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Research progress on the intervention of traditional Chinese medicine in lipid metabolism for obesity
treatment via cAMP signaling pathway

ZHANG Yu, WANG Xiaoran, FU Yiping, LIU Yuting, ZHAO Quanyou, CUI Linna, MIAO Mingsan(Academy of
Chinese Medical Sciences, Henan University of Chinese Medicine, Zhengzhou 450046, China)

ABSTRACT Obesity, a global chronic disease, is associated with adipose tissue dysfunction, which is one of the contributing
factors to obesity. The cyclic adenosine monophosphate (cAMP) signaling pathway, a key regulator of lipid metabolism, plays a
pivotal role in obesity development. Various of traditional Chinese medicine monomers, such as flavonoids, lignans, phenols, and
terpenoids, as well as traditional Chinese medicine compound formulas like Xiaoyao powder, Shengmai powder, and Zexie
decoction, can maintain energy homeostasis, balance adipose tissue function, regulate glucose metabolism, improve insulin
resistance, and suppress inflammatory responses through cAMP signaling pathway regulation, thereby intervening in lipid
metabolism for obesity treatment. Although a substantial amount of basic research has preliminarily elucidated the potential
mechanisms by which traditional Chinese medicine intervenes in obesity through the cAMP signaling pathway, clinical translational
research remains inadequate. There is an urgent need for large-sample, high-quality randomized controlled trials to validate these
findings.

KEYWORDS obesity; lipid metabolism; cAMP signaling pathway; mechanism; traditional Chinese medicine
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L 2308 ) 0 R A A PR R i A S sk e g | A2
SR AR PR BT I 1 JBORI 2 7 AR D) i s i A5 B AR A, 3K
o3 B AR A A2 58 i i 2 2R IO £ Ui 5 1R 1D PR (free
fatty acid, FFA ) \J8 & (leptin, LP) 24 it , F18 1< S 7 2
LI, JE B8 M AT B AE SO B, X A AR S -
PRAEVE-CHDGAL” IR AR, W T IE AR DG &
9iE A R R e B

I B M. iR # (cyclic adenosine monophosphate,
CAMP ) {5551 2 20 A N —Fh B 22 (551 L,
1E G 2 H H X 32 1A (G-protein-coupled receptor, GPCR )
W FGE S 2R OERY, cAMP {5538 % 1l 18
TR A A g 1 212X (white adipose tissue, WAT ) I -
i 2 15 5 26 21 (brown adipose tissue, BAT) F=#R-HL {44
AU = AP, T IO R R YR KA 7 L B
M 259, an SR w) A R RLE RS SR AR E , BAFAE
JPRAR2E SR B AN K b g8 SRR Y,
AP cCAMP 5 530 % AERFRE BRSSP IR A
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LU RESF Ty R B T AR . ARG A R G
RE S B4 K S L, TR AR v 245 B A Je 522 75 8 [] cAMIP
{538 T AR A G yA T I A v Sk R, AR
T S0 35 ) T Jre B A S AR 5 90 B 16 A s i 1L
BRI S Tr 1]
1 cAMP {5 Si@EHELA

cAMP {55538 = U A N — 25 2 QB NE S
M iR AR, HoE A 0 & RS A (protein kinase A,
PKA) Fll cAMP %2 # i [ (exchange protein activated by
cAMP , Epac) SN 5 43 WA FIBE R IHAESE" .
MIAME = 50 Can g s IOBE 22 B AR R Pl it B4 )
L4 ) GPCR 454 J5 , GPCR K AE M AR A i
i Jfl R = RIKGEAN RE T, X —
AR AR R RNEE G 8 (Gs) o M RE S TG It 1
1% P11k i, 4 I 8 A0 B P37 B = 85 12 (adenosine tri-
phosphate , ATP) % fb. ok S 1Y 55 A5 1 cAMP""; cAMP
S o TS T AN 43 F PKA | Epac 18 45 22 Fh 4 i
e,
2 cAMP{ES@E X AERERIAEIER

cAMP {55538 AR Ay B 1 AT rhoA O s 2, e
RS P NS IME S S ANRAR R B D Re, ENL R
P AR Z AR AR LR AR AR S AR D
ZHANTRE JE T HUAREA QI 8 B 5 ZR KT A A
S5
2.1 HEFRREERS

HRHX R 22 22 G0 i cAMP {5 53 R %5 8 45 BE 1
R T FEE R AR K, L8 i cAMP {5538 0
PO 2807 A AR R AE - 307 cAMIP {5538 % B
R AP {2 i £ A 0% i) BRAE OC IR (agouti-related peptide,
AgRP) P2 T TE P, TG 12 38 I D) 2 e 41 ) £ K
A BT 2 Kz 2% it (pro-opiomelanocortin, POMC) 4 £ T 1Y
TEPE, PR 7 BRI H E5 R e R 2 TiE 3
52 Z PR VAT - LP AR B 3 A 0 IR IR T 3B
(phosphodiesterase 3B, PDE3B) , Ak cAMP 7K, #E 1fij
T PKA Fil AgRP 1 28 T 16 P 5 JBR &7 1M % 28 A k-1
(glucagon-like peptide-1, GLP-1) i i 5 H 3z k454, by
] Epac 3% [A] 34 7% cAMP/PKA 15 5 1 % , o 1fif 3% 7%
POMC #HZ IR, B E A 3R BE IR Ak, AHR, BL
TR 2= AT 38 o W D R A B R AR 4 ) cAMP, i R X
AgRP M2 Ju Ry, A S Ak 3k — B PR AL
HIAERE TAUATE & 5 RE R I FE AT
2.2 FEAERRALThEE

FENG T o3 A 7 1T, TG AL 0 PKA W] LABA R T0 3 3R sk
41 W5 (hormone sensitive lipase, HSL) , ffi HiF% {7 2 fig
T, 38 2o Wl R AL R i A1 9% 85 11 1 (perilipin 1, Plinl) f#
W BV DR 4P B I, R AR U3 B 1, L ) 2 0 B
T =R A5 i T (adipose triglyceride lipase , ATGL) J2 H i
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TS RS 7 (monoglyceride lipase, MGL )™, JE i, = &}
X I W (HSL—ATGL—MGL) , ' H il =i 2 5 7K fif Ay
FFA FUH I, 73858 UCP-1 FE R Y 36358, £ PE4obr 14 fi
RIS 4, 3K 5l WAT FR AL Jf 1558 BAT (97 #4681,

CAMP 3 12 XU AL ] i 107 G il : PKA JE o B %
MR 1k LTt A R AL il LR 7% 32D N oAt ity A
B AE B, BELIBT A 10 2 i ) S 4 20 B8, 3 F A SR Ak
fity & 3% 58 ¥ ¥ 1% 5 /& vy (peroxisome-proliferator-
activated receptor v, PPARYy) Fll CCAAT/}45% 145 A i H
a(CCAAT/enhancer binding protein o, CEBPA ) %5 i I 5
I SR R - R 3R S R 10 200 B A S g ot 5 FRURH G
M2 5 5 o [RIET, cAMP A5 19 I 7 0 fide 14 o, 52K
FFA U, F — 20 10 46 B8 Wi & B GE B, 98 20 Jg Wiy
B,
2.3 FTHEHER G

CAMP {5538 B 7E TR A I 2 vh R 45 A% DA A
YEHT, i o Bl — R OGS AR AR (o bl it A b
S AR VPR ) EREHLAR B RRA o A6 R I 2
a0 _E BRI UAGE 1 Gs BT R TR A LB 2
Pk cAMP A= i s 24 cAMP T -0 PKA S, Jim #8 id
Tl 12 b W i Bk 192 £ 1 % % (glycogen phosphorylase ki-
nase , PhK) 005 B I 0 i , 410 0% D 25 1, L OB I 5
B, AR, PKA 8 3 B2 b cAMP S oo F45 6 8 11
(cAMP response element binding protein, CREB) | J i
1% Hs 1 2 Y B R FR 4 B (phospho-enolpyruvate car-
boxykinase , PEPCK ) Fl i % 4l -6- B R il 2 15 , 1 5 b 5
A, 38 A 0 B R SR M S -2 1 M BRI SR B -2, 6-
TR A i (B A R A, TR A AR

FEH BN, PKA 38 3 £ 0% I 45 i 4 118 107 2
H, [A) s Y0 T 467 %8 B 5% 12 2R 1 4 (glucose transporter 4,
GLUT4) 5% 437 LA R ] #5262 300, 010 S DA i i 28 2 43
fit. TEARNTAZD , PKA BWERR 15 , v IS HSL, i
I =R A%, BRI FRA BRREVE M RE =R, g
JHE R S A AR s
24 HEBRBZERM

JoR 85 ZE AT B A2 0o s BRAFAIE 22 B0 RE Bk BB R AR
WAL, cCAMP {5538 [ 1 PR R 5 B 20 e i Jie 5 2%
G3U, ELHEZ R I E R D SR A 2 AR T i, 2R 52
PR R oA QA oG MR A o RSO TR B 4 A T
cAMP/Epac {5 518 [ 7] 3 52 $2 /2 BN JR ) B 400 1A 45
PR (R, JT A R e i B 4t Hf =2 1] Fi 7% 20 5 54k
T 0[R20 P, 4 4 2 W BT % i 5 28 40 I 3803
CAMP/PKA 15 5 [ 38 33 X ATP AR P4 B 308 1 2F 1 7 1l
FR Ak, R BCEEOCH], 5| & 05y B A0 ik, AT
TR K 383 WA, A X JBRE % 2R A R [ R 4% D, cAMP
TR FHRR IS TS PKA, 15 fL 1) PKA R Rf S PR B 1t
JBR 5% 2R A2 ARG 1, T 1 JRe 5% 28 A2 AR R X 3 o™
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2.5 HMHI AR E R R

VE R AR B PTR S —AF 10, cCAMP W] 38 2o I8 458 e 28
i MG AL FR I 22 DI RE , 52 1) B R A S AR 12 PR IR B R
SES, FERPEEIE 7 I, cAMP/PKA {5538 % & 5 %
YER - —J7 1, ol o i 4% 1 kB (nuclear factor kB,
NF-kB) %57, B AR HE K F o (tumor necrosis fac-
tor-a., TNF-a) . [ 4l i) & 6 (interleukin-6, IL-6 ) 25 K JiE
PRl B S5 5 — D D, HAam 2ok PR 08 T AH OB s R
HZ 24k, M E RS S S E &R R EE T )
FIE AR S5 Rl aZ 4 3 21285, DI/ DI 4 PR - TL-18
B W TRTE, 1223 438 o CREB A\ 3 19 5% 7 4 2
i 2 L I3 200 ) M2 R A, F2 3 TL-10 S5450 4 IR 43
W, I R AEBTRAE ™,

CAMP {553 BT ATk ) 4R ATL o DL el 1
3 HEZHEE cAMP {5518 88477 LR

rh 2= R RE R s P S 2R A R S P R A R AE
MR . SIS AL H IR A AL D3, 3540 6
B iz b fig s P9 P K o R BN 2 5% &k
W HRALTT TR T R BHAS R N B A
AR, 8 TR ol ZE T T LR S 2 W MRF 8 4%, Sl “ ARl A
S22 AR JRYT LA RN TE 527 A ), S AR A R Ak
PEAE B R RS B H T AR AR RS
FEOH, P24 R K AR T el L T cAMP {5 i i 7
RE PR Bl 3 v e B0 B
3.1 HZGHE
3.1 EEIRALG Y

R S B T LAGE 3 cAMP/PKA 15 538 B L
ATGL “FJRARIER 12238 P2 dERR T 43 , 270 =i g
REE R0/ AR E I N, I ot L AR A
Pl

PDE3g~*‘AMp
Agrp

A
B AT 2
GLUT; S -
\L-\(ﬁﬁ/
JAE SN 0. L6
S S AE S -‘;EF‘ g\“(\(ﬁ
W1k PhK .Gs
i 1
0
o0
TR BLEAE At (<

@
CPTla ! ( T
FIXO1 .PGC-la, ED&

PEPCK .G6Pase |

ATGL HSL .PPARy .PPARa.
HIF-1a.,Srebfl ,ChREBP 1
CEBPA \FASN,SCD1,CAP1 |

15 2 W R L s T A K R R rh s B — 2R B
YR B LAY, Abe 5558 o 3T3-L1 i
i 240 A8 A 3, A 22 HR S35 T T LA 5] AR 1
P = IR 1 PKA IS Y N8 2 Ak HSL 25 [ 7K -, UE SEAH
15 22 HH 4 35 5 I ] 3l 2 00 cAMP/PKA/HSL 17 5 il
5%, S i g o A0 B PN 1) I R . AR AE A BRI O K
B, KT 246 TR AR 7 20 B, AR i 3T3-L1 AR i
B A B T 43 , A H IR = R A R R R A R, i
UCP-1.PGC-la LR 23k | (2 3F 6 B 1M #E , HAE AL
5055 cAMP/PKA/CREB {5 53 18 % .
3.1.2 KREEZRFEMEY

TR R ARNE R I G, B3+
BUGMEIY 2 — o GuE Y LB, 7 B IR I s T 1
RERE/NER P, 435 B LR UCP-1 .PGC-1a 55 BAT #¥
SEMEL R Y 20K L 0TS cAMP/PKA {5 53 %A iF
WAT #6848 FIHE N f T FE R G I DI RE e i . 1455
TR LY, FERTUR YRS 2 Fh 25 B
P o 2 I T R 2% 24 B2 I AT R AR ) R
TV AE AR A AE AR T8 25 00 5 28 HepG2 4 g 52
IO IESE, i T @ ok T 8 PDE3B 3[R 3£ 3k, 8 in
cAMP & i, JE A T4 IR AR R kAR E
T SR T LAY HepG2 41 A A R 70 64 70 7 B &
PR, 12 B RE N 0 25 48 I A B P cAMP &5 i, R 1T TS
PKA % HIFAE i HSL BEER 1L , D\ T ik i e ik 2, Jee 3
BRI R
3.1.3 BRI

LW RN LRHEY) Z R ZE PRI 2,
Wang 55T & B, 22 5 Z g8 817 cAMP/PKA/CREB
{55538, Wos HXUm EEE R . 76 B-'F LR R EZ

Plinl, UCPI ., Dio2.
PGC-la. CIDEA
Acoxl ,PRDMI6 |

@5 54

WS 1§ 055,963

R0 - G
(I\/ ket s sg

T BTG | I IKKB : IkBI A ; hormone : i & ; neurotransmitter : #1228 i ; HIF-1a: B4 1% 5 [ F 1a; Srebfl : BB A5 OS5 B 115
ChREBP : il /K fb & W) JCF45 & 86 11 ; FASN : JiB I iR 5 it ; SCD L : i R A A Z 1 ANl 1 Dio2.: 1 AU Ak HY AR S5 SR UL ; CIDEA : 41 i 5E
T S DNAF BAL T ARSI B FA s Acox 1 : ik S A AL i 1 ; PRDM16 : PRESFI AT & 7R 1116 ; FOXO1 : XCELHERR 11 O1; G6Pase : #j 45 5-6-
WA ; CPT Lo : A BFS R BE RS RSB Lo; CAPL: IR FRINMLBIAN DS (1 IRS : BRI R Z W) o

Bl cAMP{ESEREXBHABENHRERE
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BB S B 3T3-L1 BRI 4R, 22 ¥ E ey
T L AR 3 [ A1 T i T A i RN i, DT i 2 R AT
I3 R H TR =R KT 5 T R i A I /) BRUBR 7 2 41
o, B RERS I i 3 PKA FI CREB #5515 4k, B 11t
JENEAR , B FRAR LIS FFA K o B I —Fh AR
Z G, Zhao SIS AN, F1EE A B RRAE 11 1 =
JRAR B T 1/ N IR I 20 20 b S E R T e 38, i 2o 4
$£ PDE3B HY 2 3A 7K, I /b cAMP FL 2 | L IHf PKA/HSL
o TE BT T TR R DT o0, R AEBUIE YRR
3.1.4 WEILEW

AS B RAEFEAS BRI =i 21, Yao 27
i E IR IR E S/ AR R & B, NS 21 Rd RES
i A2 BAT H 5 F= AL K (40 UCP-1) 3@ 35 K 3 fin i €
PR, IFHE I IS S0 WAT 4H4148 78, 8 PGC-1a,
PPARa CIDEA %555 R 33K i /E 5 cAMP/PKA {55
WY IO Z B, NS B CK BE
FEAR AR IR B 5 IR /N B B BT 5 BB D L B A
Wil A AL RE ST, I8 PPARa . Acox1 .CPT1a %5 3R 5k
FFUE cCAMP/PKA/HSL {5 53 fi , 80 A5 7 45t , A2 37k
NG ATGL 23k , Mg W5 i . B AL e N 17
BRI Y B 0N BE AR Bz b $R U L3R =05 284k A9, Zhu
U R IR, B A ELT R BRI TR I AL AR OC 2R
H L&A I Ms St R Z MM E/ER . X—1EH
BELIBT T cAMP f£E A K PKA B35 , AT 30 k1245 518
B I B A . X — R B S 2 PR AR R T (n
TNF-a IL-6 55 ) /KT, 2R Wi L 2L RAE RS, e ik
IR NG EE AT
3.1.5 HAhfb &4

Liu S5 B 5% & B, 8k K A 22 0 o] B 3 52
cAMP/PKA 15 53 [ , 035 I IE A A9 A0 . Gao 26
e VAR ) DESR REN AR VAT ESS TR LN YL R 0 N ORI
A SEAR Y, 22 BB i T e RS R RS 8-
IR 22 AR S T CAMP/PKA {35 5038 4, 412 3k TP 5
A3 F RN H I = B K S [] o 1 5 2 by 1A e A, P I
KPR o FASAG T2 DR AR FIAS S 4 v 1
BURZE B 254 5% . Haddish 28158 1k 3 B4 SR 2
XS =B S i K HE 5 3T3-L1 WAT 4 i Fi /N U 760 v
% M 1 B8 % 1A 1 (dopamine receptor 1, DRD1) Il DRD5
PIAHEAER 25 R WoR A R4 1T feds 1 UCP-1.PGC-
loo .PRDM16 %57 A FE R K3K , T 4 CEBPA .PPARy %5 %
PRI 2% 3k, 3R WA SR 44 11 7] fe 38 of 7% DRD1/5-cAMP/
PKA {5 5l , L= OGS RAFHUIEREVER
32 HHEH
3.2.1 Tl

WEBUR TR T, AR R AR
J7), R CHIE RE BT AR, BA BT
BB AN I ) TR, T2 N T AR IR IR IR T o
Liu &R & I8 ik &1 5 R BRUIE AR JF G 24
2EFR UF S 1R ACAE . R IO BV R i
cAMP/PKA 41 5 %) PPARa .FOXO1 il NF-kB {553 %

TEZED; 2026 455 37 5 41

Sl K R BILIRES o A= bkl A 4 fRakoc R (e
2R UED L JEWER T CNAMEHE RIS )  h A S T4 I
BT, B R R E MK IR DI, Wang %51
R 5T 4 B0, A K 5 RE A% 52 M A4 N g 3 BRI R A1
B, R HE M2 20 AR Ak, 305 cAMP/PKA/HSL {5
SIE e HE WAT #3748 JGITIERE . BEV5 H BARTUK
s i (A RS ), TS L AR AL, B R AK
AR TR, T 455 R A R 15 S IR I
i /N USSR AMFs S5 3T3-L1 4 i 4 AR A7 | %% IR
JLREAR HF WAT J2 BAT PR 1 1 3Rk, L4
ferh UCP-1.CPTIB.PPARa 553 R &3k , R IHF IS A 1E
RN AR E WAT B fl 30 BAT, AR FBLEI ]
fit 5 GLP-1R/cAMP/PKA/CREB {Z 5l }6 5 5. FO0 K
HAT #5306 I AR LR AT, 28 SO 1o I 2% 24
FREEFO T 770 BRI 7 A RE T e 05, IRt — 25
BRI B S A IO LN USSR R 3T3-L1 il s 41 A5 74
PATIRAIE . 2520, 320 [CAENL 8 3L I TG cAMP/PKA
{5538 %, {2 JF B f# AH OC & 11 (40 HSL . ATGL ¢ Plinl )
eIk AT MR AL , A B AR 2 R 05 7t . R IR 7 R JRE Y
YER
3.2.2 HiZy

T R A R — ol R B i A i Y )
245 IR B T I RE (AL . Wu SF 5 L B, 125
{6 Jl 40 8 2 AT 1 MR R A 05 3 P B A A /N R
O VKHE 0 F R WAT i, B8 BAT i 48 i fig i
THHRE ; RIS, A2 2 F0 RNA N 220, 248 7 15 2558 f
WG, /N BRUIE 7 4 21 R B9 GPCR 15 5 1% 5 il cAMP/
PKA {5510 IO , JE e 2F WAT 2 fig 4 Jin \BAT 7=
TR, | e 2R P 5 R I P E

ZE LTk, i 2552 U7 3 v EEHHIEIS IR R B
DR HLAAS R, R B A AT, 255 D0 R
FORR A 24 P R , A8 ELA B AR T /R B 2 5 iR
2, BRI AT AT cAMP {553 B AR 7F BAT 7= 34, B iR
ARG, B AR RERIAE ]
4 Z5iE

JE Bk 2 4 R UL 1) 1 18 7 2H 2 R 5| 1 e g
iz —, HRRALHI A 4%, # 9 | &— R FMREHERSR (n
2 RUBE PRI ARTPORGPERS W7 I 5 R | = B ILAE ) , 7 K
AR . cAMP {5538 IS AE IR i o3 BEIE g
K RE A A o R PR T ORREE . AR S G R B
P, v 25 BE %3 i cAMP 15 5 WX 41, P 5] 9 322 PKA
Epac.CREB.HSL ,PPAR«a . FOXO1 ,NF-kB.,GLP-1R %
SO U o B B, LR AU AR

25 LTk, v 2 s R 52y v ) 2R M A RE RS
KGR cAMP {55538 [ 1 SCE Y ot 38 i 42 2 g 77 43
il FRIRE T A R B 0R BAT 77 44 M ol 3 g8 1 25 Hk b 45
ZEHLH AR HLARREE AT, DA T FUAE e
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MR SRR, XML 2RI RS
FEOT R T b BE G A R B IR ST R AR L
SR, FRTRIBT AR — 5 SR PR - (1) A R il
WFFE C W) A0 B B = 24 38 5 cAMIP {3 i T U

FRTETERILR , (EI A AR SEAT) A AR, W5 RAEA 5

Jo tk 4 Bt AL B 6 LA SRAIE o (2)ATS A7 A v 2 Jo 4

TR A IR S0 | 245 %00 o Bt AN B S 431 LR B R

PIARTRASE R, BRI N T THRIE

P2 2545 cCAMP {5538 ) 705~ BIL , B R AR TR

A G T 45 (U HSL \PPAR« CREB %5 ) fHIE [ 1741 ,

A5 R T 22 2 RS SR BIFFE SR < 8 5, s 1 e 1

0 S B AT P 24 T M I PR AT R G 5 LUK, 4

SRR =5 N RN 63 WSS WY ¥i g & LK X (V|

X Rl B85 R 15 2 2 Bl 2 U, A e ™ v 24

53-cAMP {553 - g B ™ (10 22 4 a5 M 2%, I ik

HE PR et S AR T AR 2 BOR  TE A AN Sh e A

PEAT Z2 R LRI SAE . 7Ed LR b PRI 2

O RAEAS Y i PREE AL B, SR PR 2 DA B HE e

PP BRI CANARE AR R IRE AR ARHEIR ) , RGEITAS

HBE 2T 7 cCAMP {5 538 IR 7 HE JE SAR SC AR e

o I AR 7 805 40 22 4V, DT S 7 v = 24 400 [ g 4

CAMP {5 5t B AL JHE B2 AR SCACB P 1)o7 B
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