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VR S AE BN, 2 fifk 19 5 B AT L S A IO i ) 4 £
RS B AN RE . FERRIT T IA A B, SGLT2i 7] LA
12 E o 20 M43 6 4 GLP-1 A A o 400 0 1] B 400 Jfa
b TS P A TR AN ) B AR A AR I
PRAFFEPPAL T SGLT2i 67 4T R & B 4H M) Rl 1 52
Wi, /INEEASHESY 2 B0, T2DM 58 #4537 AR 51 A
7 2 JE e, C R B 6 T A3 e T AR 234 1 61 %+
10%, g8 & 38 43 W/ 5 2= HIR 40 48 £ b 112%+
20%'* . AL FEIAES & B0, T2DM /835 i < 4%
G ¥ 26 JE J5 , HOMA-B 4 5 2k 42 15 [ 9.9%+2.0%
(100 mg/d) .20%+2.0% (300 mg/d) ] I & 2 it 2k,
565 v C K Y 2 T T AR/ Al AR 4R T RS n R
EV) R (N T N N B,y B R N g
24 Ji J5 , HOMA-B & % £ $2 F+ 17.0% (95%ClI
12.7%~21.4%)"™,

3. RS K IV 41 71 (dipeptidyl peptidase-4
inhibitor, DPP-41) : DPP-4i i 1 411 il Py 54 % 112 g
K GLP-1 1 A 17 A 45 807 I8 A/ T, HEx e
B 20 it Ty e 1Y £ B n] BB T ZLUR F GLP-1 4 1 T
HU L ORI & B, N RS B4l A A
DPP-4 )35 , DPP-4i MK-0626 7] L i:f #5 43 Ak
it GLP-1 1 77 3 BHL 1k 40 16 B 7 X6 E 4 PR s S8 B
AL EE VR W0 20 R T 9 A T2DM BB
B 21 BRI R T S A BB o I RIF 5 R R, AN [R] e
S0 DPP-4i, WNPUAK SITT FIAK ST D A& ST 46
AT A G BEAIG T2DM AR 35 5 22 /IR 5 3R LU A By
HOMA-B"™, 5 HIXUICER 2540 Le , R A& 51 7T
T HOBUNCAT DAtk 2 ok R Y B AN BT R

4. 7 %) BE IO 3405 ) (glucokinase activator,
GKA) : GKA Z2 &5 37T 1 3 3 4 28 W v o 44 i 1k
i A2 0 B 5 240 W B A v R 2 RE kL 2
GLP-1 43 WA R IR A B, e AR IBEAR A . BR
TREFEVEHIAN, sh ) SC 5038 B 7R 246 51307 Tv] DL
EPETL RS R P AN R B B A i T
AE . INEEAR IR RIS B, T2DM R 2%
Z A& H WITIRYY 28 d J5 , HOMA-B 5 2 £k 41
36.31%~40.59% , C ik 30 min 73 T BE 5 245 2 B di
T+ 24.66%~167.67% " . RHLX FGL L R , 2 4%
FISCTT AT G 3 05 A5 110 3 25 W Ak R O R S
1 AP Al R R L P 48 %X (homeostasis model

assessment insulin resistance, HOMA-IR)""', 2 Iy
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fit 3 WG 7, T 903 T2DM 83 5l = FSUIK
AR AR E VR AT R P 1) AN A1) T2DM A, 246
F T AT 3 B R B AR A AR DAL 1 B 4 i
IEFEE(HOMA2-B) ™™,

5. 3o S AL W T K 348 5 ) 0T 32 A4 (peroxisome
proliferator-activated receptor, PPAR) #{ 5/ 7fl| : PPAR
ALHE oy 8 3IERY, it PPARy 1] B2 51 15 JBk
5 BAMEIhAE . ARSNHIAISE SR I PPARy AT LA
WA e B 04 B 2R T, WG PPARS T A2
BRI 1 B AR R, wol b B A -
PPARIZIEHIHEE PPARY/S Wsh o i sl
B PPARa B S B IR IRV . s 5E e
PPARZ SR VAR S B REA S5 i e i 4 i 21 4
b, AR PN AR ST LA M AR, IR
Xof HEIRA: 7 , PO AS A1) (g T J 22 BRI T2DM A8 1Y
25 IR M 5 R JHOMA-TR R i B IR R 7K
HEITHOMA-B ARICRAL T2 s PaRs 17T

= AR R

PRl IR 5 PR PN R A R S A B S | BELIT =)
T 2R - LA K AR T T 3R 9 LA B A IR I L
VPR3 A B T ORI B 5 B AT RE . LA o
2 AR P T RE X 1R B B 40 i Zh RE A i
YER e B8 T R TE

WF5E 78, T2DM (B Hez B2 N F Al A 3=
(interleukin, IL) -1 SZ2A&3EH5] anakinra 3697 55, 85
BRI B 2R U AE Y MR ARG, C k700 S 2 B, 45
2539 A5 , B UM REII A — E R BERYBGE ™. W
I 225 I 4 Y anakinra iG55 AR %
BRITWINRESE R 209%™ . ZEFESPHT IR B IL-18
YUk canakinumab AEWS 18 T2DM L E KT 4 h i) C
Sk 2T T AR R T iR 321K (9 HOMA-B™ .
E-1MEZ5KE 1 (angiotensin 11 ,Ang 11 ) S 15! Ang
I 5Z 4K (angiotensin II receptor type 1,AT1)] {2534
TR A Fho3-UA 5, I SRR R Y - B
RE™. mZKFIY Ang I AT HERT TS TS [ 4
A AR B A B T, T [ ) T LA o AR B o
PR AR R0 B AT AE , BHIET Ang ILAEHT
Y25 450D AT LA G T2DM S5 TR K% B 240 A g JE
By R IIIRe™" . A S S s | MG iE
PR 245 IR e T LA 2 i e A B e e R AR
P/ NS I CIRAKP B0 HE AR PR /N B B 15
B AN AE A2 wE>

WA e RS2 B, 15 B SCTEAH G2 %t B
2 hRE T REIE A, S 2 ) AU 34 L

1. 4 7 J5 33 & (glucocorticoid, GC) « 1] 5 & B
PRI, 5 GC ARl B R P AR G . R 4 B ]
GC 5 K 1) 1 12 ZRAIRPU R A B 20 S A9 &b £ 4 4
Ao IV T GCRT RE B3 e o 4 W SR R A
JIT W B 53 T I 25, PR IR B 2R R DR 5, 8 o
BANM b o' FARERBESS ", I B A T

2T TSRS MI R 8T 5 T R pE IR
o 1 KUBS S8 A G o AR S AT T S 25 W R K
PEERIR VA s A EE T G | M5 36 7 o
WUIASE o M TT 2 25923 400 il 4 45 W75 5 1)
5B T U BH B Q10 A5 B, B AR S I
F1%0 2000 L PR e 2 AT T IR 2 2 A 7

3. f P K A A8 I i 7 (immune checkpoint
inhibitors, ICPi) : H Il i F T IIfi PR Y TCPi £ 2247 2
FFPESET- 224K 1 (programmed death-1, PD-1) 35 |
A2 7 1 SE T2 B #R-1 (programmed death-ligand 1,
PD-L1) 410 i 551 5 40 it 25 74 T 4k O 40 B AR 5C Bt D
(cytotoxic  T-lymphocyte-associated  protein 4,
CTLA-4) il 0] , I T AN n] UIBR B Bt B (0 R
FEREAR/ N A8 e R A/ N it 5 30 ' 4
i g RV M 25 MR T 4 b LR S R R T .
ICPi (32 %y PD-1/PD-L1 ] 58] ) AH OCHE bR Y 4
AR 19 , B I 22 BURH AR —Fh S DL B iR
By H BT, B LOBE PR B AE R Hh 22 8 , vT RE
ICPi BEFEE M 5 L5 B AR A PRI T AT 5™

4. WEWEZA) FR AR« w1 pS 40 6 PA 2R B A T 52 i
B 2 S ) A AR A, 5 R 5 2R A e 5 IR VA
J3E 2 SRR 1R T LA e 410 o A i I ) 2 W R R )
B & 2R OT W IRE ™

5. BAZAARE AR < T LIE A BT B 4Ry B2 52
AA S A S A A B 5 2R

BESRE

il PR A 114 A A e J 5 M I @ 40 M ) RE A 47 4
DIRHOG, IR 5 B 2 T RE A DTl 48 2R A B T4 P
283 B IR 7T S BIE R . BRI B AT RE
P TIIE B 2 B A OT 145 A M Bk T LRI
AP 2E5E W BLR G 5 BVl B Y B i
FIv B f I B B I (0 o W PR R T T 5
LRI PR BEHT 245 B L 60 1 5 B A0 M S BEA A
LRGP Ee RS ) E i AT AN AW R S
AJ L 3 P AR AR A IR B A DI BE , 1 fek
B B R IR B e PR A% , 1858 At HoR R A7
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