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[ Abstract)

mia. Untreated, diabetes can cause many complications. It mainly reflects in systemic microcirculation dis-

Diabetes mellitus is a group of metabolic diseases characterized by chronic hyperglyce-

order, including kidney, eyes, cardiovascular system and nerves damage. Geniposide is the main effective
components of traditional Chinese medicine Gardenia jasminoides Ellis,and its hydrolysed aglycon is genip-
in. Pharmacological studies showed that geniposide and genipin could result in blood glucose decrease, treat
diabetic complication and be expected to become the new drugs for the treatment of diabetes mellitus. This

review summarizes studies of geniposide and genipin for diabetes therapy recently, in order to further re-
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search on the molecular mechanism for the treatment of diabetes.
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W BE B A WE Y, 20 8 TR, SR HE P A
Or EIRAE 5% fodv, 4 BT MK AR A nl A
HAFILHUEF-(Genipin) o H2GBRAE FIBESEHON IR
VAP £ 7178 3N 3 (RN SR L CE S O T L RN 1
e PEAFRIILSE A B0 AR IRy sb sk
W1, BT~ B AT BT S8 A 38 BT 2 A BN LA K% ¥ IfiL
BRI A BB BRI IR T I T AE 254 . A3
XL AFAAE 1 FI 5T JE 3097 Bl DR 1 A S BIF 52
PEAT RS IO R AW 58 HAR 7R IR 19 73 B
il AR

1 Pem#EER

W PR A LA N2 P o 0 Sy = S R A 1 P 0 0
FRBESSR . H A3 Kimura 75 1982 4£4R 18 1 M
HE T B IS 2 B HE T EL A R s A 7R
B S BRNE T  aed T a SE A
1A 0 57 A ( peroxisome proliferator activated recep-
tor, PPAR )y, 3§58 T~ ¥ 35 PR 0T JBi 5 26 1 g 7, ik 2>
[ B AR T, IR 4 BT AR Th Ak BAE
T e AR A 7 20 A X 2 B 0 WIS, DA T
BELLE TU RUARE bR ) T BUBR O 56 AR T & g . A
FERMIEAE PPARy A2 /R(5 518 i vl 58 fin &1 Ji 2H 21
X e 8 2% A BRI, Bl IR B R AT, IR T RE S B
AR EAE R ZRE DR 3 B 52 D7 ThI A7 AR A S A L
R RTT BEOR AR T A R D Ak T BE S
PPARy SIS % U1 A XK.

W B 2 — o DRI DA JBR 02 3R 4 o) B8 R AN
RPN — R INIG IR EEGE , HETW RS B 40
LIRE A Pl AT R YR 7 5 vk, T b Dy fiE 2k 1A
TR AT RESE S — R K HE 11 2 (uncou plingpro-
tein 2, UCP2 ) " (it RIRBUIAHC, UCP2 2k
RO UAY SPE TR Y BT, T R R R o W T BB
104, T BB 85 AN IR P e LA A I
B 4 il UCP2 AYAEHT, M m W s L RES B B 40
JRL T RE 2R I8 B, A BT Je - BRIV 2 s A e A fil 8
FEW T B R AN, W) @ UCP2 BRI i ob /
ob 7INERJEE 5 41 B AE XT EE , A0 C BLAE T, BB Z AR
[y 5 UCP2 FPIAR

Wu 252 5 SR WG 11 B 5 3 P AT RS
SR LA 8 8 22 R H vl = TR K P, TA S FLAIL R AT
RESEHE 1 RE PR A 5L B2 AL i ( glycogenPhosphry-
lase, GP) FlI % 75 ##-6-%% 2 fiff ( glucose-6-phospha-
tase, G6Pase) 1)) mRNA FIEE [ 33K 7K F- K FLRHG 14

IR, X4 S A e A S T B A, Liu %7
%R PINE T H AT VEAE 0 T B R0 e 5 B 2 i
THBRE S R IARE AT, FTRE SR B 4 M b i P R R
FRAVTGA T 0 1 2 AT, 02 2 4 260 9 7 B8 BT 42
LN ATP (7K FA G HE 138 AT LLE i 38
6 JR B I A AR IK-1 ( glucagon-likepeptidel , GLP-1)
AR 0 AR T 5 2R ) 40, DT B A A
ZHALAEIR Y

g5 b e R oBE ) AR AL AT e 2. (1)
1S PPARy {5530 B% , B sm AR H 200 I 5 R 1Y)
BB, 2 B AH I RE , A 2 i 2 B Y R ORI
(2) @ gl RS B 4l UCP2 AfE T, I E i %
BT, O R Y B 20 M T RE B A5 (3) 38 O B AR
GP #il G6Pase [f) mRNA FlI 2 [ & ik /K 7 S H il 1
IR, 2 D DL 43 it A, RS 80 248 4 i B A AR 1Y)
TAER (4) 8@ P81 B 20 M A TR 7R R A Il
T PR R AR, X 2 2 W ) 5 B e A0 L Y
ATP {7KF-5 (5) 3 1 JE GLP-1 A2 445 3 B A2
RS KR4, Uk /> B A T, fE B 40 e
BH, 0 B AN DRE .

2 HENERT

I RAT 5T 2 B, W s S8 ) O Il A8 s 722
S BRI B E AR T A B B R 20 A
43 (cell adhesion molecules, CAMs ) %I Iff. & 21 I %%
[ 4311 ( vascular cell adhesion molecule 1, VCAM-1)
N E-ZE R R I FRIB G0, LK 1 40 i 26 B 2 i 45
R MM RS 1L P S RE RS A R

Koo 251 FH S R4, T bR 8 4G T et/ , 48 1
7 TR R O B I I AR p T M. BE T RE A
A v - I DK PN B A B A L Y
VCAM-1 Fl E-JEHER B L35, X Al il e 5
T P B 2 M T Pk % (reactive oxygen species,
ROS) P24 F1 N B2 20 Mo A% 5% 5% [T ( nuclear transcrip-
tion factor-kB, NF-kB) GG 2= . M FHxXfb
I v W 175 5 1) DA B A e B A 18 2 B 0 1
BEPRIIR DL R i A8 1S A= 0 e P SR I B A RT REAE
SRS RE PR IS O K RE R 251, HE T S AR
LIS/ BV R = A A TE S TSI (A A LN 0 85
JHk i A P ZE IS TR] 52 M 44 P I AS: R - R i /AR 1 2R
A IR IE B2 i A2 ( phospholipase A2, PLA2) [
Wk SAFIHM AR o TR il PR
e R DR A B P S AL ] P 0l =R 0 5 i,
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PR R A 0 T 3K 3 B Bl 0 RIOR, B0 R AR
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PRt , B 17 o 25 1 7 s 722 9 16 R AL T g
2 (1) i N 2 40l rh CAMs, 4 VCAM-1 A1 E-ik
BER IR B M4 N B2 DI REZR L ; (2) P i 4
FH A3 0] PLA2 f 306 4 228 1 00 1 ot /DA R 4, e
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3 mKIER

1993 4 Hotamisligil 7 KBS B AT
i R AE R T-o ( tumor necrosis factor, TNF-o) 54
IRIGISEZR ™ AR T JAEhs s 5 W Do LA
MR R . ZIEWFE R B, 1T BUBE R (type2 diabetes
mellitus, T2DM) £ IfiL{ H HEWR R | C- 0 48 1 ( C-
reactive protein, CRP) ' TNF-o . [ 40 i1 4} & (interleu-
kin,IL)-6 \VCAM-1 | E-JE#E 2 | L VE W€ M AL A
SESERE PR 17K -3 0, AT 0 AR J32 4 A AT PN B 40
(A5 T2DM [ & A A 5

D Y A R, B F A 12,5 mg/kg Fl
AN 25 me/kg ) 5 40— R EU N BUE K 24
A W RS RIAE HT A 71 R & (50 mg/kg) AT i
& AR A A 1 A8 5 M, X S R A
B IR T, Y R WRE T B — e LR AE
Filo WA 25 2 Ak 0 e 1 & L0 R A A
6] T E R SIR 25, M R i A A T i AL &)y
LSS B L B AR, T 5t JE T I R ) &)
S g B A, 5 e R S
R BRURG E J5 96 4 eh i 22 (lipopolysaccharide,
LPS) 755 1) — A AL A ( nitricoxide, NO) BEHL, B
TNF-o IL-1B \ Fj#) it 2 E2  ROS & & 1 NF-«B %
PE, W AT TR R v 1B R FE AR BT B NO
FETC, [R50 JE -3 RE A R4 ] /N B/ J 5t 40 L 114
TE, BAPORER A TG P o Lin 2517 9 & 1
WET 1 REMS A il i LPS i 5 59 A # bk 4 2
ZH it ( human umbilical vein endothelial cells, HU-
VECs) 1 11L-6 J TL-8 H& st MBI R K-, i 7 NF-
kB BTG M, 92> NF-kB #1i1 il) Al 7 (inhibitor of NF-
kB, TxB-o0) (1 R i LA F 22 24 5 0% Ak 2 1 g P38
(' mitogen-activated protein kinase , MAPK P38 ) £l 4 ity
AN 1% ( extracellular regulated protein kina-
ses, ERK1/2) (BERR AL , 2 WIAE 11 30 i 2 AE 1 7
Az ] i 2 18 5 BHL K P38 A1 ERK1/2 {5 538 % 52 3

1o [FIEAE T H REE ] p38 F1 ERK1/2 #5121k
PR IkB-o BB, 08 /0 LPS i S 4 oh NO Al
ROS AYLE B e i 5 1 — 2 AL R & LA (inducible
nitric oxide synthase,iNOS) [k, M\ A HEPL R TG
P Deng 45 BIF 5T 2R HHAE T4 T AR A/ BUi
W IL-4 TL-5 DL TL-13 [ 7KSF a2 i i P 41 i
AL R F K VCAM-1 1) 2% 3k 30 il T 4 E S i o
Wang 2% % BG4 AT A3 izt 410 ) Toll 4% 32 fA
(toll-like receptor, TLR) 4 {5 5 3@ 1% i ke 42 B
(oxygen-glucose deprivation, OGD ) i 5 1) K B/ i
JST A L) S E S g, 9D T TNF-e, IL-18,IL-6 , IL-
8 FI IL-10 /K-,

PR, BB 14 BT R A ML - — 7 T Al AE 2
i3k B DB 43 24 D 800 2R YO (mitogen-activated
protein kinases, MAPK ) % ji% i b1 , ih MAPK P38 FlI
ERK1/2 {55 @ %, Wi /> IkB-o W%, J0iH] T NF-
B (0 (3 45 T TNF-oe IL-1B IL-6 IL-8
L) e 21 (] &6 B 5 T-1 (intercellular cell adhesion
molecule-1, ICAM-1) . VCAM-1 F1 % 4% 41 iy ¥4 4k A
“F-(monocyte chemotactic protein-1, MCP-1) £ 315
TR, BN i 1 T NF-B 38 8% & 35 50 R E
37 T AT REE I A0 NF-kB 6 PR i — 254 il iN-
08 ik H1 NO G i ] s B Hi 2 H iy

4 MEMRH

UTAER , BORBR 22 18 IF 58 3% B AU A L 3805 0 PR
g I RARER R R R R Y], RS B 40l
PR K-8, %) ROS 0 #U2%, ROS 5 i it
Palgelss B 4, ek B 4t A I8 T RN AR A1 JE 4 800
R 5 R A RO, AT 7 2 i B R AR, S AR B
RO WA R SR O R, S BB IR e 1Y kA
KRR,

AWK, B+ 17 RE W W B H,0, #i6h 1Y
HUVECs 1 8 7= %, 4 = 40 i A 8 41k ) 1B AL it
(superoxide dismutase, SOD) 2 It H kit & 1L By it
( glutathione peroxidase, GSH-Px) ,— & fbL & & W i
(nitric oxide synthase, NOS) 351, 3535 A NO
T, BRI LN ROS 7K, bR H A5 i 4T 4 1k
BE s S Bz A AR AP Ve T IR A RS T AR
F R R FAR R [ S BREE T B G’ i
SR 58 B BB & F ( Low-density-lipoprotein , LDL ) %
et f VR T, S5 SRR UIE 7 S8 B
R - OH .0, A HiEEAMH] LDL 3% MR 6e Sy, R A
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BORMBTAALTE M, IR 2 IEAHSCHEEROE R, Wu
SEROVRT Y S BUAE T 8 B R SE TR 5 48 DR H K
S-%5 1% [ ( glutathione S-transferases, GSTs) 1 {4 I
GST M1 FiI GST M2 MV % 2 1% 1M ¢ B i He S Ak 1
o XA SCIUE SR 71 S HAR ™ #) e - B
AR A LR R A5 Bt A, I 8 A EOE
GLP-1 Z{A& 54k MAPK i& 42 (i 4 48 Ak B ot PCI12
YRGS o R AR T S K B T2DM
B I 4 N Kz tH 4 B ( endothelial progenitor cells,
EPCs) fA7ETNRESZ L , T HE T~ %) T2DM 3 EPCs
HAGYER, 27 H RE R4 ML N 55 5 7k
WS ROS [y, 2R 04 45 B 5 R W B 71 1]
LU H,0,35 5 HUVECs Jd 1=, HALH T 68 54
LR N B AR N R HE B AR AR A T RE A G,
FESFREMIHIf Fe?* /4EA: R C 51 MK FUik 4127
AP RE BT i A Ak, 26 B0 B A ) RO O
R PR R SRR

R e T H BRI VE FHBLA T REJZ : (1) 1
AR A A, G R TS R A A H A (2) i
A A R 1 I 1 4 T R A 0 T 1Y SR BT
SAALRE T 5 (3) Mg i AL B I, 98/ g T i 4R
WA (4) 285 5 Jm B TR BIPTAEN .

5 45E

1e4 1k A A B A S TR R T B
259, I 2 B AN RO, AR R 5T
T BT H RS e R IR TT RS T —
SEMBGEAE . HATXHAE 78 AR B, 0 5 L5
Wi 2 B BB I, B — B 05T HE 5 H
TEIT B PR S HEI A i A FHASCR S5 LB, D9 T
FAGTTHE DRI (25 1) B35 HE A
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