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Current situation of drug treatment for diabetes mellitus

LI Ai-Juan, HE Rui”
(Department No.1 of Cadre’s Ward, General Hospital of Shenyang Military Command, Shenyang 110016, China)

[ Abstract] Nowadays, many new types of hypoglycemic agents have developed with profound researches on the pathogenesis of diabetes
mellitus (DM). These drugs offer more options in the treatment of the disease. Rational selection of these agents will effectively control
blood glucose and reduce adverse reactions and complications in the DM patients. In this article, we reviewed the progress in the drugs for
the treatment, focused on some hypoglycemic agents and new agents, such as insulin secretagogues, insulin sensitizers, a-glucosidase
inhibitors (AGI), glucagon-like peptide 1(GLP-1), dipeptidyl peptidase IV inhibitors (DPP-IV) as well as insulin, and also introduced
many other manufacturing drugs which can decrease blood glucose and delay the complications.
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B (diabetes mellitus, DM ) & —Ffoll |
ARG WA AR, 18 R S B
FRALZy, Repl o BUE . A O KB
i, FEDREEFE A, IS E R R A St
R ZE L. DM B HT R REAR A, (H R 4 A i A 42 il
Ay DMER I A AE I &AL . T4k, Bl XDM
SLAHFIS ST IR AT T AE Y 2E R kR AT
FDOME KAHLENAE T8 A, 0 & T AR B i
DMZ§%), ADMIIRITEHE o Z kB, A SOt 4
KW KRG MEEAR T

FEM T HA — RS B i 4 W D 68 1) 2 DM
(‘type 2 diabetes mellitus, T2DM ) ¥, JLHJES
Ji§ A ( fasting blood glucose, FBG ) #¢ i, NAEAE
JET2DMZ (1 —Z 1125 . BIVE R 2 51 A il b o
51T DMEEA BGE BR Hh #  JHE DIREA 24 . BlE
RN A B —AUA 2R TR ( tolbutamide ).
SN IR ( chlorpropamide ). 5 X254 R #& 51| A
ix ( glibenclamide ). #%%nti% ( glipizide ). #%%15%
¥¢ (gliclazide ). #%%1 R ( gliquidone ) %, % —
AW B —RAE R . RN R B/, FEREREE
AEFEmrAHC, 2B BUES — UBmE RS 25 . 56

1 BRRESDEHF
1.1 mBeikE

WEWE RS (sulfonylureas ) 24y = 384 g & B
R, 5 5 A BN, AT K ) R AR B A
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Pt Cinsulin resistance, IR) YEMH, HFEBRUR L,
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12 ksBME—IF Rk

152 (glinides ) 24591 FHAE B 55 B A A i€ I
(R IE T, R ) R A R T e R,
B 7 A Ak B R T 5 R 1 B i e g 2 i R 20 il
., BEIMOBEVE PR, 2 TR S &
AL M£ 2 11 ( hemoglobin Alc, HbAlc)., K
Doy FH AT GR-Ar 5k I B AL A% B RE o ki f itk 96 RIS 24 ) 5
S I WS A4 R S B0 TR B2 Bk S A (it
N, repaglinide ), FR#%%51 %% ( nateglinide ) FIKA%
%% (mitiglinide ). Hit% 31 48 AR IRATAEY), T
WG 2, WA= RI T2 DME H 1Y
e B R 2 FBG, FE{KHbAle, Jo'H witE,
I PR 22 A PR, SR 31 2 2 SR B O TN AR R K A
. BESE KB, AR S ARG ST T2DMAY) K& i
HANAJE, RS R WSGE, 16ITERIFBG,
F G 2hii ki ( 2-hour postprandial blood glucose,
2hPBG ). HbALc, HHEEE . H i — B W] & F Y,

2 FBRBEREEH
21 A%

WARZE (biguanides ) 24738 2 9 /0 T J0 %5 23
T B ey L Rk S A JRL TR B 2R KB T B AR 0l 4 . 2010
AF Hh [E T2DMPB i6 16 m b 36 1RV DR s Br 2 DMIR YT
TR RIS —H IR ( metformin ) 1E i T2DM#% il
i I 18— 2 FH 24 AN 5 FH 24 v i) BE Ak 24 i IR
I o, ZHOSUIAT i HbALC R FE1%~2%, Jf
AR BT RN B 0 AT OB PR OB R i B Y
(UKPDS) %7, —HXUIKAT /> T2DM & (1.0
A S RIBE T, Boph A F — HOBUNIG YT, AR
P A IR b5 3 T 3K 9 % 2R e 43 A ) B o Y A1
il . S&E DM % ( DDP#FSY ) WEH], —H
XK AT e 2 o & 9 IR ( impaired  glucose
tolerance, IGT) # & JBEDMMIMHER , Xt DAFE K&
JEREIGT ARG HH 2 o — FOBUNER & L B9 A R R g
JE T IE RN, B IREAN 43 A UK
22 Rl EX

wEmklE — % ( thiazolidinediones, TZD) 254+
SORLIEIE R AL I AR ZH SO0 R 2R A U
P, 2 e 200 R0 2 25 P AR P T A HE R AR ARV
P A A ST B M AR I A BIE R, 76 A0 13 4l
LR3I DL b ) I Sh R e sl i sk i
HERR2.565 0B, LASCE ™ B A AT s
NASAZS . HATE 2596 24 508 ( SCilAE,
rosiglitazone ). NA%5MR ( pioglitazone ), FEEFDAE

A A BRI B A% B O E AU T HAb 25 A B
TSI T2DM,

2.3 FERelr —FE

GW1929 2l £ M AUN-35 JE s 2, T2 A
A 3k 4 A0 W T 1A 1 B W) 0T A2 MRy ( peroxisomal
proliferator-activated receptor gamma, PPAR-y ) A4
A, BATTZDLHM B2, XHII I RGW1929
s A% FI R ( troglitazone ) fit Zucker¥ FR9p K FREA T
PR L, SIRITHIARLG, IR, SFRsARlimg . Hl
TR R, HbALcth i %Ak, 46 T2DM
R T A I R B (. WF 9T K B B A At m
( muraglitazar ) X — 87 % PPARou/y XU E {8 50 77 76 24 3%
IRJ RN MpER RIS, PTG AR 5w, AAmmisib
TR A5 I R B ) R M e AL R ER RO
ARBTEIGIN . A 0T O A

3 o-FEMEEEDHF

3 3 E /N P A T A R AR L SE SR
IKALA i W T RIS IS IR (PBG ). 3B T
FBGIEH® (A K& ). MPBGHA T+ & LA IRKY
T2DMAIEHEDME . XfFE(IRFBG . PBG K HbALCH
W I750, A 26 TR DM R AE . B 55— iR
il i 2 i BT R Al B BRSO AN AR, mT
EREMEIRS . WIS BRI A . 29t
Fl-R M (acarbose ). fR#&F 3 B% (voglibose ) Fi
Kag g (miglitol ), & WA KSR A B i I b
MEHAE . Bk,

4 FpiRBRBE R ZRAEBAESIVHD & 7

ALY R A RARAT W 1 0 — 2R - Wi
Jik I 2% A0 4% 5 IR = AR -1 ( glucagon-like peptide 1,
GLP-1 ) F 4 77 A 4 6 P 2 i 5 R B i £ Ik
( glucose-dependent insulinotropic polypeptide, GIP ),
WHE R, GIPX T2DM & Jofie e 5 2= 70 W E
T GLP-1 3= % ply fi7 286 5 L0 L 5 005 , 75 2 AR S 2 3
VER T e S AR, M9 Bk & R 5 UM i . T
GLP-1 75 {& Py i 3 % — K 3L BK B IV ( dipeptide
peptidase IV, DPP-IV ) FEfgimnde 2idtk, Hopw
A2ming I, AR AANTET) TGLP-126B1) &
DPP-IV il 58 it ¢
4.1 GLP-1%4k#t3h

18 12 3% 8 GLP-132 AR & 4% FEAR o /E . B
B I R B ) GLP-1 32 1K 3 ah 7] A 3L 2E 3 ik
(‘exenatide ) FIFH7 4 Ik ( liraglutide ), 3¢ ZEHS kMY
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RS, 2y S ISR (=) REMENRE 2
BeAN A, HPEZER h2~3h, FEAeREH 21K,
F L BRI, SRR AR KSR T
N, AR DL RS L ) e DD RE AR A A .
FBL & ik TI5 97 A T2DM 7685 B /N BL S 6
W, SRR A, AR A B R S BN A
E3En, Hoh pAn I T B s b BT R
I A BEREAIR 2 1 S 24h N BE AR I A /K-, XTPBGIY A
AR RS . HICEEACRR LAY, FIRE AR Bk
GLP-1fiiA:9y, Figstk (aEiii3n), R4
KGBHUR ., ERMERBLLNGTT, da] 55 H 0k
VGG o % LB R R R A %0 . IRk Fi
15, ZHBBAEIT R . ol 56 E FDATE i
S FEAR B R b A 30101 kA T AR A 1
DL A IO 45 FBE IR 46 s o0 sl A AR R M I IR 2 (nfi
25h . T ) B ERE I HGLP-1R I At . Wl
L AT AR A
4.2 ZpkERKEEIV #p 4 A

DPP- IV 417 4 551 38 i 410 i DPP— IV i i > GLP-1
RN 20, BN GLP-17E R A 7K E . GLP-1
DA 7 e B AR )y KB i i 5 2 400, A v
M2 50 o (HHAEANHIDPP-IV A [ i, il 1
VFZ MBI IR B LU R X 28 25 Wy I 2 1
FrEEARE, FKIMPSE. DPP-IVANHIHA Piks 5
T, VR HIIT . 4EA& SN TT RIFIAE S0TT o

PUts 57T (sitagliptin, Januvia) Mg H 1kl
W] B EFBGHI2NPBG, JFi 3% i % B4 i 1 B
IR B B AN, RAROR KR & A R 5 22 BRI A
ol B R B AT SR RGP AT AR, 5 L
I, niA% 5 e 5 25 )5 AT R RIVE T, X 0B
B HoAE AR i B ROR BN . e A4
FRE R R B R T B 2 W AR A
15 77 245 Janumet ( PEAZSITT + —H XU ) F20074F
i 2f FDAREHERS

A& FITT (saxagliptin, Onglyza ) W] £ %45 i
11 R Rt s U N R L e S = Nl I SN
A R R, B A RR R, R Ak
i 32 Pk R, & TR ZHT2DMEE . 5
H1wk, D555 FEEmik e stz sh, Hare e
. BRHZEE B A5 WEER R Erig
TR | R IR Sk

4485177 (vildagliptin, Galvus ) &—Ff IR A
B FE S PEDPP-IV BRI . WFFT W], 4tk 517T
W 5 HAB T DMZE W4 T, 88 W i AR

HbALC/K Y-, REMRI" B 5 BAN M , HAT HiE 2% 35 E A |
FEIR R E TR I B TR R REDS %2 B R
HOT S OB I U N1 |1 R iR NV e AR 1§
IR I 0 4R LR K A R A AR

ST (linagliptin ) 3= g4 $07E FH 3= 22
ZFMEHE . AR, KB HEIA AU 28
T 2I5%, BIEERKES 425, 1 HA730.8%4% F
HE, PR I TG 5 R S 2 B ) 6 R L 9 R R o
BeAh, ARG ZYE R, SRR, Ao
T2 ) A A PR XU o 1262 B B XU
WA 1) ] B FH 227 S 2 38 AR B JRURS: , HL 55— HI XL
WICER FH B0 ] 7 A s A H o

5 BREBERRTT

F M 19214F [l & 25 9l & BT I A F 1l R Lok
1 5 2 341 300 A AT 2 0 JRAR R, T A SR 1 — 2T R
SRR R | WA SR AR R
SEO R, OB TR R EAR SRR B AN
KSR B R

R JilE 55 3% 1 DA 15 T2 45 1 w43 2l
B NSRS R . MR
SRSy R R ARORR  A  HERL (R) JRE
F.OPRUEE R, RIS R (AR KRS RE
1 ) AR e & 2 (45 TV I & = U ).
B By S M — ] AR R S A o I R 5% 2 BH ik
5 A 5 N I A A i it b B4 BE T AR
R AE RSSO A B JE 02 28 0 W R0 /IR It W kA= 1) i
W P T S R AU TN R . HRTIG R b
N7 P f T A5 0ER 5 2 2S RU AT A B 5 - Cinsulin
lispro ). |4 %% (insulin aspart) FIRiA 5 %
(insulin glulisine ). & FH AR S R DAE H
Kl 5% (insulin glargine ), & 2% —ANILIEM .
PR BEA e & B AU, HLREMESCR AT Hp 2k 24h,
JCH B B, R RS LR, Al s
TE 5 S 5 2R 43

Jo 5 28 2 PR s e PR I RS, &R
204F M IR AR AR IR £ 2 43 A 1) — Tl g ) R 1
RG, A N ZFR. A B s R 5
W, 24nFESE R FRE RO RS R, AR ]
BRSO R (B IR RS R W ), 7ER
o 011120 i 3101 /5

i 5 2 1 PR RSN A 2L RSN L VR, i
WERE . KR RRMIZE4AE . R R 2 . DLSAAR o Ry
T AR IS A B 5 IR YT R W RN RV, DMER
H s <3.9mmol/L, k)& TR MmpE T mE i
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ANFIRETFRG T
Bel % H A IEAT TR AL HR Ry
P AL 5 2 PR S %, AR LS
I R IR RIS 5 A VR R 1 TR
BRI % B R AR —F B A2
JrR, EEALAIN . 28 OB 2 SRR A3
Fidrss A TR A IR, PR 2%
TR . SO E LRl o ),
6 HitKEHERY
6.1 bk it
REILATE (glucagon ) J&HEIRAZIIE 3 i1y —F
SHCHCE, FTRISOIIS  BES?AE RO A
R, AT, 5 1080 % 32 A R O T
PR 38 % U, ATIBLUT LA e 5

5o A B R REBEAE R . B R0 AE B SR A
MK-0893, LY2409021,
6.2 Hit & FrHIH

SRR D R AR T PR 2 24 2 R
JI 1D TR P A, DT AT D S 2, 348 i A 28 W 1 L1
FLA I B R . (1) AR IR e B T ( carnitine
palmityl transferase I, CPT- 1 ) #1514 S
TV A e R e AL AR S 2R, A AR L fig
W 30 B AT I, ] B LA — o A R L 47 ) I A
fEH, HETAMKEF B (emeriamine ), £ 5E5i4r
(emoxir) %, ik A28l IR, BLIG K A A2
Fvidr (etomoxir) PU. (2) CPT I 4 51 o vk >
LRI AR A, M HICPT NG, MdhiwE
St o FERTREARH T =g . JE R | iz i B i R /K .
24447 SDZ-FOX-988.
6.3 MREEEMM

e (amylin) PR ELAT BANIAR I 2 fE O K
KT, A BRSNS B RUE 2 30 s s R 40, 1Y
IR A R E A, R AR
TER UM 2K (pramlintide ) 53— A T8 804
%, TE20054F 3 [E FDARL HEH] T A TIMDFIT2MD,
KR 5 25 55 AN TR T DM 25 .
6.4 "Bogk (P2Y) ARMS)H

P2Y 52 (R R BB R 5 A2 A is ), TS
B2 EADPRS, — MU E (BRI )
[ ADPLE UM o 1E N HT DM 248 4 78 552 B iF 5%
BB, 7B AT T R RRUBR IR S50 b, g IRk Bt
BN AT SR 3R MR, FLATPRIRE & 2

SRR R 1001 o 122 S A AU BE AR v, T
DATSO , 4 FH 6 R R % vl 1K am o & 26 I FE R
LY REARPUZ T RREHC I, TR 2h MR e .
6.5 PR LME LKA

Bo- B b Mt K 2 AP 3 5 2 5 LK (4 B8 W5 2 o
il R AL R o Ba-Z AR Sh 390 T 8 T i M 4 2 e
SRS RH, o v IR R B R RE W R
BRRR . HETA TR B 2 BTA-243)2 H
T SE M e R I B AR S M 2 —, X Ba S IR Y 5
H1 Sy S % B AN B2 AR 30000 FT10001% , A5 51O
e A T s

6.6 MHEZHAKET-1

J#E i K B4 K A -1 (insulin-like growth
factor 1, IGF-1) PHRE L ¥ B ZAEVEFT, MM 42
R LA 11 J 5 28 Ak o 38 SO T 8 5 e
It v i 2 R s R 5 ) L 2 R 60 5 4
B VTR W o 1, BRI 2 b v I WS 3R AR KR
KOV K R 2R YT JC R s ™ E RN W] M
FHIGF-11E R B i 2

6.7 RELAEKET-21

SCUGE B, R 4E A K IR F-21 ( fibroblast
growth factor 21, FGF-21) JERkEES ZAMED RN
XA ReM 7 AR F IR . FGR-2118
RS LA USRI, BCEIR, IR H ARG
IR IMAE . FGF-21114 & 8L}y DME # JL I /E DM AT
FEEIRE R T A B
6.8 4A-F HIEHF 412K G - 23 4]

B - 7 % 0 P TR) 5% 32 25 1 -2 (- sodium  glucose
co-transperter 2, SGLT2) P*LE s BiEy, %
A3 TE IR NG R R AN N R s A
BN A ML, 24 B U SR AR B 9 90%
SGLT 24 il ) 7T M AR SGLT 235 4, ok 2> 55 ik %of 75 2
B R, B PRAEHE S, N R . B
AT IEEME SR 25 A 544 5% ( dapagliflozin ).
K3 (sergliflozin ). Hi#& %1 ( remogliflozin) #I
A 5 ( canagliflozin ),

6.9 ) A EAH S H]

% W% ( glucokinase, GK ) JEWHEf# IR
o B — AN BRI, % 2 W Tl R A 6 - R R A
B, S 50 & 5B E, EEAETHH
LI B 85 0 B R BF5E R B, DM 5 A o 35k A7 A
GKIEHERFEAR . GRTESE il M4~ i FnAX i v i 35
2L BT S RS % 8 A ( glucokinase
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activator, GKA ) RE k35 g & 4 it 73 W JBE &5 2= 19 2
fig, RO R WE R A R, T U AR R R AR i
Wi o B A IEAE R T I R 56 4 25 )45 RO-28-1675,
PSN-CK1, RO-4389620F1GKA50,

7 DM¥PXRIERITZM
7.1 BRI REETHR A

T S D AT ) 1) P 245 BELAL o 2 30 Ao o o R A

RIS, IR M T, Bk (B) 4
SR I A8 o []IN PT o AR A A, ZEDMIER IS
P 2 FIDM B s IR 7 i R B2 S, idE T
Bii  CEANG ST DMIT R A A M 2 D RE R . H il
118 C AT LOORFMASNE LI ARL, FEE5H W] 43R 2
MRS . RIS A B vl T (alrestatin )
(A 2 BIE T R A7 SO i U0 245 F ) AR vl At
(‘epalrestat ), +E3%irlfth (tolrestat) ( P&l <x 5| AL 5
P Bk ). PR E L (zenarestat ), W
JA FIMth ( zopolrestat ) FIYH4N 74t ( ponalrestat ) ( 7
RIAE R R S I7 SO T AT T o AR W Al 7E H A
b, AR30mg/d, 34 JE BT ASOR o

7.2 &G Bk A AL ra A

A 7] A B At TR RN AR 1 T Y 2 R R A R A
ATl Ak 27 R g, T8 AT b i) B A 2 W) A
KA ( Schiff base), X2t — R 5L Ik
2 HE SN R B A BT Y e 0O AR )
(‘advanced glycosylation end-products, AGEs ),
11T AGESXT R I 45 (1% B 42 R TR 42 43 4, T8 Jp IR
o VAL DO JEE O A1 L A 225 7 M B Bk U e R A . H
AL T I IR A 5% B B i DG B i (2 JE N,
pimagedine, aminoguanidine, AG ) fit ik £ 4 1 il
FEFRNOA T (INOS), BHIRIL-1355 1Y & %
Gy AN L, U DM B R A I o fig R Ag PO
ALT711 ( DPTC) 24t L KBTI AW . L&Y
SR RRRE | TG ER T E  BH T AGES Y A8
AR T 2 AGESXT ZH 2L iy 8 3 o 76 T I I R X
i, MRS R O 4EAE R BERY —Fh KRR, T
1t %t Amadori & /#9 52 h & A .

7.3 E G REEIH A

B P U o R0 AT DA ek 55 e WS S A I S
PR FmRNAR F BN, X 3%46% (breviscapine )
EASRE Y B s e, AT DL s R
( streptozotocin ) 53 A DMK LI T2DMA B /N B,
DMPE'E RIS 3 o i PR AT F T 2085 DMUE 25 19 LI

AL,

74 AKEFRHA

H R 5% & A= A DR 400 1) 590 sl A 7 52 44 BH
W45 T RE R BIIE P DM R 25 . (B2, A KK
TZARBW IS, A PTRE R i B LA A A T R
ISP IIRE, B R MERE SR, BRI & 7
FERAE T AR AR o AR E R
T 7 B K (octreotide ) AEF i B I A1 B /N ER
NERIFFREARE AR, R B s AN SZ 52, I IR
FERHTDMBEST, IE T RIFRCR
75 hEEREFHLBIHNFLERREZSAR

FA

X2 3 B T I R R IR YT
{HE AR A Wt 2 BT, HO Rl 4 5K i 8 Sk 1 -
LR I et , B v B ALK ) 280 0 P B8 RN 1
B AL g 5 2 A BB . e ATTHE R R Y [R] B
AT REAR MR . CE R, IR AT A B A RN R
PR A I PR AP A o
7.6 £9E XK _BLCoAZL R BG4 A

IR 2R T R g e f8 A PR IR TR T o I IR
WF5E 2R B X DM P LR 2 B2 08 ) W 45 4 5
BREY, BR T REARIAG B EHAEHISN 38 ATl 50 [
ARG TE I T R AN B 3 AR AR
PIHIZER 5T . AR T S e R FAE R Rk, et
MBI 58 o Wb, BRI @ BT b SRR
IR I B ORAPE HT T AE S22 DM i e
7.7 REAHN 5 LT R

Ko R, EAN R A& DM IT & AE (1)
FRNRZ—, ANV RAEAE A AR
Se L s BT A AL R HLRE T B A0 1 0 T 44 PN 76 14 4R
Wz, RN AARVE RO TEER, PR MPLAA
AR o N PR 135 % 415 % ( 73 T M, probucol ).
N-Z B e 2R . g RER A EC% ., KN H
A SEZE DMIT L AE I E RS, T HIRTT
78 HZERA

P 3R PPLR — 2 22 4 K F T ( nerve growth
factor, NGF ), fit= B2 FEDMIMNE #LEAS, HAT
BITHHEPINGRRAFETF AR B, B C BUSACK
I M E TR - 3R A p LR KA, Bl
A T I R NI R TR T o B

[ &%k )

[11 Br¥rilk, &6%, @ 6 HwmziyzM]. SIem. dt
o N R4 H L, 2007: 666.
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