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UEAER, DA E ARG xS ) 57 (immune check-
point inhibitors , ICPis ) A3 i % B2 V6 97 2 I i ¥4
SO — R, BT T 2 R0 a7,
JEERAS T RAEFIIT R UL ICPIs A7 F2 /7 PESE T
Z4& 1 ( programmed cell death protein 1,PD-1) i
7 BEPPEAET - AIEA 1 (programmed death-ligand 1,
PD-LL) il 3, DL A A0k T bk 22 40 AH SC bt 5
4 (cytotoxic T lymphocyte-associated antigen-4, CTLA-4)
PR o TCPis sd i BT T 41 i 7 4 3 A5 5 1
G 0R T 20 L 8E BE T A, A N T T R
7o T R T XA A ) VR FH AL 3 28 25yt iy
K T Z G RPEEFAH A BN, BIG0 52 AH 5C
AR (irAEs) o irAEsJLF- 7] 8 K& i B 4141
PR U0 R R B P9 R R R
S 2R AES R B P B (H — 5 RN RN
WERBA e R BLANR YT, W] RE 2 fa S B 1 AR
i HRTRE A N 40 R G irAEs 3 B0 45 6 1A
2 HUR R 2 BE B 45 B b IR 2 RE AN 4 O IR
S50 YA I R G irAEs I AR BT B — Ak,
REMFII 22 K 2 A R AA . A SCR A 41— Bl PD-1 f
PEIRYTFECICPis AH ICHE PRI 55 151, 2625 () I 3
B IR TR PR AE o 2 RS Il BB AT SR

US4 g i PR BE DI XS 9 il ir AEs B IR IR
1 =Bl 4R

B LJ,56 %, T 2014 4R 9 HiZ2 W b 45 iR
5 T R A I R GA AR B 4 TR )b A
B+ R " ALy . 2015 43 & E CT % iF
HIEH L 22 e R A BE b DR 52 , 5 B 2 R e R gk 8
HATIHAL I RA YT S 2 A SRR g e + S i
FRAS + PP SE R R AP IS P 2 B ] T4 1]
7. BT LA 92 B T S R Y.
Al Z A CT SR MR 274875 JIFIE 2 %
FeRo ki oy s AL RO A5 R AT 1Y R H T
2018 4F- 12 H #EAT T IR AT o 2019 422 HAZ
AN MRI 71« T A 22 6 e A% R i g o, A 531 A

JRZBESIN T —30 PD-1 HLik 2567 45
[ R I AR . BEAG AT I, A s IR I
I PR sz B PR A e s o HEBREE B A, T
2019 43 A 19 HlE T4 A bt (FTPD-14T 14,
Py ah 4% 6 ) 240 meifyy, A 21 d HA ., 5 2 A
TRITHT, A 25 IE MBS, 51 mmol/L, JE A3 i1 308 U/L
(Z%E[:30.0 ~ 110.0 U/L) , HEBR 2R BER 2 K
FAS =5, 4k T 2019 4F 4 A 9 HAEZHIPD-1iA
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7. MG BFEFF RO+ 20K BIR s3I
Wi, K TEM, 2019 44 A 13 H, BHFA®H
T2 2R RN E, A G Kk = T 98
Z ARE IR 2 ~3 kg, ZHRMERIREMRIER E
BE N 2 W BL 12, 2 I 522, 43 mmol/L, JR i {4 3
+ AR PR, FRERR R 2 ANIE . R BRI
FERR HhEE (DKA) IR Ty ZEEME(E 1) o T/NAlE
JoR B2 R A AN A IERR T EE L kit 3 AEXTEER
ITo S H BRI, =S B E 2 h CRR
<0.01 ng/ml, 2 )5, 83 DKA C 4 1E, b4 i
AR AR SR O T B0 L 2k 2R, B H R &
ik 6 L, POK R 5 IR AR, 5 m koK 2 ~3 I, &R
3~5 WK, BEHLIR LR < 1. 005, JRiB % : 223 mOsm/
(kg - Hy0) A7257K-hn e 2 e B2 7 3 o5t rh Al 1
PRAIEE(FR2) . HAHIRIRIIGECIKE IEH . Kl
AEPRTT I 7 WA A 3 2 < A B i 7 o 9 28 e B o
TR (R IR e A AR R M TR A EL
R BB IEE S AR MERNS . B L REE
IEH . Kt MRI A DL 5%

Zi b, A AR, DL DKA EE, I8 2
22.43 mmol/L, 0+ 2K LR AKE NS =£

—/TE R, SR REE 2 h C kY <
0.01 ng/ml, $&/R 55 B AHMI DN RE 05, JB & 2K 46 %)
OIUAAN R, MR B IR IR YT, A A BE KRR T
PD-LIGIT IR 4 d, % JE12 Ik o ICPis M S IR st .
SERAH KA, 25 T (i B 20, W I MR, B 3R R
SRALFEMEG T . BEIREZ KRB E R, IR L E
%, Bk iy, B E s R LS A B0, 1 55 2
WG, R /> IR B E 3G 0 R B % R
SIS 26% |, PR 175 128 5 A7 AR 43 1 A R PR
HAE , T IR B ERIRIT . ABTH AR R D 6e
PENE Ty ZEA1E 2 IR B & IEH
2 itig

A H LN 1CPis ARG o [IH i
R P P A RO AE . 7RSS AR b IR
B TR ) B8 S WK A2 TE K, TR 5 D e 20 JC W) I e
(£ 3), BB ZFIRYT . 2EHAE PubMed
KR T3 10 4EICPis 3 3UR AE 1Y 2201, oA 4 f5ilAH
S > A 2 R CTLAAM I BT 802 43
I ipilumumab ) , 1 5] & 955 T PD-L1 1 5167
J& () Zavelumab ) , 1 5] i CTLA-4HIPD-1BK 534
I 51 (i A2 ipilimumab F1 nivolumab) ,

F 1 BEESZHPD-1JRYT)E 25 d i — Mkt

KA 10 H SN 22
1. pH 7.02 7.35~7.45
Bk — ARk 5 (mmHg) 14 35 ~45
Bk i 45 (mmHg) 115 80 ~ 105
B 4% (421l , mmol/L) -27.4 -2.0~3.0
TR MR (mmol/L) 3.6 22.0~26.0
AR B R (mmol/L) 4.0 22.0~29.0
Bk i R (% ) 96 95 ~98
FLAZ (mmol/L) 5.5 0.5~2.2
10 4% ( mmol /L) 22.43 3.80 ~6.10
HbAle(% ) 7.6 4.0~6.0
M40 (mmol/L) 5.9 3.4~4.5
DRAGT A 2+ R
IR 3+ R
0 min C fik(ng/ml) <0.01 1.10 ~4.40
120 min C fik(ng/ml) <0.01 1.30 ~12.50
GADA <2 0~10
ICA R4 R
IAA [$ER 5 R
TSH( wU/ml) 0.154 0.300 ~5. 000
FT; (pmol/L) 2.0 2.6 ~6.8
FT, ( pmol/L) 11.95 9.50 ~23.10
TgAb(U/mL) 3.08 0.00 ~10.00
TPOAb( U/mL) 11.31 0.00 ~34.00

{1 mmHg=0. 133 kPa; PD-1. FRFFVEFE T 324K 1 30157 HbALe  AEALIM LIS H Alc; GADA 45 2B BUR BBHUIR ; IAA L R IR X A BBk
ICA . JE R AR A HT A s TSH - 2 HUR BRI s FL5 - 307 8 = B PR IR R4 R s BT - 30 8 HUIR IR 2K 5 TeAb - HTHDIRIRBREE 4018 s TPOAD : 7 AR R i 450

I RELIR
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it ] KT 1L Vﬂﬂkﬁi PR R P& 5 R M55
(kg) (mmHg) (¥X/min) (ml) mOsm/ (kg + H,0) mOsm/ (kg - H,0)
257K 0 h 61.5 129/89 69 — 1.000 72 308
2K 2 h 60.5 137/89 80 400 1.000 192
K4 h 60.0 130/94 81 350 1.000 220
K6 h 60.0 133/82 74 150 1.002 247
K7 h 60.0 130/82 78 100 1.004 328
2K 8 h 59.5 137/84 74 85 1.005 429
K9 h 59.5 132/80 68 40 1.005 455 319
AVP5 U
EHE T h 59.0 138/84 79 19 1.008 574 321
EHE2 h 59.0 136/86 72 14 1.012 615 324
W AVP TR HNEZE ;1 mmHg =0. 133 kPa
F 3 Hi PD-136¥7)5 5 A R THEEIT
[0 ( mmol/LL) C ik (ng/ml) J& % (pmol/L)
0 min 30 min 60 min 120 min 180 min 0 min 30 min 60 min -~ 120 min 180 min 0 min 30 min 60 min =~ 120 min 180 min
T 487 8.06 14.76 22.81 25.99 <0.01 <0.01 <0.01 <0.01 <0.01 115,92 115.25  119.10  112.42  106.72
5% 3.8~6.1 3.8~11.1 3.8~11.1 3.8 ~11.1 3.8~6.1 1.1~44 1.2~9.6 1.8~13.8 1.3~12.5 1.1~4.4 17.8~173 35~537 39~550 28~500 16~260

T PD-1: P HEAET- 324K 1 457

WA R 40 irAEs G035 FUR AR D) B 52 3 4k
R BERRIE VE L IRTDIREAR 2% Hidp, ICPisAH e b
TR R ERAE 1% ), JLT- BT ICPisHH S IR
i 191t BLAE HT PD-1 5 Bt PD-L1 B ARG 97 1 iR &
Hr, BLCTLA4 B2 35T 5 B CPis AR S bR 197 51
PRI AUA 2 FIAR AR A S
2y FHHTPD -1 T4 (148 S Ml PRI s 191, FB 3 7 FH 24
J&i 25 d L DKA 295 , 5 5 T RE vy , X 1 5 2 136
Y7 WA , I LG b 78 7 PR3 (80 < R DR B
R GG SRR R R TR AR ) R, 5 S
PD-1 Y7 HHE

ICPis #H & R % 5 %% %& £ TIDM ( fulminant
type 1 diabetes, FT1DM ) £ ¥ 2 A b /) Ifi IR 51
FT1DM;E s S BRIXIES: , 6 0T 17 P B I 440 40 160 JiC 18
W HARMENR S R T8 DKA, HATE PR 2R
F 7 22 Hanafusa %5 32 1 092 Wik (1) HBE
AR 1 & R DKA, (2) 918 1 i b >
16 mmol/L H¥EAL M1 2175 1 Alc (HbAlc) <8.5%,
(3)=318 C ik <0.3 ng/mlfI )5 C ik <0.5 ng/ml,
]G 2 LA 3 s D AT2 W FTIDM . A 3] 5 7
552 JAWIHL PD-1 3697 4 d J5 81 DKA, i = &
22.43 mmol/L,HbAlc 7. 6% , 25 )% 4&)5 2 h C fik
¥ <0.01 ng/ml, XS HE 455 FTIDM 2 Wibr
. R HDAL T i Al AR R T 10 P I e g I
WA I 30 P 0 B s Il W P 3, 1My C ARG
F RIS, SRR R B 40 i T B A S 0] N B e
BEIR . 98% FYFTIDM R L34 Ve My B i . iR

TE5 2 JEBTPD-1VA Y7 HI , LT Ve BT o , R W AR
HRBRSN 3 WA T BETE H BLICPis AH S R 117 5t 2
ZE TR

1CPis AHSCTEAR S Al 5 [T (A D R REAT, A ] /&
A BEIE R R BRR (107 B = Al ORI =R 2
WAL, T o AR R AR, HOIRIR A BRI, &5
A B UL DKA R, 5807% 18 MR Sk RS
2 R EA, ZBE R REC W E IER . 5
S, BB IREZ IR BIRAR, JRILE <1.005, 4%
KT AR, PRS2 T 5 T S5 e 3% AT R
26% , o LA PR R AT 12 W T o PR R
SEE TR k- 2RI REMR T IR R 7>
WAFIBHCAS L B8, ICPisH 5 Fp A 4 BR 7 4 J2: #
FEFE LA Es , A UL i AN I8 o R0 9] 41 1
Hh, TCPis A5G 19 30 4R 48 5 5 S 1 4% iy i ) BE B A,
AR I IRER ZIEW o A 23 D A n] e e T
VAR 25K 22 S T Al I 5 o i A R
2, BT - AR TR R S S R kA, BA S
AN ST WA TIRE , T TR - T ik 9 3 (454, AN
REE R LA AR A I I RE . DR e 32
BRI TR T R T A AT AE b
AW R G 2 B ZBRIR AT RS
EAh TR R TR, TR R DR ATt vl R AR e
o2 T IR TR . AR E TS Wb i v IR
FHAERT , S MRT R DL 5, HEBR 1 Sk fit 5% 76 4 i
o AEAR— SRR, IR B AR S O B,
EFRWHIE T THREGIEA e, HE— PRSI
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A BT SSA Fiidk Bt SSB HriAk, 45 F ¥ R A, B MR
TR ERZE B , SOHERR TR LR B AR W, el
MEEMERIRT 1 ARG, BENZRIERE
g, /RS IE IR R EE R, 2R 2k H
FHRER A WA BN, EELS: 2 4 H BT,
ZRECBEHE LD IREEINEE,

ICPis AH SCHE IR , SC B A T M R B A2 5,
PEAEAH FHICPis I8 T B B2 A 7 Hh #0155 A0 2B 2
IiHE JHbAT e & C BR7KF-. 2% JEICPis A OCHH PR
WA S, A 4 B ICPis AR B PRI R FIHRIE T 2%
A A R B A ke 1 B Ao gt A
YIRIRAGRGI . AB] 32 Wi A 1CPis AH G IR %
B IEHB A M X P R AR AE | 33X 32 BHICPis £H G 1 4 43
W R GLirAEs AN Jmy BT — R 44, AT R [R] i 2 e 2
A RRAA DRI TE P AT Y 20 6 3R 4t irAEs W0 251 42 THT 4
B, AN BB Z AT H At B AR 1 2 o 5 LI DR P 9gs B
23 (ASCO) K A7 (1 CICPis V& J7 AH A B 545 45
FE ) AN M A 4 T ICPis IR T AR ek 2 I R 4L
irAEs 18 B KR YT, DL SR 75 4k 22 IR e TR T o
A £ S5 1E T B PD-1 S g iR T, BT £ 45
FREFAE T 32 W0 2% ik, 9 10 AT 5 220K 360 108 I 28 452 o
A

Wt ICPis |32 I F iR 97 AN TR 28 7 (%) i eg , bk
et 2 19 FRE F H2 32 TCPis R YT, FLdk & 11 9 43 i
FHICAS RN oK 5 i 3 2 9+ . ML, e AT
F IR S BEIR YT HT, A AT R T G irAEs 1 #
BHoREMEIrAEs . IRk i K 4 Wb ) s il
TR T4 T BN 400 irAEs , LUE K2 i IE i Wik
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