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Abstract

Gentianaceae is a kind of medicinal plants widely distributed in the world. Its main active compo-
nents are gentiopicroside, swertiamarin, sweroside, alkaloids, flavonoids, coumarins and lactones.
Compounds from Gentianaceae plants have significant anti-inflammatory effects, can regulate in-
flammatory response through a variety of ways, and is of great significance for the treatment of
various inflammation-related diseases. This paper reviewed the main mechanisms of anti-inflam-
matory effects of compounds from Gentianaceae plants, including in hibiting the activation of
transcription factors, down regulating the expression of inflammation-related enzymes, reducing
the production of inflammatory mediators, regulating the function of immune cells, as well as af-
fecting autophagy and NLRP3, the aim is to provide references for application of compounds from
Gentianaceae plantsin inflammatory diseases.
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1. 51§

JERREL(Gentianaceae) fE ) /& — 2 V2 A A T AR Z FAEY) . 494 87 J& 1000 RFh, FEAEKAER
WA X . BEE RGBSR R, MR E fUEE R, WIRRHEY R A SR 23S, ik .
Pig . PUREE. PUMIR. Db, ok, BRIMLE. PRIAR. PRIMBESE, b, BURIEREEIREHEY
REEMGEER .

HRTOT AR, e B2 AN I I AR 3 52 T NP RO 25 S, 3 1 1 70 B 47 B 0 P 7 2
TS . ARHER M= REN G X GYrh, INEREmH 8 eIBRHE R R EVE Sy, BT
FAIRIRTEGE S . POAA A i EF IR I R s MR (1], G RRHS T . B S H A5 2] [3] [4]-

RREAE—FPE WAPRELL R, WA SN T S5 EBRMeEAN, 2502 Rt £
MR T B 3RS B 1 S R ARSI FE 1) SO0 S 80 2% T B A% A0 28 B Th R R, 51k &b
SUEEEASVESN, WS . SRR R OGS R RAEYE R (5] PRIl B X PR R S R
i 5SS I T AT TIUBT 8 I 14 92 i 1) 2 SR 2 — o

EAT, IGIR 5 F BT 259 32 BN R SRS BT 8 245 (NSAIDS) AU B2 5 2 (GCs), (H 21X L8 2511
KIAM A 2l kg an B I ES . O MERULE— KA R BL[6]. Kk, FHRZeG8 BERD
(R RIRBT AR 25 B B R o AR SCHE AR JUANT7 T 2 R AR 0 AR (1 A & 0Bt 28 A F 1) 32 32
WL, A5 BN HIRA TR R R IR 5%

2. ZRERHEYIRIRERC SR IERIE]
2.1. #i&l NF-xB 1 STAT3 FEFZEFHEOE
NF-xB 15 518 i & JOE N P —Fp g S e 15 518, R BT AN 1 (IL-1)F1 s IRAE R

DOI: 10.12677/pi.2024.131004 26 2 e


https://doi.org/10.12677/pi.2024.131004
http://creativecommons.org/licenses/by/4.0/

4

s N ps
EZES 0

T o (TNF-a) A2 R A A 755 NF-xB B30 [7] [8]. BT, NF-xB 541K 7 1B 454, LLIEE
P AT A . Mgz 240 T, 8t 1xB B ILBE MRS S NF-«B G LAZ 5 47[9].
STAT3 15 5% % RILE RS EA(STAT) K E — 51, £ —FS e E T, it 5402w i 2 ik
ZARM EAE A T /ME 5 [10]. STAT3 & ATEAIM A IEH A K IRIE, 7RIS, STAT3
B T I T SR T OAK) B R A b 5 S e, TR STAT3 %4k, SfuZIditx, H555%s
5-PE DNA JefF456, i s R [11]

BRI, AR AT DA 25 BRI S B 1 5 3 901 /N BB AL NF-B (5 5@ 6 EIiF 1xBa IR
KRS 5@ p65 AN S0, I HAERE K TNF-a. IL-18 F IL-6 55 % AEAH G HI/K-F
[12]. 7E/NRBERIBIETT RIAFD LPS i 51 RAW264.7 A4 FERR b, o 25 5050 RE RS 0 5 BRI
NF-xB p65, p-1xBa, p-JAK2 Fll p-STAT3 {55 EHAFIIRE, £ HED IL-18, TNF-a, 1L-6 FI{E &
A HE(MMP, iINOS, PGE2, PPARy il COX-2)HIRE ORI 2 35 14 0 1L-10 1 1L-4 7K-F[13]0 - W IR RE R
IR =W A S — R, R IR 5 S N BB R AR b, o- 7 B T I DA R P b 4
il COX-2 TE/NR IR IRIL, 75 NF-«B (5588, o- &M IGELHMIATT BEGEBHIT 1cB-a BEfR, p65
IRelA BEERALAT NF-,B W4,  H. a-ZF i Bk fe 40 b 30 8 e i vs 1k, - B4 i SME = 0715 & B 0l
(ERK), p38 222 Jf 1k & F il (MAPK) F1 & i C (PKC) [14]. #8 B 32 e IHRHE YIRS It &
HIARNE RS, AEUEIMH] NF-xB 7H 4L, 82> TNF-o F1 1L-6 530, IR AR RS 12 i 10 4 55 (NAFLD)
INERFE I 2E[15] o

2.2. HDHIRAEN XERHIRIA

2.2.1. Pl COX FINOS FRix

W Al (cyclooxygenase, COX) & — 4 &8 H, A COX-1. COX-2 fl COX-3 —MlrAY, BRI %
FEN T ATFI IR 2R (PGS) A HURE, S5 RAE. K. IR FE[16]. COX-2 7E1EH AL B4+ T L-F-A
ANE, AHRAE N 5477 B e IR S SO fe B R B S FE S 3, R COX-2 Res ST SR = G Ak
RS AN B e G, (R L AR, PRI D, BRI 1[17]. R R E A G EE(INOS) 2 &
B NO FISCEERE, M40y st Sl , INOS Mk L-FE &R (L-Arg)=AE H7K I NO, NO F it s
AVEYE S E G (SGC) R R FEVE R, fEMIFLh M E v, A Mok i 3 A [18].

R4 R RHEY 2 J0(GM)H G YT MR R, BN REEVELLBERIE . WFFERIN, MFRITAE T4
B PR Tl il 17 A S WD (B TR 3 2R S0er F  I E T VR 27 S ) R 8 B AR R R 75 5 R 1T 4R
(CIA) K FRUMIEH IL-18, 1L-6 AT TNF-a fI7K°F, RN iNOS Al COX-2 FRik[19]. M JeRHAR A FEE K JEiE
T AT LA LPS 75 510/ iR B 41 i RAW264.7 1 COX-2 1 iNOS [ ff)#ik[20]. #FFERIL, ZH
HE 455 12 IE A (demethylbellidifolin) B8 % B A% ox-LDL 75 S 4 B2 40 TNF-a A1 ADMA (NOS () Y5
R AT A ) B AZ A 5 P 7 20 B ARG B [21]

2.2.2. HDFILRERREME ST FIRIE

4 oAl B 73+ (Cell Adhesion Molecules, CAM) & 2x 55 4 i [] 5l 40 i [8] 52 51 (ECM) 45 & 1) 5 I 52 14 2
H, RS nk: BER, SEL, GBHREMAZEREOBXKKE CAM (IgCAM) [22]. CAM-1 il
I 40 RS B 23 F--1 (VCAM-L1) A BT 775 9 S AH G 04 T ERG BR-231-F00 1 40 fa (40 E W 248 P T 200 ) Fr) %
WETHK. BEARERH, VCAM-1 5&MGie i it REVIFOC, ARERRRMEIATR . BN, BAEHE
J R S AEGE[23] o TNF-an ROS. ox-LDL. =i %) Fik B2 A Toll B2 R0 RediE VCAM-1 KR IA
[24]. UbAh, 1LiE VCAM-1 BI7KFRERS S B RA B3 B T AT 2% [25] . DAItk, FHUT VCAM-1 B0, A&
— R AT R RA RIE VAT i

DOI: 10.12677/pi.2024.131004 27 2 e


https://doi.org/10.12677/pi.2024.131004

B FEE 1 (Ninjurinl, Ninjl)& —F# 28505175 SR 21 (261  ApLIARSZ BRIB, 7
S A Ninjl ik, H3Rxd e WML (VECS) M ECM HRLHT, FEEEERI SN, FHTE 5%
PEPEMCERESS . 2 R MR AL RE AN 30 ko AR A Ak b 1 E VL A Th R [27] [28]. BFFE R I, BB I A S5
IR RS BT TNF-a 15 S0 ICAM-1 F1 VCAM-1 76 A5 i ik A Bz 4n i b il e ik, F8 BRACHE IR K
SR LB KT B VCAM-1. INOS I Py R 45 kG 2 1A [29].

22.3. MHEREBERBIMFTIA

F 4 A R EI R (MMPs) 2 SR E IR K e, ReRS /KA A EE R SR 1, 7R 0 fb . 38 %E. 1
CUar . ZHME TR A AR b AR AR . Ak, MMPs 8% 52 fhgois e # . RE K. &
JiE S BT AL U SR B Rm LI [30]. HATCAIH) MMPs f4E: MMP-1, MMP-2, MMP-3,
MMP-7, MMP-8, MMP-9, MMP-10, MMP-11, MMP-12, MMP-14, MMP-23 #l MMP-26, %5 &)
S 2 ELE MMP-2 £ MMP-9 [30]. — 5 THT, A ZRFNEL LR /N R ) MMP-2 B2 1] 5 & 98 i - 52 0 o ik
U, H—HTH, MMP-2 KO RS IS R IE 2515 5 0 R 5 g% B2 FIE 2 A R 7 /K ~P T s 5 4t
TR R VAR M AR G [31] [32]. WHFERIL, T2 RE ReIELHIH] MMP-9 R MMP-7 [ 1k FF 4 B v 14
R SR B-catenin AR RIS R L8035 SR TR 85 T 97 o 48 e A1 7L i [33]

2.3. BIRIEN R~

RIEN A EBEG A 7 VGRS =AM E SIS, 257 RIERMN IR AERYER: .

41 5t K il (Rhodanthpyrone, Rho)+& J2iH 145 24 B 43 » RhoA Al RhoB 7] il LPS %1l RAW 264.7 4] 4 hiE
AR b 58 5 0 L ) A Rl T (TNF-a 1L-6 F1 CCL2) A4 5E A1 i (NOS2 Fl PTGS2) )21k, IFiEid NF-xB
5T E R R IEPURAE FH[34]. 75 LB S 11 C57BL/6 B B A I, JIHTTH REHE R TNF-a, IL-15 F1 1L-8
M7KF, FHeEr IL-10 7K°F, BB IRE /N B R [35]. FFIBURIRAE B35 FEK LPS 5 5 2 A s W i 4
2 IL-1B, IL-6 Fll TNF-a I3RIE, 380 IL-10 MERIE, 22/ LPS 53 B4R 14[36]. 7413 H (Isovitexin)
e AR RHE YDA BB A SRR AU 1T 2 (GA) K BB AL, St I B % 9t /b i TNF-ar.
IL-14 A1 IL-6 fI7KF, FFi@id TLR4A/MyD88/NF-xB i&41% st 2tk GA HI9EHi R AE[37].

2.4. W REHMATEE

G (immune cell) ELHE AR LN AN 5 Fl G EAH MO 55, L (R S S MUK g2 S BRI S e N T
HMT AR — R EA A DRI AL T k4, 41 Thl, Th2, Thl7. Treg %%, =520ty ifiy,
DA 96 FT 48 (P11 [38] . TEAFI RN R T, B4 2 A oA [ R B4 (ML i M2), PB4k T
NAPERRAS, 5 R MHEBE 10 AW AR [39]. W SORAIA(DC 4 i) e fi s R ape, kA EhEE
REXE I T-240 A, 7T 74k ABERE DC(DCL)HMIMKELEE DC(DC2). A DC B A BRIITHAE S, M DC
REA ROBOEVIAE T 400, T B30 3. IF4ERF R R M O35 [40]. JRRHEH ) DLA TS I Y
JRi7 5 1 28 KB M 15 K (CIA)/N R Th17/Treg 704k, B0 Thl7/Treg 4R 21T, Z2f# CIA /N IETT KE
AR[41]o B2 BETT (swertianolin) e % BH B W IILAE /1N BB s 14 410 41 48 P (M DS Cs) (¥ S e Ml /E Rl R ks T
YT, I H 525 P MDSCs ) IL-10. NO. ROS FURS & RS (1077 42, o038 Ik F0E 1) o %8 o R e
15[42].

2.5. EABmacHEl

B T _EIRHIE GBI RS Z A, STEERAIL, RHRHEYIRIE L S Y PT R A FIVLE IS G4 — L850
B, aniE T B REATIE] NLRP3 28V /MRS . e s 1 m] DU 18 K B LC3 T A A R g 3R ik e
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E Ry
TR F

HENE, ZFAETRBYERRI T %8, HBAE— @A LK ALT. CHOL. TG. IL-18. TNF-a /KF[43].
A I AT DL ) PISK/AKE A5 Sl 2%, 753l /)N 20 Mo Mo i 245 48 . 15 Mk I B2 T A7 SRk P [44]
4 - g i i (Bellidifolin) B % 4101 ] NLRP3/ASC/Caspase-1 E &R, M E T HxE A
(GSDMD-N) ZE R Atk 4E 1) ROS AE %, 7 (b AW I Fa 40 S (HBVPS) R T2, Gy v XA (it Lk
[45]. BESRER(UV)IL AT LLAMHIE 1 5 F1 R 28 /N BB A AN T- A AR B i i) IL-18+ 1L-18 7KF, JEd T
NLRP3 #iE /IMA A S Caspase-1/GSDMD 342 K2 18 11 1y 41 i 4 [46] -

Table 1. Anti-inflammatory mechanisms of plant-derived compounds from Gentianaceae

= 1. EEERMEYIRIRE L S E0 RAH

75 251 &Y LR AL
SO e B p-1kBal; TNF-a. IL-18. IL-6; INOS. COX-2|; 75 Th17/Treg
Lo PR 1) 07 [35] [41] 44 Jit: ] PIAKIAKE (= %
2 2N IS S TIR[19] IL-18, IL-6. TNF-a. iNOS 1 COX-2|
3 PRI Tk s 2 B 2ESEHF[19] IL-18, IL-6. TNF-a. iNOS il COX-2|
SR s NF-«xB p65, p-lxBa, p-JAK2. p-STAT3|; IL-1, TNF, IL-6.
4 AR TSR A L3] [19] MMP, iNOS, PGE2, PPARy. COX-2. iNOS|; IL-10, IL-41
5 ENES o- R AREE[14] NF-«B. MAPK. PKC|
6 =i RE SRR [46] W5 NLRP3 #8hE/MASr 3] Caspase-1/GSDMD & 1%
7 =i FIERE[36] IL-15, 1L-6 F1 TNF-a|; IL-101
8 IS A E R [45] 0] NLRP3/ASC/Caspase-1 & &K,
9 TGRS HUEET[42] BEE T Y
10 ITEES T RE[33] 5k MMP-9 A1 MMP-7 [ 3i%
11 IIEEES = Eﬁ%gﬁ[ﬁ; (R TNF-a il ADMA |
12 EALES IR [37] TNF-a. IL-18 1 1L-6]; ICAM-1]
13 EAES 2150 R A [34] TNF-a. IL6. CCL2. NOS2 il PTGS2|
14 ENIEEES e HZ #[15] M NF-xB 3&4t; TNF-a f1 1L-6]

3. ZGRERE

JERERHEYI IR &) — K BA ZRAEYNENE R, b2 a Y ELAE AN EN )
B AR S BAT B TR, AT DOl 2 Mg A 9 JORE OB AT S e s o SR, JERERHE IRk
WL E TR THLRIE A FEATE 2, 75 ZRAWE FT LS %5 M JREAR ST I K #E n A AR LA
FIAREFENLE], DL HAEAN R A R R AN A 288 B b B 22 e ARy S k. BB, JRIERHE IR 1E
EMHRAE A RIHHREA A, 752 2 BRI R RS PR SRR Z L AT B8 L B R 4 015
FHEBEER ST GEPE, RERHEYIRENL S WA R S R RA R AE, ES
— BRI R AF A .

e HE

%X B AR 2R G0 H (82260727); = A FHEIT - RBABE R} K22 B FH ZEAil A 78 Bk & & T s T H
(202101AY070001-010; E2HIEERIRZFHLR 5 G i 15 25408 FoRHE 81138 41 BA (CXTD2022003).-
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