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GLP-1 ik 52% , [&AK GIP ik 47% , f TR #& 51
B, BEwE S R O A

2. VR AR

AGIL A] 88/ g v Be i K A6 G4, DA 2
7% i T8 TUUA ) T 5 5% T g 3 TR R 2 R T e A2
s A WA, T 3 I, A B T 4E Y g iE
A A1, o A e Fn e g et . R
A A P BRI ST B R, BT R X T2DM
FEE i 1 TR 1) S e R AR AR ST T S, SR EL
FH 24 J5 WU FF 18 & 4, BUFF 082D o 3R B2 Wi
T2DM A& WF 520 LA T 4% 51 i e 18T 358 4 XoF



o B BE PR 24 2024 4F 2 H 5 32 455 2 Chin J Diabetes, February 2024, Vol. 32,No. 2 « 83 -

W N5 R8T K2 B 38 TR RE B R ), R SR R T AR
oL, AELBAT R A TR 2 AR R 25, iR VRS
HE TR F Ak 119 J 5 25 KT 4E 20 (HOMA-IRD | TC.
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H T PR A 300 mg/d 3 — F UK 1500 mg/d i
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(P B DB R XU S R IE T T RS
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TR EHHZ K T2DM .

LB R BB, B2 W T2DM 5 (il FH R A%
F1| i 100 mg. 3 K/d ¥R YT 24 JH J5 W] B AR HbA ¢
1.0%.2 hPG 2.9 mmol/1. X FPG 1.3 mmol/L.H*,

AGI RSP AL RIAYREE . — 50 24 JF]
BEHLOSUE X BREFZE 0, 4EA% 4177 50 mg. 2 ¥ /d 5%,
B A 100 mg 3 WK /d HL25I697 BEAK HbA ¢ (1)
TEBEARLC—1. 4% vs — 1. 3%, (HB -G P 4
IR T AR R T (—1. 7 vs—0. Dkg.
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B AR 7 BK B R DR W B 3 HbA e PRI 46 X (R
1.26 %, M P4 5 iR B R HbA ¢ {UFE(R 0. 6220, 32
7N BT X 2R R K AL A IR B A5 R R B
T b R FEEREVE T . BLZGYRYT BN R AR
TG 2 5 R (BT R D 300 mg/d L ARAS Bk
BE 0.9 mg/d, KA FIEE 300 mg/d) B HEMHT 32 1 K
FR i PRE ST ALY S
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AGI 225/ AL AR, i@ i HE Ins iR &
FEAERT, 5 2R 25 i T 561 T2DM 35 16 .
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3 B, X FPG A 8 0 B 5 AR .
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PPG. 80— W ] 54y b i /b it e 2 . R
BN B, B UK A 2596 77 B 45 A
FERY T2DM 35 AL BT 30 50 mg. 3 ¥k /d
S AEFIRIK 2.5 mg. 3 ¥K/d, 35 B T I 2 AR
HbA ., {H B - i il 28 ~F- 347 1t A 35 3 it B 80N, R
FA TG BRI — BRI A VA% 57T 5 mg
1 c/d s B 0 100 mg 3 W /d 187 YA Bk
e PERF IR B A PR M sl VA% ST
1) 28 R S5CRTARG il & A SRR AR, 36 5 T R i

— I A IS HBOK AR B B R 2
SN2 Je — F B X S840 24 58 % ik & iz
FAYT RAE 324 1] T2DM B3 197580, 45 5
N BEA 25 HbA ¢ BB T 3259697 (1. 39%
vs 0. 82%0) , MHHIE B/, Yol 23R 0 I 3 (— 1. 87
vs —0. 8Dkg, MA R I A& A= ZEAH M -

WAFZE 8 94 ) T2DM B # AGT B4
TR YT &5 R, 5 B R A R
AR HE, KA BRI A — FF XUIKYA YT 12 J8JR FPG
(5.87 ws 7.62) mmol /L. 2 hPG (7.15 ws 9.34)
mmol/L AR 3 (P<<0.001), A B W & A%
BAK (4. 25% s 19.14%, P<<0.05) .

R, = P OWUICER & AGI 7] B8 47 b 4 1]
HbA ¢, I Sl /b, 8 R B A

(2) S IR 25 W B4 - it DRSS 25 3 o e ok
PEME Ins 43 W R FERERERT, AGL S5R39
B¢ FH ] B 4 b 3 ) PPG, s /0 ik IR 2K 28 Wy 4k ok
KR REPE . BRIRZEZ5 S AGT B H 7 5 4 b
2 o) AR [ S AS 384 Jon AE AR IXURS: o T T B AL XL
B LRI IR 2 D iR R, TR RIS Bl
T IR 2 25 ) 97 AN 36 b 1) BB 0 R DK A 51 B
Jii » HbA ¢ ] F— 2 A% 0. 85% , 1iii B iz i A KL
AR A9 (1 NI S e R 2 Qs B I = O NI T
— TR YN 35 [ AF TR B OR , 7R IR 2 W B
B A 7 R R Y R N K A% A B
HbA ¢ FIEA 1. 19% , M shisk /b , HASHE ik
MRS« BERRZE 2595 AGT B AT elc3% b
SEME o PR I FH R S A A I R PE A
245 ) % it W AR P B e i BF 5E T B, B2 Wi
T2DM 5 5 & 51 k45 B8 Fr I FH BT - I8 8 2l
N7 AR 1 L R 47 e s A S 4 UM S 2 il

FE MR B o H [ AR S BRI g 3

(3)5 DPP-4i Bt & : AGI 25 245 ) n] B 1 1)
PPG Ft 5, DPP-4i %48 J5 i 0 1000 4 e A 40 il
MR E. AGL RGBS Ins /0, 5
DPP-4i I T Jdi 16 5 3 4 Mg f et

— 9 i AR 2 S, U R T A A T
KA YA T AR 42 AT A Sl 758 %) B 3 T R 8T 4 30 AR
J& » HbA ¢ HE— A 0. 44 %, HICW B A B2k
Kb FUR TR T PEAK ST A4 3 Al in oK A%
S, PPG & 35 BEA%, [F AT GLP-1 Jt 5 , GIP [%
fit, AxxFhfash— HRF S E 85, H2i)E 6 h IN
IEHRF SRR

— IR R, AGTES AN DPP-4i
Jii s HbA e FEAK 1.2% (95% CI —1.6~—0.8),
FPG.2 hPG I 3 FA%, HEA B AR, [5] B i
WEFN S AN B =51 XU AH B o

(5 SGLT2i B H: HA T2DM &3 1 RR
F& A WA 10 d(0. 2 mg <3 W/ ik B Fa I, BAIK
H R K48 513 10 mg, 5 A Al F AR A% 510 5 % b A
IR SN 25 A Bl 2 R AR TE AR BRIk
& B RER A 271 08 AR B FH IR T 75 18 3% 25 ) 351 o

(5) 5 g & F B - Feah Bk 5 2 35 FPG, Xf
PPG = Hil AN AR . TR R & 28 sl XURR & 2 [ L
BIECAR, B &4 PPG #& il ANE S & mi R Ak . 78
i H Ins (9 [RAEINH AGT 28 25 9 a] kb i Bk
B4 o5 X AR B SF R L/ I M XU

i ) Tns 43 il i B8 AS AR 0 s, 38 A BT R
PERE BN Ins 712K S OBE# 6, SR T CGMS
PEAG A AR Ak, 25 58 %, n B B 50 mg
2 W/ d 2H B Sh A B Tns B S REAR, RIS &
R 249 FRE 2900, ZERAIE IR, Ins ¥R
J7 B A AGI J5 HbA ¢ A% 0.4% , 14K & s />
0.5 kgo

TR B 2 T AT 30 min 25 24, 15 U 52 )
A5 PR o Gn S o FH BRT A A, ) 4 i B )
Y525 52801 30 min 25 245 (TR HRE R i
B~ B AT IR L Ins (57 BSFIR], 38 AR A

4. 18 T1DM H3& il

By - R Ins R AR ACHEREIRAE T, R
FAEFE TIDM B35 RS PPG i 8h iy 4E H .
T1DM BEMH AGIJ54 LT R%E .
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(DYl > Ins L 40 ] TIDM 85 51715
R KSUDICRR By g A, 5 5 7w, A A Bl R g
B J5 0T B ks PPG, 1B 5 R A ks . — T
A% B B I 5 HIE 52, TIDM 3 34k Ins 1897
H 0 FH A A 2 i AT ARG BMIL B Ins 77048 K A FH AT
2R, Il A A A A

(2) P38 MR R E 1 = 120 13k E T1IDM B
BEHLAT FEAFFE R, Ins SRAGIEIT I 45T 3 &1
JIR BT 2 4 50 mg J& , i8R 3l PPG 58 X A% (8]
I I BE 2 203, B Ins IR E D, —T/NEEAR
W R, Ins S AKIG YT ) T1IDM B 35 IR 4%
R AR A 50 i W5 e 7 TRIAIG ot W & AR F N 52%6
R 2 9.1%, %= 3: 00 ML BE M 3.4 mmol/L =
7.3 mmol/L.

5. A IE Yy REMEAL M b

Ih PR UM AU 5 (O AP sl 28 2501 L 2k B
2o 2 PR RN T B0 RO MG s (2) Bl X
FR 5 4 J5 2 W PR )3 Ins K B S
HHEI LA 1E ; (3)Pre-DM R A1 Tns Rk 4E R
51 & BT —&FHE s . R T PR A R R
PRSI , ELIG AE R 28 1, AT 51 % B A AR
TE R A A BE R, W AR R S B
ARG 05, w LA e AR B e AR K Ak
B Wi PRSI &R A% D IR, i AGT 2225
A2 GE g B AE AL VRIT RO R AP . — T0AF
SN 11 47 B 55 TR G B 25
TEAEAR IS B B3, BUF 45 T 1 JRIBT R b 4
WA VA AR FTT, 3 R R & AT 1 v A K
RIVGHEGIK, 255 Bon, A B R b aE 2 1E 1% i
B SRR E M R . 5 — TR AGT 3k
XS B R FEVRYT IR BIZR B AE T, KA 51 B
IR AE

WeFE B L 5: AGT 25259 ] I F #ilpli Pre-DM
FECE T SR A PR T A ) T RE . (AL D

WA UL 62 7 EDBT 2 Wi IR 19 T2DM
F o AGL 28258 A 203697 B9 305 — W XUIH 2,
AEREIERAYZ — . (A, D

HERFR L 7. 1T AGT A M ERag/E AL, v]
1B 4 B 1 25 L UK s R 2% i 0 R A W )
DPP-4i 8 AW HI R 259 , i o ff- b A2 ol i A
I/ I I8 2 S ARG b =4 - (B, D

WA UL 8: AGT 225, FRIIJE K A% 51 BE, fiE
A RORIT VIR AR MBS E , 7T FH - FIUEIZE A 1E
NP AR SR YT - (B, D

VU AGI 22454 FH el i b ) 3 2 =R 0

1. AN RN B A B 7 v

AGI K259 5 B0l KA & W AE AL A 8 &
BN, 40P K B K AL A VR YR, i R
W2, FOR DR RO R 8 s O IR K HESC
FETE A5 o DA/INFRI o I U 30 i 2 el 2 A R
L B T

AGI 7] 75 J2 FE a2 9o 8 2 CFF R A il =0
BN R IR DR R BT 28 55D 57 DL A 485 i S A AR
o EAR N I WG K, 25 P e G A vT L2 i 3R
T W B2 155 W A RE RS , CT 4 7R 45 17 B P T
W22 e R /NS S5 2 R BEPE 25 4, o ml LS
RE R . 1524 fa LA il g A T AR 07
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