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Abstract

Obesity is an increasingly serious health problem all over the world. As a sign of metabolic syn-
drome, obesity is often associated with the development of chronic diseases, including type 2 di-
abetes and lipid metabolism disorders. Adipose tissue is the basis for the progress of obesity re-
lated metabolic disorders, and its endocrine role plays a key role in the pathogenesis: through the
production of various factors called adipokines or adipocytokines, such as leptin, adiponectin,
monocyte chemoattractant protein-1 (MCP-1) and tumor death factor-a (TNF) and interleukin-6
(IL-6). At present, the specific pathogenesis of obesity is not clear, but the theory of adipocyte in-
flammation and adipocyte oxidative stress has been widely accepted. This review aims to summar-
ize the mechanism of dipeptidyl peptidase-4 (DPP4) and adipocyte oxidative stress and inflam-
matory response.
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1. 518

REJESAE (Obesity) H 1T 2 h ™ B 520N 28 AR 38 o & S A8 3 PR A BRALAT PR o PR ARIBE JR 5 1)
TRAT AR T 5% i s A RS AR A 2 (8] P 20 W IE R O 9, R W AR T 240 U BRI S A IR T IR 7 1K N A i 2
[1]o HRTICT i iy 2H S0 RE A v (0 4 P PR 0 A D i 7 B8 7 B e R J 5 SR KB 2 (RN RV FE R &R o X AR
Jr 4B A b AT B A A 2 B, R B Ik SR K-4(dipeptidy| peptidase-4, DPP-4) 7% i i 41 i 73 ik 72 vh
ik, e DPP-4 j2—Fli IR i 5+ . W 703 B, DPP-4 7E A IE AR s v [ 2k Ao b v T B2 R IR [2]
ob/ob (8 3 i I B ) /) BT 2 2 B ZH B6 /NERIF 3.1 %, P S2 IR DT 424 & 2 0 i 4H B6 /)N B 10.8
. 1 oblob /N, DPP-4 TERFAE A HIZRIE /KT 5 B6 /NSAHIA, 7EBE2 AR 44U iR IA K742 B6
/MBI 0.3 fif . T34 oblob /N ERAEEAN 38 1 DPP-4 [ 5437l B6 /) BRI AP 52 Jig 1y 2H 23R IA /K7
f) 3.2 £ 0 3.5 f%[3]

DPP-4 s2 — M2 S FRE AN, 1E AN E I MRANIKEE, TS T2 BR B 2 R 1 22 Ik N 3 53 25
H ik, fEAEARE A PR KERARE T BT MEMEKRET, AME T 4L
A RVER . DPP-4 fENRIT A M A AR Ik, FIRE BT NENT B MR T3 JUL 4 e P e & 3%
BURPEIR 2%, A RS R IR-1 (GLP-L) 1 4 B AR PR e & 25 2 IR (GIP)IX P Al 2= #52  DPP-4
(EEEE 9, T4 DPP-4 /K i B (A A1 2535 [4]. DPP-4 SO —Fh i i 26k (B B A 1, S e ilid 4y
R A TR 25, 8 e R RS P £ i % 2% 22 ik (glucose-dependent insulinotropic ploypeptide, GIP)Al i & IfiL
R FEAK-1 (glucagon-like peptide-1, GLP-1). GLP-1 2&—Fh £ ki E, 18 IR WRHN )G M IE 40 fre i
Hok, FSBE B AN BRI E S R . GLP-1 FREENINT 2 08h, X HT DPP-4 [ ik
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YRR, 1 DPP-4 474 R e e 5 28 7 W [5]. B TAERI T GIP il GLP-1 45383 45t, DPP-4
AT LR LA 53055 5306 75 37 AR AR A F I A R

2. DPP-4 #Ei5SBe B S 5E & B P HO1E A
EMRAIBE MR ERMESSHNREMNERERIZRInPEXEER

VSIS I, 5 NC /NRAHEL, @RISR 1)/ BRI R 15 28 (D1O) i iy 41 23 B I 4t ffd (Adipose
tissue macrophages, ATMs) 2 £ i, H 2K DPP-4 & &t B2 1. {54 DPP-4 #II R HIVT 5 K FH ¢
TCIOE M 7 e H AR (FACS) 0 Hir, KL ATMs B /N BRI R D A8 P K H i = B AR 3R 3 35 ek,
DPP-4 JEE4) ELIW 41 i % i 25 -1 (Macrophage inflammatory protein-1a, MIP-1a)7E DIO /) 5, P g 17 H 1)
FIS B RIFD, BRG] T B 28 i S S AN R B 2= HE T B R IAR, T7E MIP-Lo SR FE/N AR, RIS ST B BH S5
TR E B ER, XK Y] DPP-4 AT REINHE LA R RAE[6]. HEAM5 NC/NEAREL, DIO /MR E iR T2
ZIMAHIEH ) CD3. CD4 Al CD8 T 4l S #tfin, AR FIVT B2E AR 1 XA RGN . X IR 7E ) DPP-4
FE T B 20 A 3 P I JRE 2 0 s S i 5 R HIR BT R H O A AR AL 1 0 1 R0 iE % o

ELE 2 il (Macrophages) M1/M2 AR S A DA DAy B TR AN i 15 2R HR BT A ARG 44 i D77 JH 5 0 1) O
TRHIBLE 2 — o ML EURRAH A PR R 2 A5 AT JrE /) SRR i 2 2R I BBURR PR R B2 IR, M2 LR 4 i P o/ NC
ANBR G TP AR IR B B ARPL[7]. DRI, 4] M2 S A AT RE AT DR MR DT A8 E AL R B 2 AR, IR AR i 1t
JH- 9 (3t e ()98 77 . DPP-4 571 51 #2470 8 E 4B MO pl AL ) ATMs, XA BT854 5 i B 24840, Uik
4, DPP-4 A B e S EWEANA M1 #4k[8]. Thl F1 CD8+ T 4L IR & AEAE M1 AL E WG 41 R 4L 2
BT, T 4S5 B WEgH B 18] A B AR FHAG R T —FPRuien, AT B8 5 28 RE A RR & ZHEHT[9]. BRIk,
DPP-4 ] LA AE L B8 T 4 AR RATEWEZN M M1 FIS AL, SRR 5 R IR TT AR I R SO . IX b
W55 DPP-4 FEIA T B M2 M/ T 00 B SRE S AT iR I 2R AR PT R FE O R R BRI 1 1 o ) R4 o

#E L B F RN Bs B 4R R mh R B HE AR Be B RO X 18

AR T — HAR RN F 20K, S AT B A SR s T LR Al e A, il 4 5 R
0 M 5| S IR D 2R R SORE, 2 el T 107 4 B A R R AN IR I B AR [10] . DPP-4 #4783 1 R
H ) JUFR AR F-[10] [11]. 7E ob/ob /NERAEMZHZ 1, CCL11 fI CCL22 TR} 2 rhRIAF#AR, TMifE
B R REWI AR RIE B, CCL1L & —FivA s mg R Ve RL 4 & fb 1), edad ik M2 5 W4t i i £k
MAAPRFE. AL, CCL22 T2l M2 BERRgu /™= A= [12]. NEFEGE S 2 B 40 I i S0E IR M M2
AL I AR A ML BUIOIRAS, 55 FARITAHEL, CCL11 A CCL22 ¥/ ] GE -5 18 s 248 P 1) ¢
I SN 3G 5 A5 9 [13]. CXCLL2 S ibk B4l A . P & 440 i (EPC) A ] 78 53 41 B (MSC) = A= itk IR 7+
DPP-4 St/ BB A B K I iG 1 CXCL12 ik, AERE/NR AR 4141 DPP-4 ZERFRIE i, X
PR AL AT B W [R5 AL R s 1, S B A P 1) IR 1D 2 2050 3 [ 14] . DPP-4 1) U mT BE AE AT ik
NEWI AR R R AR R EEAEA, W 2B T &G T, SRBIARLERN, 250
JHESE K e i A%

3. DPP-4 Xt NF-xB. PI3K/Akts MAPKI/Erk {55188 K B B 4R S 1L LA EY R0
3.1 |MNMERFEN LRI PEEXRIER

FER BT T, SN S 35 L PALRI TG U T e B, o/ BRI B A R e B R i, I
FECMA AR T AN, SR LS it A2 5 A AT JHERE o B A P 2 (R LA [15] o i B R TR (FFA) % PE%A(ROS)
AN PR (RNS) KT (K138 A 4% A 1481 SR G0 E s, UL PR 02 AR i s AL 0 e B A 2k
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JAE o NS SR L 75 G LA A A B S ) T 4T R 2R 2pAb A GIE T 2 (Nrf2) % . s iy e e Ay o &
R AL B EOEGE NRF2, NRF2 i g i 32 2240 B Or 9 B 09 BE 18], 21 NAD(P)H: FRAEAIE R 1 (NQO1L).
MR IR LHOL) RIS B H Bk S R EF(GST) [16]. it NADPH S ALEE 18 AT A AL B (190,
FA R I RE 7 B A S I, 5 BUR S M I A0 B R (0 = A, BRI AR 1 ROS 3 b2 551
I B AL S B 0. AEAR 4143, FFA A1 ROS /K P TH w4 SEUR & G0 R 770l s i, JF
SEUSHAE, ARIHLS B ATM) EZ IR BN M2 FAR R 25 M1, FHdk— D g
MW RAETL[17]. FFEEME TR, SEE G RN HLSUR R YENR 7RI, Kim CY 45[18]15FH
58, e L2 B2 iR £ A% PR 7 kB (nuclear factor kappa-B, NF-xB)/K-F- T+ & hnfal, ix4:
SEGEHIE R EVEAI A i K, JE A ERIBEE IR . BhAh, RAEKME, E IR ERLL K,
FEFLE i I T A A FRRE ), IR B S E e IR PEAMR R MR RF R A g, a2
AL PERIAR & . TR = AR 1 P 2 40 5 A OB G OG . IR A B i) 8 Mk o WA AR R L i
JEIRGEH F-a (TNF-0) E4HHIA3K-18 (IL-18). HAMAF-6 (IL-6)H1 41 /v %-8 (IL-8). ‘iz
O E-1 AR T 5 SRR AE[19]. tbah, Jd & i H il = ER A T 40 S ATM 230 iR R S8Rl -
(TNF-a), KidK, TNF-o 175 500K U7 4i Mo e e 2 I e, EUA 8%

3.2 .DPP-4 5RERF RS LRI X R

JIE 107 A MR TBGE B IR TR, S BRI EE. E—T5UR ¢ WL %2 31 DPP-4 $0 71 35 K SV T ¥R 9T FEAK T
JIE 17 A B SR TR ) B L R IA K, S T g i R A AE DG TR () mRNA R IE . HE ST S T
/INERFFE AMPK IR A0 [20]. AMPK ZEF 1135 A2 A 5 £E s A3 in g 107 B8 44k, FELIE NAFLD 12 (1) 4
Ak 7 R ¥E AR . S ATIAYT IS FFIF T AMPK FIS0E 7T B & ey Ig A Ve - IR R . 2 AT
FS T A0 (3T 3-L 1) E AT 5 AURE 77 N P 5 X 8 AL S5 5 774K B R (Tunicamycin, TM), J@3id T-PCR
H1 Western Blot y£4 il DPP-4 J LR, KIVAARLEEIE I T /N SR M2 DPP-4 7K F-3ds Ji7 7Y A 5 e Ji v
W TR IR IR EALEE-4 (Nox-4)[f) mRA K2 ARIEK T, A BB JOE A S SE R I Rk 2
FH[21] o IX A0S k38 T BN 17 4 2B 1 I 5 P D DR A P 453 £ A D ) T R 3 o, AT = A 5
HIEAL A . EIRATHSZIR 261, 0] DPP4 W] iaf S8 Ak N M S 5405 . AEAR AN sz, DPP-4
FRHIFE L PISK/AK A5 518 B IR A NS 5 1 — AL B & i (eNOS) Rk [22] .

K 8 22 PR IR AR SRR RIRT LA S0 28 MR 20 M IR 7 SR A 0 S BUIR D 4B M S A 4 4, 1 9% PRt
Kl F-E4% MCP-1. IL-6. IL18. TNF-a. 1 DPP-4 $IiI5 AT DLy 22010 I 075 5 0 I 7 400 B 28 R S RE K
1545i[23] o BEAL W 52 22 B DPP-4 ] LI i 3% NRF-2/HO-1 3242155 I8 7 21 A 28 A S B AR T2 ek 25 28 5%
HIEVEI[23] [24]. B RIRIE, XL 8K W] DPP-4 78 AL N0 T 140 Mo 15340 B AT (e g T o

4. DPP-4 #IHIF| 5 & iEH F R R

JL AR DPP-4 FI1 771 S E 52 AT (2 308 M5 532 28 4310 401V Ay 9050 2 26 0 110 A ladt o ARG I ) 1 P
{H DPP-4 5 JE ik 3 (AR S 78 20 . Ottobelli £ [ 2518 ¢ & B DPP-4 1015 G #% %177 i i Jai /> DPP4 )36
AR AR AR TR . ek, PEREZIYT ] B R 2 FE(LPS) % 3 1 RINm 41 A 40 e/ = (IL)-6+ 1L-1b (1)
FKik. MHIMREANET:[26]. BEAERE L KIERNRE A E BEG/DNERT, FEMSZIVT B FIR R EER
TR R AL A AT RS D, H ML AT REAE T PR AR NFrB I/l A2 40 i 32 4% F R AEL R ERI[27]. R 4h,
TE REJie 2l A 20 o 77 e ) 380 i 375 % B 52 AR s b g 107 R /K v, AR BT TS R S BRI AR AR K
BRI S R B 2 2R 9 e /K P [28],  FmT e i KA1

CVA ROS 25 &5 5 4% S IBRNIE NV SO R, 72 AR B 26 R, ROS (140 B 251 52 22 Fh A b 4 |
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J 5 A S AR AR A R G R, R R AL LR (SODs) s I ALl . i AR R
AR E A BHEH IK(GSH) & REE & (1[29]. SR, — H ROS 7K-F i ixh X 22 Fft i 35 S 8 (11 22 i
— RN JORE R N2 (1038 I s 7 DA K% o i P 4 e P 8 5 e, X gt — 2 S B AT It 2 A D e B
R RIANAE T [30]. RIEHCHHI T, EFRHANALE, DPP4 75 T = O NOX4 (HHEE AR rnd
TR EALES 4, ROS AL ERIF)MIFRIL[31]. DPP-4 7@t A B 40 i S AL S, Rt
RIEN TSR A 0cE HIhRE, IXEHT TN LB SR A T 78 /s .

SEHINNIEREAS B 0T 8 S804 5 5L RIE,  i  40 P S S I8R r 388 o 235 Mg i7 44 K )R 4
AR LR A AE R AE R TE IR R o AEREREAE A SR AR A, X L5 ST B B T-ff i 5 AT e
FHIRIA S RE BTV B I ,  DR A B T0US0 5 R PR AH 26 1 9 A

5. RS RE

MIMEZ, DPP-4 {EREMET 51 2ORE IR & KT e 5 O E ] . DPP-4 TERERERE AW AL,
JUFCARE B 7 DR £ I 40 P AR SRR R B AL, ZE R 7 A B A TPt R A O T
(IVER, 1 DPP-4 5240 5 35008 iy 20 R0 A b 6 20 B T 470 98 R TR 404k, AT Dk 258 L P75 5 11 4 i
[ 5 APt H AT T GLP-1/DPP-4 @R AE g /Il ROS P24 L #8iE e H g 18 4 pi & AL TP A2 P L i 75
B3P, B VONIEHLEITE VA TT BE R A 25 G AE J7 T 2 A VR IR R A5OH
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