAR

R FIRES R, MR R H U

KERARAIAIT: ST, KR e Bt
= 20mg am, 10mg pm, RJGHR I
& A IR 2B 1R 48 A

IR JERAHIATI B 7.5mg




NI EEE (2E42)

EZ1 T TN BTN T

JER R ARSI REGR ¢ 5 10mg, AR5 915 k2 =
Smg, 1K/ H ST AR
LI 0.1mg 11 57 52 TF Ui 45 24,
B H 1% AR5 A R I
FEAR K i A S0 % A
AL R TS R B
MR MR sh e A feE,
Beirdy, FHITURsS T il /
IR e 2K [ st
AECIR ™ (R ) B AR
ELIN A SN ]
T A B K B R
>21.)

=
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NIt (ZE32)

I35

R (EREas IR )

Gl

G2

5
i3
=
H

25 B A <8.9mmol/L

235 DB 8.9~13.9mmol/L

Bt & T LB <11 1mmol/L 1 /
B 2 HME PR s ik S8 HLA £
Yl PR W AE B2 HH 7 (DKA ),
I, YkSE ICIs YAIT, VBT
1) 50 785 AV O AR, R 5
REMATE S, HA S
M4 T RIT

B & 25 18 I >11. 1mmol/L
B Bt AL M BE >13.9mmol/L 5,
2 UM R o S0 Bk s i / B
HLILHE >13.9mmol/L, Y.
(1) 58310 pH. KeafifQ
Ak . PREUM K A B-
BT R

QAR EATRERFN /
BRSO
il 25 RETE N o
ﬂ' z:l/




NI e (2E32)

EZ] T T BTN I

G3 b (2) 45 R S5 it R 4 / BH S
13.9~27.8mmol/L, % FHIBAFHME, 7 C- K. it
FEBEIRTT B AR BR P (GAD ),

BB A b
(3 DKA G [Pk, AbFR[R] B
R IMUFRE <11.1mmol/L”

G4 ZSPEIUEE > 27.8mmol/l;  (4) DKA K #r fH P£: {5

fa Rk ICIs 697, fEBEifyT, M

RS, YT
17 DKA & B, fEfEBeif )T
P BA AN 7 B8P 23 W8 & R ) 45
AN SES

IRUESEER I A 2A JEUE
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[E5E]
a. 1CIs HOCPI MM B4 HUR AR T BE S (& HUIRARTREIGR . HIR AR BE T HE A HUIR A
RAF) FAMEREAR (FEEEADIRERL, AR PIEFRIRIIREGR . PAxE R FARThREA 2
AICAEPE R S R AR D BEWGRAE S ). AT SCF HA G A O P /3 Wi i, H/b
AR, AFRERMEE ERRIIRERGER . 1 BN . R AE AN F AR S AR T REIRR 55 . X eI
JRAE AR AR AR — AT RE S AR S G B R AR B R R R [ A 36 12 2 P TcTs
5| HOR R T RE S i AR A 2 K, SR A DL ROHE sk B ARIR YT, b S R EOE
PEFAR IR G4 . TR R Ipilimumab S ECHH WL b d8k, HUn SR % et & ek 4
R T, eS80 ™ E G R, 534, INERTRRIFIE, 1 BB AR5 &
B E R BRI RERGR I AR L L, (LI R R I8 DU LA S G RE AL B, 38 3 T A S 31 2
i,
b. PD-1/PD-L1 il s 2jifyr i, HURBRIAE ALK& AN 5%~10% (SRR AIIE0), Eik
RRAFARUE (£50.4% ), M5 R PEF IR BT REISGE LK 1 BUBR BRI & A AR, 4351k
0.7% F10.2% " 1 Ipilimumab 477 i FUR IR I BEZERLI0 & LE R 1%~5%, TAh S ik A4
HET PD-1 I, 203.2% % ¥ Ipilimumab B4 PD—1 I F1V4 7 HUR IR 0 AE S 14
i R FRINE 20% , FEARSE R R A RIINE 6.4%, TR AR b IR B EI0E [RIRERS n 2
4.29 1720 L ARSI, SBEEAAIT I BN IR B TR ZATT




. B ICTs MG H Y43 WA EE PR IA) B BE A, (HE B B M2 . PD—1 1361 751 B0 24 4 56 P9 43 0k
B BE A B (AL R R A FESS 10~24 2247, T Ipilimumab JRY7AHIC N 4 M B0, W3k
W, R TTRE R IAESS 7~8 Ji, (HECAIRYT N 20 Wb B 1k B BT, PR AEAESS 12 A
fidy e 2

d. ICIs JA 7 AMR], W MBI MR =Ty IRE . BAME . B . 0
A AN LA RE R, 7 B 0 IR R S REGE = AT RE ;s AN 2 T & B TSH MG L R RS T4
AU AT A2 o 32 W HOIR IR Dh AE R 75 58 35 LA R 2R/ 8 . TSH. FT4. FT3 LG HUR IR
2 (TTs); WM EE A HE FCR IR D REDGE , iF— 2545 il U MR 3 (follicle—stimulating
hormone, FSH ), Rz il . ¥ A4 i ZE (luteinizing hormone, LH) A I IR 47 AR i &
FMERS ; LoMEnA M R, BN SRR NS S A FROIR R D R AR A T s A
MRI“G‘ 23, 32, 33, 3610

e. ICIs JGIFIAMN], Qn iR @ MBI MR .OE . BT, S AE RS S RS>, FE%s
JE TR BRI RETUHEZ AT RS WAL R PS4 508 T3 FHE, A9 TSH IF 3 sl AR nl #4112
FER BT BE TC 7 TT LA 4k %% T HR AR 46 5% Graves” Jig. U0 5% B 35 W1 R A B— 2 AR BEL I 7], 3
SEREIRA P BE R G, N R B TR AIA Il S IS FUIR AR BB U T 23 DA T SR A A
TSH. FT4. FT3 Fl TTs; ZEER(HFHAEWIGIT s WHRAHE, WIEHNMWE2:2; W TSH R
1%, WiFES T4 2 T3 T, R HUR IR R S e P i (anti-thyroid peroxidase antibody,
TPOAb ) FfEHURIR R Z AR (TRAL) 1o 2% 3 3% 300
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f. ICIs JRY7PIIA], An R th B TCTE A B I R i A / SO E e, 0 S RIPEA R 75 5 O
RS, AE T S I R R 0 P ARG I 55 o I MR = 3 R S fi = 4 e fik
SR HHIS A REIGE B Z 50N MRI A A — oA 50 R, s imig s X -
MEUIRAE S A A RAL A . SRR R T S LT S G A . e BIR A FUMR (adreno-
cortico—tropic—hormone, ACTH ), TSH, FT4, FT3, TTs, LH, FSH., Z2fii W FLFE AR R i
s 16, 23,32, 33, 36 )

g LWIEUR'E FIRDIBEROR T 5E 5 LA R B A MR HBARBT . ACTH FIRE K 545

h. 48 &1 1 Mﬁﬁdﬁﬁﬁ&%, ﬂﬁﬂﬂ’ﬂﬂ"]gﬁi\ P AR R RE, BO N/ Bk SRR, N
FEEARR R A IR T . A BT, A A LI LT T, AN AT R 2

o [16, 23, 32,33, 36
1' o




sS4 ©
I 2%
Gl AST 8{ ALT<3 f%1E % {6  4k%E ICIs 677 A A W1 R AT
EFR (ULN) iRk
MPHLIZ <1.5 £ ULN e e, &
Y5/ WA
G2 AST i ALT3~5f5 ULN  #/{5 ICIs JAJT B3 RKM 1R AT gk B
BHLTZ 1.5~3 ff ULN 0.5~1mg/kg Ik JE#r T Ilk,  Thig TR AS: ©

WS REAF 5, 2% 12 Uk
H, BITREES 4
KJERSFI I ZE < 10mg/
H, HFERGEE< 1%,
AT ICs 39T
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JIFREREPE (Z22)

] ik ° | 4% © Il 3% Il 3%z

LIRIESR R 20 2A FEUE:

%
13
=)
B




[ F5& )

a. ICIs FOCFIEREIE F SR BN E MG (ALT) A1/ sS85 @ [ (AST) Jhi, fhaiRfE
HIRAZEF . —WICREE R IG KRR, AREA R =2 . SR, RIREIERES
PEREAR, NALLZTH ) LR BRIV e . SRS . 1CIs AHOCHFAESEME Al & A F i ik
JEAT RIS, fH AR A2 8~12 JH. CTLA—4 R0 Bl AST/ALT T4 & Ak R AE
10% AP, PD-L1/PD—-1 35 kA= R4 5%, 3~4 9% ALT/AST JHE KA RA N 19%~2%., TEH.
2 PD-1 f3I 55038 Y7 FF 4R 95 (hepatocellular carcinoma, HCC ), PD-1 #4515 CTLA—-4 1))
FIBEAIRIT . CTLA-4 M5B A ALy 7 BB [ 0 7 & A 3w (B 9%~20% ) 77,

b. ICTs AHSEIHAEREVE A2 Wi T HEBR TS Zh ke dE k46 . HAbpem S8 PR 5 (g i, g
TS, HALZy Y S80S . A SRt . IR & I sl 4L A e it e 2. anf
IR FERS, nIAEAR S T 2 S5k L N RO I e K HEA T 1CTs 3397 24 &4 1CTs M
SFAERENE, ALT/AST Thsi#id Bk 50%, ek 1 FLLE, FRAALE L 1CTs 3097 0

c. JRIT N eI D B S DR IFIEI G 259 . IR ANiE A R IR (57 HBV 2 HCV)
FIBRFMH 1CTs, 7ERFEE HEYR SRR AT T, 1CIs MR stk nl £, Pl Ry
TR P S HBV/HCV S AT LI 2l 1CTs. X T4 HBV B B, 57
HBV-DNA It 20001U/ml J& #-FF 4G 1CTs 3697 i R H 8 5 24K F 5001U/ml ). B HBV-
DNA & A E, W15 HBsAg (+) 1/ 5K HBeAb (+), HLHEFETE T K ICIs i FIATIF 4R 45 T hi
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WRFHIARIT (RO, MREERH SRS N, JEEI HBV-DNA FI HBV Fifi
BURHIFUR; SHFAIE HOV YL, TETHTE ICTs JAI7 IIRINTE252 DAAs S F IR E VR E14Y7,
(4P E W HCV-RNA 7K.

. 1CIs ARG FFREAS 4 TS M40, 4/ R AE PRl FIBET . KZHUREFE 1~3 AR 25k
LNFIhBRIR A P P 2 USSR 0 BB IR S5 RO T ICIs 1697, KRB HOR R AR PR3
o 3L BGEE, BUJA H ICTs JG97 & A5 I 0 J LRI, 3Gk A5 H
ICTs, TEFEZ—FIZEAIAY ICTs (40 CTLA-4 JI5]) Jarmt i BldtE S, A—ESfEiksn—
FHASHIA ICTs (4N PD-1/PD-L1 P50 697 B i BUAFIEREPE , (HOR 3 F ] — 258 ICIs,
WA IS (Nivolumab ) A IIEAZE ST ( Pembrolizumab ) ",

. IR BRI Bl /NP T S RUAS [R] A5 Fr o K ] Pl A e i) 5 HC U A A 0 A fy 26
B IS B ST (ATH) %25,

L BRI ERIRY T S 2 S R AR AN, AT A A TS A L SR P BB R B
TEMAPIE SR, R 8l FHTE 1CTs FOCHFIE G Y s b

AR RIIBIE T IR AR, RS R RBIE R . I E IR R,
CT SR F A H DL R 5 R A 2P 2R, BVRBEIFIh R . S Jsuoaiss . 1Rk K
b KT BT EL 8 25 o AR A T DL gk P BT L 7, R A AR RE K i L 6,




shhslt (85 / Sipk) °

JCREAR; HFEIG (i maHl. FEoheE. dfgmm. FOR
ReGiSWiEgE  BRahag
(1B < 4 A SUOg ., mep, &AM, R,
w/H) JaE . MR R . R AU IR 2505
A
AJREE 1Cls JRYT
DABER FTIRANAL . il FH 1R V5 25 0 i b 2T
WA 4 / U AR

G2 I N - R 5 = | B i v = A M

Wk I (2 9% AEEMHRIKETE B X Zfits

G V5 iR 4~6 TS BRI ARG R

w/H) BHE 1Cls VAT
Tois SRS M B r T R R R y7
OARIE e, Img/ (kg d)
L 48~72 /NSRS TOUGESUNEE . i
% 2mg/ (kg + d); FHRENIADERA TG BT
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Himsett (15 /1 45K ) (i)

| Foesz " Il e | N Rt

RIRUESE G 4T 2A JEUEE

5
£
i




[ %)

a. BIHEEEFERICHNETE 1 d5lh5, & ICs i el WIHEEPEZ —, 3~4 Qe iioC H iE
P FELICTs A7 PR ILISIA . CTLA—4 J0 30 64 5 Wl di btk 2 A KU 18 75 F PD-1/
PD-LL #0150, FF HAl & A TRy r R b R it i), Sy aid 5407, fFSrlg iR E
Mo PD-1/PD-L1 501 04 8 il w & A i B TS T2 05 3 AN H o DL RS 25 ik &
(o 24 W B A R AR, I B BRI T,

b, REFUEFIE R R ORGSR EN, FIHAGESRCEFER, WET 2RI FIRLLRE, B
BN GIK T 2ERIIETE, BT AR . R ARG . AIEEREIR, DI
WARB FUE S . JLT RS (IS Bk HE2L) DIKOCTTPIRE . WAMIERAL . IR
AR

o RANENRG . TSR R S S A DG B s e AT REIE . X T RS B 2 2
KV b RIRTE A i O ARG W B S G A LU E— B ARSI . 1CIs YRY7 5 R R 18 B
LA 2E EUGGE H AR FRAEMHRE (inflammatory bowel disease, 1BD ) [UFRI. K H0w 5 £
RS A (VR A BRI RR AL iR ), BRI R IB M SR AR AR B M . A
SR I IBD AR, BIANPIZE . BRI A 2 AR s (540, it . s EoRk
2o FISARIEREIR (A PRXFEFT F IR ) FIAEE e (B8 SY7 . B RAIT 3R WAaHE.
R0 CTLA-4 SRS NAZE I 585 FEAT B A+ a8ttt . B RoRR
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E MRSl RS T B . A 2B IR A AL SR A 2 ) O

d. BA—SEHHRR TR SEYTES W S P e, 1045 D&M (Calprotecin ) 7! FIFL
BEM (Lactoferrin ) ', {HAESWT FAT St — S HF S0 AL .

e. THAL RGN B35 ICTs YR Y7 N5 R R K 5 R T LB R, B Ml s IRy 7 TR
WAL NG R SE R il — PR R e .

f. R ICIs IGIF A B I it ne e A3 2RI . BB EEPE 5 1CIs WGy B 1 f A4
KM ATHGE . —LWF5 & BN Ipilimumab /-5 1/ NS5 I 58 AR R 4 5 B AEAFAHDG . E—T0
FIEBIEBIE T, CTLA-4 MRIRNATF I, 2R, 3~4 Japth kBT Rei,
TEFUIR A BRI RARARTE ;. WA BITR R BN S 1CTs ST itk




i (Ah%)

| e Il Z¥E7E Il K3tz

TR




iBErE (Blige) (2E3%)

-

HBUS BAEAR /1 AR R O, AL I AT AT E‘JP*NS‘Z
SR, B EIhEE. AT, IhRESAT VET: N Jﬂli%?%& EHiE
. PEOAEAR . BHE ICIS IRYY, HEMES G 2t IRIEFR R B'i’—zu’és%ﬁ
Rk, MR, R BRETRRENE, 1~2mg/(ke-d),  BOSERT A HERRG R M W
PRIBE Wl AT 48~T2 /NS, AAEREGE,  REG o, A
ZAN kB BERAE 4~6 JANEAREEE 5~10mg A 3 K MW — vk BURASE
25%~50% B Ml AP AR TR, 1% ORI A, BRI
S, RWHE G3~G4 NAYT; WIAREE e MM ik K
A, WREEH] BRIEGE, WEIEMASEEIUR AEIRAET)
Zytanarr dEAT T B JA 5 A i # CT

3~4 JHJ5 AR CT Mk AT | AliERE

Il RAE AR AR R 24 B 2 < G,

GuE 5y AT AE A 5




7 Y BT & RE
W, BRI it
5% >50% fifi 52
i, AN APERE
hiZ B, TR
A, TEBEIRTT
e e A T
IR e, & R
W 38 25 A AE
(ARDS), 5%
HEERS T
T it

ftiBErE (%) (Zi3%)

AT MER s 3 e CT, H AL, T
BIIRE . AT . ITIRE T
AR ICTs Y397, AEBEIRIT
MR M AR S HEBR Y, THAK
PEHUBIIRYT s W BRI IR
SRR

i ke R R JE A B, 2mg/
(kg - d), BIREITIESIRIT; ¥
FIRIT 48 /NE G, A5 I IR AE AR
U, REBITRIERUER
< Gl, SRJGTE 4~6 J& N B 4
By AR YGE, A% EEZ
e R A EH BT (Smglkg ) # KT
T, SOHEEEE, 19/ K, 2K/
H, si#kiE s spsskEn "

IR AR 2A ZEiEE

kT BRI
JIIREE NS
6 2 1 B3 o D A S
e

(i

%jﬁi—u
(=25l
W, A
HALGAR
BT &
TR
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[iE% ]

a. GRERH I 9 S —Fi s DL A oA B i = SN R R I RIF I8 A s o, #252 PD-1/
PD-L1 4 FVA 57 (2, I8 % AR /N T 5%, 3 91 A BB 48 & A 46 09%~1.5% 1
PD-1 il 5] 5 PD-L1 $0 500 S SO0 B Il R A= 2853 31 3.6% Tl 1.3%, EREN R KR
R 11% F0.4% 0, BETRIE, EBRAT A NS IR UESE 2] PD-1 30450 F1 PD-L1 #1]
FIFENTIY RGEAS B0 & A 507 WIAFAE 5 2250 o B S BEA SE VRl 4 73 % CTLA-4 ikl
RIAZRATT R A R AR, KMEAE 19 2247 WIEER, 5825 PD-1/PD-L1 HIHIA 1L,
PD-1/PD-L1 #5864 CTLA-4 MHIRITAT7 (45 90R 3 UL EAS R B RSN T 3 54
AU G R AR LL, NSCLC, B AR T 5 R A S AR e A8 L (AR
B, SOl RTE ELSC R, e R I 48 (1 & R AT B (199% ) F° %,

b. SRR CPER 28 FTREAEAT AT i IF] & A, (R S A irAEs AHEL, il 9 % AR RS TRD AR G 45, o
PR AERRIAE 2.8 A H A AT, ECATRIT I G Ml 2 Z it [ 42 ., NSCLC &AMl R i i it
| T R 2

c. PPEAR VRG22 1 i ARELSE . (D2 EGFR-TKI BEG 1CIs JAYT 5K 21 5L K fUsk 58 A8 B 1 1
NSCLC % fo. 6m; QICHIAFAENE L ZEPET% ( chronic obstructive pulmonary disease, COPD ),
LT LEqb s, o F AT AR Sk e g g gy 10 % 1

d. GBE RGN 28 I AEAR = BEAFR TR RAE (53% ). WMk (35% ). &R (129% ) silfasia (7% ),

5
Jiéd
=
H




IR 25 P B L MO B SOV S8, (IR 173 HH AT LR, (AR 5
SR | U B W G TR, TN Ry, O, bRt
W AT TR ST YR A F B, SR M K MR T B 5, T
IVEIRHERLACREN 56 . BEBEARENAE . UFEENIZE . i BPEI A LIRS RN, 7 50
RS . IORTIRELAEY B RIS I K SN A5 5 O O MR
WA AU , TR R HENATIRA. 28R B K T DRI 3 R EL 4 2
HRAT IV USRI . A 2 5 ST SR W A I3 e . O
AR S ORI 2 5 o SR %

AEFTAINGAER, 720 B9 N 1-2 . SITIRIA P45 1 B S L BRI, KA
S TG 8 T 53 S R ey ', SO, e 85% H0 M T LU i
FERER B B IR R, EURAT 100150 B9 B AT 2 Jr ARSI EA0
B2 1CIs 7 A4 A S AR S VI S BB 25 1C1s Yy AR AL OB RTG53 Meta 43
Bi R, PD-U/PD-L1 HIAIEER) R S MG % (35% )

SRRSO T, B PIRRE R ML, AR TN BRI A KL M
W, AL ICIs PRI, Wi PRFBLERE LA MR S, Sl AR e, = 07, Mg
SSE AR 5 5 T O AR BN RIS . R S s
Sefbl. R AT AR B B B A BTN 0 1 R R 1 2
W, ATEDTASU L EAb, WL R R AL IS T, 84 T T
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S RlAMRAS o — ERTZE SIS WAL, 5 R TR A A ALl DB IR A0 AT, DABRAMN A g
Z B, [FmE, 0 BV ICTs 397, FRAle) 2 a1 (= 2 ). R EZ Mk
AE (R DAL PRERGEMENE) Sas 505 RS ESIAE . FEELL gL, 757 Xt
PERSEMELE IR TIRIT 1 OB TYERISAG A0 s RS / s T iR etk ; GMfizh
AL, AREMEE FE= 10%, FAIMNEE FHE= 15%, —SmaREehae F%= 20%; @
[l bt 32 e AT/ s OSSO SCE RS INAE . B T 36 G2 AR S 45 55995 i BIF 5 AR X
A, ZWTFARME, Hiba OB —S R R AL FLR R
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2% 0.01~0.051U/ml

5
i3
=
H

B s ICTs, ™ 25 3Pk XU A
A28 e D e A F

25T 0.5~1mg/ (kg - d) e
SRR

W i, 35 Mgk
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{%3% [90, 9”0

MU AR T L W 25 XU A RE LI O A 0 . PRI TR, st D e 2
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