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Research progress on the improvement mechanism of active ingredients of Swerfia mussotii on metabolic
syndrome
WU Tao, LIU Li, SONG Hongping(Dept. of Pharmacy, Wuhan Fourth Hospital, Wuhan 430033, China)

ABSTRACT Metabolic syndrome (MS) is a complex group of clinical syndromes with obesity, abnormal glucose and lipid
metabolism and hypertension as the main clinical features. Swertia mussotii is a commonly used medicine among the Tibetan people
in China. Its efficacy is consistent with the pathogenesis of MS, which has the potential for symptomatic treatment of MS. It is
found that effective ingredients such as gentiopicroside, sweroside, swertiamarin, mangiferin, and oleanolic acid can improve MS
by regulating glucose and lipid metabolism, improving obesity, regulating the cardiovascular system, inhibiting chronic
inflammation, oxidative stress, endoplasmic reticulum and autophagy, and improving intestinal microflora disorder.

KEYWORDS Swertia mussotii; active ingredients; metabolic syndrome; obesity; glucose and lipid metabolism; mechanism of

action

R 25 & 1iF (metabolic syndrome , MS) J&—2H LI AR
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i B9 AR R AE 25 W), HC L 2 T TR )1 O R
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1 MSHRIEEHF

MS [ B R 5 52 4, AL 46 1R 5 Z AP (insulin
resistance, IR) | i 84 ItL i (abdominal obesity, AO) .12
4 4iE (chronic inflammation, CI) | % 1k i/ # (oxidative
stress, OS) . N i % i/ 3 (endoplasmic reticulum stress,
ERS) . Ji7 B4 & [l R (free fatty acid, FFA ) 7K -1 55 | i i
[# B (intestinal microflora, IM) X il .\ F R -5 KK KRR
G H RIS PR BRE AE
2 FEFRRIBEE S

D IR P A 2 10 2 S R I A
SEH SR EBERE AL S, v R 2 2 T A e
FKAEY , FFHORIR S =R GY) , 720 5 R 5
FACE W, Forb 0 Tk i 2 & o 32 A R85

A BTFORAE S S R RS AR 5
SICR IR AR A o DR R A i 0, et ml 40, 3 5 bk

BT B R AT R 25 280 T
3 FEBRE M M EMS BIERMLE
3.1 IATHEREAE
BN FCIG ZEL 2 MS 1) R BLAFIEZ —, MS B
1 H I H I =R (triglyceride, TG) b AH [ B |
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FFA 7K V- T i il e 2% JEE i A 11 AR T T R 5 A
BRI IR W DA AR PR ™

T 452 2 2RI FH P 240 e i s 28 P AR S A Y B 5
B, TR R R S S ] 2 BRI A A TG K- 5
YE AL H 5 3 0E AMP & {6 19 & H B i (AMP-
activated protein kinase, AMPK) , I~ I Ji§ it 3 fiff #H ¢ &
H (IR A SRR 1 N TR B R R Tl 1A ) 3
ik, I BR BT A BORH DG R 1 (RH [ s 5 o k4 &
L BN nURE ) A TR AR LEE 1 KA A . &
KRR — BRI 1 2 e LB, BRIS I
2 SR 5 T 1 AR SRS P4 AR 107 P4 9 (non-alcoholic fatty
liver disease, NAFLD )/]NEUH-t £ FOBERE A5 25 8L , o
FOBERR A AL 55 S S TR A% SR IR 21 R 2 A OG
[A-F 2 (nuclear factor-erythroid 2-related factor 2, Nrf2) {5
sop b N BN TS R TW S e A S W 51,7 e
IV N A S U S S SR TV N e S s D
K 1 2 (streptozotocin, STZ) 1555 AU M IR i K BREAH
PRAPPER™, TR PR R 1 o FHL B 2,
58 O S T A I AT OB 5 0L VB o A Ak il A 1
B0 Z A y (peroxisome proliferators-activated recep-
tor v, PPARYy ) /%) % Wi%% iz 5 1 4 (glucose transporter 4,
GLUTA) {553 1% , P15 A QI s A 2 JB 5 28 53
1% PPAR« {5 53 [, 23 IR™ . g AR5 BE 4% 30 i
STZ 15 W BH s /N BRUFIEARE S 21, 36 m] B 4 e /s
SR AR A ZE L , FLAE HIAIL Il B -5 400 il B A5 I UL 3
% M (phosphatidylinositol 3-kinase, PI3K)/4E [ ¥4 fiff B
(protein kinase B, Akt) {55 5 B PEAT ", FPEUR R
X DRI B 9 R BRELAT R, BRI A B Al - ik
/D R A AR, LA AL 7] BB -5 9 17 AMPK/PPARY
FLE B F 1o (PPARY coactivator-1a, PGC-1a) {55 51
& Toll 32 1K 4 (Toll-like receptor 4, TLR4)/#% K T «B
(nuclear factor-kB, NF-«kB) {5 i [ AH ", A W5
R, FEECR IR TR S IR I A R R K ROBEAR A =
AL, 52 BN NAFLD K BRI H TG R AR %5 B B 2
PR [ Pt 2 ™, 3 BB o 18 759 17 - Il 4% NAFLD K
RAFCI R AL

FH IR R 98 B4 AR A A3 T A v R S
SRS AR SFHUR B W 38 5 B0 Nrf2 , PPARy/
GLUT4.AMPK/PGC-1a {5 5 i % , 71 1] PI3K/Akt {5 5
T PR EIIG BTG B, SRR B0 , AT TR AR
i, % MS,
3.2 MEMERF

HEJHESE MS OGRS IR AEZEA T . RS
NG ISR A I A e 2 RBUIE K, B
PR I A 2 L I W 4t 9 10 1 o R0 B T 4 e
T b S TG TR FSEAE (T 1™
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B A S 1T BRI TN/ BTG 107 4L 8 U 28 7 44
ATl 2 % ARG 0 M R, 2 S T el e /s RO
JE, HAE ML 5 875 PPAR« ZRIAFH I Jp RS AT
DA s AR IR i T i/ BRSS9 R P e R s 3
AR HIBLI AT 68 5 40 A8 5 A= BUAH DG 3 PR 3Rk A 6™,
TR ACAL I/ BRI AR 40 (3T3-L1) TG (R
B, 00T [F] 55 R AR A DG R 3RA B AE A I £ T
T A FRALESE R FR | R SCRAESR [ O1 JE IR,

FH IR R 98 B4 AR AR O3 A S IR S
e RE 5 AT 38 A # Y PPAR« g A B R G 6k, U
AIRTHERR, HE M35 MS
3.3 FFOME RS

I T e 2 MS fe 5 DL B AS Ak, AT S 300 1
¥ (cardiovascular disease, CVD) ¥ A& Az XU I 25 1%
e 8 2 S OO i A R G AR B DR, L
N ALFEGT S DR AR AL BT R S5 HAE LI AT g 5 A
7 AIVEE R4 R A 0 B A O™, A ST R,
TR BRI = PRI 1F5 5 1 S 30 M v il s, AR R AL
il AT e 5 ek A N B D Re A 2 — A AL AR IR
RPN, SERUR IR AT I 240 14 5 5K 3R 4% AL 1 (angio-
tensin converting enzyme, ACE) i&iVE , HA & WA B Y
R 25008 1™, FPECR BRI W] R BRI K B C Sz
HARIBACE, BEICE 2K, Wi FEARK R CVD k&
AR

FH OGR4 AR AAORE O A S R S
ORI P 5O USRS, 35 I N B2 D RE L AT
PO RGE, B3 MS,

34 #cCl

MS FEBEAYAC FEAA AT 55 CLL 3 1] 5| & S e 4 il
AR, TR o Y A AE PR CAn R R L - o
LAY 2R 6 55 ) , HETT 5 Sh ko AR RE AL L LG 7= 5 (IR
FE I A5 MS (1 RN I AE I & A A 388 1 e
i J00 i 02 43 %4 R0 Ak Y 2R 1 IS (mitogen-activated
protein kinase , MAPK )/NF-«B {5 538 % ) 1% £t , DA 1T Ik
B ek i S AC R /N B CIPY . T AT AR AS T A
NAFLD /)RR M/ IMA RS , 1] AMPK {5 538 B3
T R0 A4 B T R S e ™ SR R T LA Dk
B BTS20/ INEBR I A U8R S0 B, HAE
P AT B8 -5 0 MAPK {55538 s A7 O, S 2ihe
2R U AT 3 2 0 R D AL 3B (glycogen synthase
kinase 3@, GSK-3B ) {551 J# 17 14 2 35 F] IR 2 1A R /]
SR A ff 2 R R A

FH I AT R 98 D4 AR 2800 O3 A S e IR 5
SIORR | S 28 % 3R ] i i 70 MAPK/NEF-kB , AMPK |
GSK-3B {5538 # G M, TR R PE/MAZR IS, AT
CL, B MS,
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3.5 #OS

OS B IA M & MS 1 A A= B 2 — , o J2 MS 1 5L 10
7SI N[5 N e %7 i S T DY (5 N R
WLZH 2 rh OS #2591 7K S 5 15 o0 WL e 3 4 fk g
I I S AT LA KRR ITE Nrf2/ifn 2125 i 48
fif 1 (heme oxygenase-1, HO-1) {5 5 #% M 17 I B 4
IR IR, EARGERI R B, B A ST Al
T A D 78 A e 1T 4 fL 1 (NADPH oxidase , NOXs )/
48 (reactive oxygen species, ROS) % , Ji /> ROS 4 i,
M98 STZ 1753 M PR s K BRUJ BB P 289 . S 20
FXF 2 E B REA AR L E LR AT Re S
TR Nrf2 {5 530 % e OS #i4i ™, FLERAEF A= B
B IR ST IR IR , B AT/ S s S 0 B B L OS
B

P IR T 6 D4 BARAT SO 53 A A e AT R 2T R R
U R T S B Nef2/HO- 145538 %, 1  NOXs/
ROS#ll, T4 OS , 23 MS
3.6 HLERS

PN I X — > 2 5 g 0 R 1 o AR Y R R
W2 AR ORI S RS AR AR R R BT R
J& ERS, MM i & IR\ CT R T2 JBR & 28 70 W i /b o 5
A IR ARG I AE Z A R AR . PE AT AR S HH I ek
2B/ B ERS, JLAE FALEI AT 6857815 miR-
20a/miR-101a-Nrf2 {5538 g A ™, 2 H b Be il
75 5 1) /N BT TS 4TI ERS, 0 7) ERS AH R 4
I APHHI T 2 1 78 FERS AHOGHE Y R IAKPM, 5F
ISR 1 D AT RS IR BRI A2 AR A G R T 1 3R
ik R IR R ARSI S /NE L HK2 40
ERS, ATl B /NS i g 7

FEREACIFSIN o] R 4 W i S el € N B
LR Nrf2 {5 5, 0] ERS AHSCHE FH #3k DL
PR IRFE IR T2 R AHCEE 1 1, ATNTER ERS , 3% MS
3.7 AT A

02 2R R 200 0 25 T BE A A P 35 R IR BE Y OGS
Z 54 R 2 BRERAS, A REJSIR T S8l A =
BLAY R AR . A 2 St vT LA 5 Sk s = 1 H9c2
O LA LA 5 , B e e b A R A8 40 i) 1 s 5 DR 1) 3=
B TSR IR BE G 4R NAFLD /N BUFEIE 89 1 1 7K
S, HAE AL 530G AMPK/WEZL s B R H
(mammalian target of rapamycin, mTOR) {5 5 il §§ A
ORI, PR RE R R = M S O LA Y A I KCF
VR U B A0 B ) 458 40 R B, AR R PIL R 1T B 5 R AR
mTOR BERRALAKF-A O, AT iR Re ek = IR IR 215
S HE FERE /N BRI b 3 5 PRl (A WA DG B 1 7 N
BT A A A A4 R 21) B RaA™ . FEIRSMIT SR, 5
SR 2 P E  HE R ) R R A e RS R 1 R RV N
I NRK-52E 0L £F 44k

P IHC T 96 4 AR AT S0 536 o ST e R SR
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SRR AL 5 H AR DG 1335, B AMPK/mTOR

{5 T i, NTIE Y A WK % MS

3.8 T IMIEEL

IM Z 7L MS & AR R R TERN Z —, — B IM

55 AP R G AV BT BRIR , W AT B0 B SRE

FW A KIR . He B8 WFFE A 30, 2R 1 Al 2 A 4

P (] o & LR BB B OBUBCAF I 2R I, 3l 35 T

T THEAT TR A=, 3 I BIL A S 4 g i R 140 A s, AT
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iz FIN P B R e 5 ORI RE 6% 18 /I BRU il v 7 A7

g D (B T AT AR T ) RO REDGS 2 5, MU 44 3% 10 1 1

WA HIIRE . Yuan SF7HIESE 5 21 R BRI K7 1E R
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FT AT T B 1 AR A R SR SRR BRI
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P IMETL, %36 MS.

4 £5iE

B DA AR AT 808 23 AT A Ao 9 W R AT L e T
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IM S B3E MS ., SR, B WFFE 2 B0 R rh s 21 3¢
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HAbA B3 215 2 5 05 MS DL HEE MS 97E AL
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53 TR AR Sl L R 2R B . % T MS TE
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