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Research progress on clinical and molecular mechanisms of Xianglian pills in the treatment of ulcerative
colitis

LI Ying', ZHANG Zaoyu', DENG Rong', CHEN Jiale', LI Yanlong®(1. School of Integrated Traditional Chinese
and Western Medicine, Gansu University of Chinese Medicine, Lanzhou 730000, China;2. Spleen and Stomach
Disease Diagnosis and Treatment Center, Gansu Provincial Hospital of Traditional Chinese Medicine, Lanzhou
730050, China)

ABSTRACT Ulcerative colitis (UC) is a chronic intestinal autoimmune disease, with clinical manifestations including abdominal
pain, diarrhea, mucus and bloody stools, and its pathogenesis is complex. The classic prescription Xianglian pills (XLP) has been
widely used in the clinical treatment of UC in recent years. It has few adverse reactions, good patient tolerance, and shows
significant potential for clinical application. However, there is currently no comprehensive integration of evidence on its clinical
research and molecular mechanisms. Through a systematic review of the clinical research and molecular mechanisms of XLP in the
treatment of UC, it is found that XLP and its modified formulas, when used in combination with chemical drugs, can significantly
improve the symptoms of UC patients and reduce intestinal inflammation, with superior efficacy compared to chemical drugs alone.
Its mechanism of action involves regulating pan-apoptosis, immune response, signaling pathways (hypoxia-inducible factor-la,
nuclear factor-kB, etc.), intestinal flora, and repairing the intestinal mucosal barrier. Its medicinal materials, monomers and active
components can also prevent the differentiation of helper T cells 17 and restore the balance of M1/M2 cells through regulating
multiple pathways such as Wnt/3 -catenin and Janus kinase/signal transducer and activator of transcription, thereby reducing
intestinal damage in UC.

KEYWORDS Xianglian pills; ulcerative colitis; clinical research; molecular mechanism; research progress

AEETE HlA [ RBERS I H (No.21JR11RA205) ; H il

A7 A B 4 R F (No. ISTRIRAOT2) ;45— B J5 15 47 954 B R (uleerative colitis, UC) i RAETE i
5 H Y F B L — 2 BRT RS B IE T 2 A pe vk
* E—EE WULOTUE . BRI RS S AT ALIER i A gfﬁ»ﬁ@ﬁﬁ DU TS 0 e A i e 2ol

Yoo E-mail:1794993738@qq.com | 0 o
#UC H H
#IBIEEE A SR EIN, WA 00, Bt DR ) AR IR A A (B A A
PR IRYT TH AR B 1 R VS S 45 51270 . E-mail: 18298470326@ kfﬁﬁlﬁﬂig{lﬁ& AL Sy E IR R I IE R R

H 120 o

163.com il b Rz 45 G e R R A T Y ST IR IRIG T

WPEZG 2025485 36 4555 20 China Pharmacy 2025 Vol. 36 No.20  + 2609 *



UC LG fRREAR BRI 17 2 RS B b, 2506
$% 5-Z HE KGR (PR SEVDHLEE™ ) | B Jou 24 [T I £ 922
PAT I X e 2 AT S DR I A, R A A
TR, 2023 4R [ UC i RS2 S B e 2 P B2 TR 3
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R AR UCT UM S 130, 7 ol FA e
B R SRR HAC B4 REiR T 2 G R,
Btz T4 W 9 P R 45 5129748 B )4 UC 73k 8 Fr
BEUERY, If48 Hh TEA 7 25007 SRR E IS AR R 2
R UC M R 7R

A% FL(Xianglian pills , XLP) Y B (-2 R A1 J5)
J7), B BB R T b 4 1 A, BA W AR
AR Z IR, SRR TR ISR 2 e 4770 J7,
BN RABIRH I T  Hap N FE M X A i W]
TR EE 1 B B A S (S Bu i e TS QIR VN T4 R
YR AT AR, AT SRR IR s 255 L Ty
B TERIFAT , ILZ2 TG PRI R SMLZ R, R 1R
1 AR T Wi B A SARZG BT ST SR B, XLP
BAYUE Bz PUETE ST UC KTw 52 MER, 8
ZHTIRIT KB Sy kg S iz 2/ E R 5
PRI R I 2 Ly AR 2l IR TR
FH B E AT R0 | 245 SEAL ) 77 18 0 TE4l v AR A5 D
AR, AH AR P T8 ff B 85 7 B IS R A 213 AT At
i, LTI, ARSCE X XLP 76 UCJRYT G I R AT 5E K2
TR AT RGLRE , IEAIZ 2 ) i — 2D 0T K Flll
PRI HFEHES
1 XLP AT UCHIGRR

UC Il R BB BRI B 2R, XLP J5U)5 4
DA T ot LA 2 AR R A PR 3 4 i XILP 57
TBIT BYIE R SEARXS 8D . BT, R 2 R E T H]
XLP J Hms Jr B4 AL 25030 97 UC, LA Ik 2 T 44
BITEITRICR . AR IYN A UC B 86 ], 45 /R , XLP
WK SE VD HLIGE 7 58 T R AR AR 7 (2 S M A0 M P~ [ MR 3R
BB T o (tumor necrosis factor-ac, TNF-o) [7K -, #2591
2 T[40 A 2 4 (interleukin-4, IL-4) IL-10]/KF,
IR I RAE TR T ISR e . AR5 T
JRE AN I — AP UESE , 5 B ] SE VD RL R L%, XLP
XA D2 VD Hr R BE T TR ZZ A UC R A SGIE IR, PR AEAS
RN, BA B w222, oh, —
TR 300 4 JE A RAF 9 s, 55 BRI G Vb P Lo A, el
Ik XLP Bk 5 £ VP RLBR J5 5810 UC S A ROy
HEERAEIRFR N B W BRI FRARSE B ., HLAR A i &2 R %
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AR, R DA L XLP AL M i Al 7 A i AL
A SE VP RIEIRYT UC 2 85 B3N, IR Y7 4L 1
AR (95.92% ) BSEVPRIWRA1 (81.63% ) B vy , HLAEIRZZ
i BT 1) 6T TR I, 2207 58 AT ik 2 A R M R e
BE D RE | S A TR T B B PR T 46 17 (helper T cell
17, Th17)/J8 75 ¥ T 41 g (regulatory cells, Tregs) 2% fff .
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J7R, BE R R 7 A JUR S AU Tk E (2 3K A%
M FBE S B AR R A W) A P RVE T 56 2
HAEBGEEREIR B 2 0E 7 T R RCR BT A RA B A
DL Bim R TE R, 5 B Ak 2 24 LA, XILP A H Mk
T 525, AE 0 UC BB REIR s i 18 R 7
T AT R B
2 XLPAFUCHIRHAEHAR

WA XLP 14 o0 3, IR A LA FH AL Al R
ST, B I RN T B o2 Al . Eh A A
SR FHAR 2 S5ORORR €235 - AT A [ JB  4 R  XILP 425 v
YR TE ML . Horh B I LGRS A
YIRS 40 7 BT /N BB I B VT R 2= 65 55 A
G AN, RGN AR MBS B S A R L
FATE G 284 5, 35955 XLP 2558010 & 5 DIA 5% o
XU E A5 M T /N BRI R XLP S5 D808 o e AR
B S AT O, 25 R W, AR WSS TE I T8 AL 4N 2 5 45
AT, T DY 2 U A il iy A 2 22 35 43 A, X — S5 AL I
EHIE T XLP (L & AF AR R P4, Dicarlo %6
T HEST UC /N BRI K B0, B 9 A 2800 M A e Bz
F AL T R b e A PR (i 2H 2 R B s 80 1
2 TNF-a) Fl% 5 7 (CCAAT 38 P25 A H B) L |
PRBT AN 53 CIMETZ N 4E B 1) B3Rk b m] 45401
RAFH o HAT L, XLP A% | R 48 B0 IR A 1 22
PR R AT AR 4 AT 3 A A R SRE A BT 7 AR R
KV SRE R, DI [R] 2 444038 UC PR
3 XLPAFHAM BERBIBSIEATUCH
FFHLHIH R
3.1 AT WntB-BEERESiEE

[ b Bz 24 M ) P2 R T R VA 45 i e R A Y
TR, 1M Wnt/B-BK K 11 (B-catenin) {5 538 12 A2 1E 40
JHL P AR A OGS B . e Ah  OIR A o W R R A T 2
(mucin 2, MUC2 ) X T 4E45 7 186 Z 15 Bt B 1) S0 8 52 5C
B Luo AF"R H 4% #i 2R W5 6 12 44 (dextran sul-
phate sodium, DSS )i/ FH4 2 UC /)N UL RS, 5855 1 83 8
HEXT I bR A R AR o I R B, AR T
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T, BB SR B 22 N A SRR SR 2R B 5 [ I, BB
¥ 1] 38 i F 18 Wnt/B-catenin {55 518 [k /2 #F MUC2 &
FIIA, S R S 45 b R A0 MR 5 AN S ARH G AR s o5
Y—& & @R E 7 H0) GHE EHARESZ IR 5 TG 5E
I A% BT I R IR K, AR S5 7 41 21 TNF-o AT IL-6
7K, AT Bt UC BRI R 45 1 R 0 o 1A
FRAE LR, B 0] 3l S S Wnt/B-catenin {5 5 [
AN SR A AR T s b A, AT ees UC,

32 AT Janus HE/ESHEREREURFES
1A B

Janus J# i (Janus kinase , INK)/5 5 55 5 Jo 5% 56 1%
£k Kl -7 (signal transducer and activator of transcription,
STAT ) {5 5 i (% 7 At 47y 1 e 92 200 B S ok Joe 4 A 2
e B OCHEYE T, AT 38 i A 22 A 20 R[4 TL-6  IL-
10 .y T4 2 (interferon-y, IFN-y) . IL-12 I IL-23] () F2 1k
K 35 8 G Y, Liu S50 T R 2% 26 P2y vk
fifE it 7 XLP R Y7 UC (%0 HTiE #% , 97 F) ] BALB/c
/NERBERY R T 1 SC B R, 25 R W, XLP &1 ZF0 G
PERLSY A48 B34 rh 0 B TR DN R 22 BT, SRR
B RSB, LSO T 0 I SR IR S 9 Fh b
B XSRS RN B2 T IH JAK/STAT {553 4, BHLA%
Th17 4 AE 53k, AT T 98 IL-17 235, A7 R0 UC &
T JERE S
3.3 AT STATI/ A EU M EEISEMBEZEyES
1 %

M1/M2 B R A J2 15 | 2 S SN Y Ei S PR R T
STAT /5 %8 Ak ¥y Tk A4 434 5 #9) 38436 22 1K v (peroxisome
proliferator-activated receptor gamma, PPARY) {55 5 i }%
SR ) R AR, 5 UC I AR B VI G . 78
IFN-y RISCT , STAT1 28 11 i) A A=Al , )5 5 TR
PAT 25 B TE U A W o 22 0 A% JR 3 9 4
Mo B G 53, X — e R M R4 AR AL i bR ™5 A
XF Hty, M2 B2 A A6 95 K2 PPARy B 0™, Zhou
SFPTESL T UC /N RUBAL (DL 3%DSS ) I BIF 5 vh &
B, B 19 1 R0 e 3R AT ] A T STATL Al
PPARvy , i izt #11fi) ML B AR AL T4 2 M2 A0 a1z £k
RBEPIRNEN . LIRSS RR], XLP W15 VAN
K 1] X} STAT1/PPARYy {5 5 i % i 47 XU I/ 5, 3
STAT1 413 (1) M1 B 4H LB Ak 42 i3 PPARy HCH8 1) M2
ROAR AR Ak, TR &2 ML/M2 B0 20 B F- 46 , sk UC Ji
THARIE
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4 XLPIERFUCHIZFHHIHR
4.1 FWZHET

AT R — R B SE AR P sE TR K 25
A THET JATTRIRSEE I T AR, Rz 8 T/ MA
o 40 R RIS 2 R AR T R BEORE 3
(receptor-interacting protein kinase 3, RIPK3) \RIPK1 . Jif;
KA I 1 (caspase-1) 55 AH G HE 1 T 2 25 iz 12/ MA
AR, SRS Iz T R A el R
3%DSS i FHIE T UC/NEBEEY, #7581 74 XLP ]
it i caspase-8 # FH A, T BRI IR A 15 R I
it 45 ¥4 B FE 2 M 32 1K (B 12 {1k RIPK3 (phosphorylated
RIPK3, p-RIPK3) . caspase-1.{l i & D . IL-1B & 4 1Y %
IS B 21 i Ik LR 2 A OC X & H (B cell lymphoma 2-as-
sociated X protein, Bax) 15 B i#k [ 41 ifg 5% 2 (B cell lym-
phoma 2, Bel-2) 4 FUAEA i 35 B AR/ N BRI ¥ v 48 i P
(IFN-y . TNF-a. . IL-18 . IL-6) 7K -, AT DA T~ IR AE 1
PR BT = IR Sz TR iR UC/ N
BRI SEREVER )
42 PATHRERM

3 18 e A A 3% 75 i 2 G 5 B 47 T O B A
o M1 R A AR AE SE S H A O AE R
[ T RS RS2 AT A 2 1R A D75 Tl 1 A
Jit U HIZ A S P M1 RAZR ) =230 , AT 3k B2 380% M1
I, TR 2P , {2 2 TNF-ou \IL-6 IL-1B 254t
RAEAM A T AR, 51 A BV T 4507 , e A5 Kk
UC™, [alif, AAFFE R, it 2 A0S ALy RE 7oK
[V 1 B Wi 20 i 25 A AR E i, B SEL ARl (L e A
A SRR IRE A, DT S 35408 F ML 38 289 48 i i) A A6
Zhang 25" DSS 1% 5 19 UC /N BB R X 42, 483t T
M1 i3l F AR AR XLP 3 UC rh A TEAEAE FIML
5 R XLP v SUR 25 I A 2L AR AR, 12 S R
PRSP A BRI K-, 16 5 A BRI B8 | S AL i R Ak AU
TP figp S5 A o A P ek R, DT ) ML R A8 Ji e 24
WM A, TG i 45 i RERE A AT ; A AR AL 7T B 4241
il M1 2 289 Ji7 308 L I 200 A A, A I 02 2 1k A L K 7 )
FIRA o ZFERIAAUE S, XLP 5 AR R v 38 2xf 13 [+
P AR AN S AR R R A 45T UC IPEH]
4.3 PATHEXESHERE
4.3.1 BRI Lo fF 5

BT K, 6 s UC B R N s s S 1 1
la (hypoxia-inducible factor-la, HIF-1a) i % 3K i 35 55
TIER N, MM UC B F R N A8 bR 1 Rk 5 1F
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AT E R PR HIF-1a 235K 5 UC 15 sh k%
YIRS, 4 SR AR F R 2 RO €33 -~ AT I [ B
TR AR RN W 28 2 B2 )5 %, TR 455 s ) SE B S , XLP
HH 8 22 AT PR 53 T3 e ) HIF- Lo 2 14 3558 K 18
RAE LI i 3 AR 135 T IL-18 JIL-6  TNF-u ZKF-, ik
5 UCHAL/INE A 25 i ZH 2L B 7 , AT A& % 20035 UC
AT
432 BINT «Bf5 Tl

6 2 Ak 9 2 N7 26 1 88 (myeloid differentiation
primary response protein 88, MyD88)/#% [X ¥ kB (nuclear
factor-«B , NF-kB) {5 51 #% 75 UC i & i L v 2 A ¢
SR o H A0 33 ik 1) g 3 6 R B g I g ] 1 3
HSCHE 3% [ F Toll £ 3% {4 (Toll-like receptor, TLR) [
o3k , BRI 1 MyD88 M 1553 B0 NF-kB, it
L5 R RAE RN, Dai %" LT TLR4/MyD88/NF-«B
1538 T JR A 9 K B0, XLP 1] B3 UC B/ U
AR R 2H 2 B AT , ARG 1007 T TNF-o JIL-1B \IL-
6 IL-18 1 & it KL S5 I A1 81 I B¢ 3 D TLR4 L H R
G H R E e AR Y RS AR LA B2
{4 3, caspase-1.MyD88 # [ 1Y % 35 7K °F- il NF-kB 45 []
M BERR T K 5 A 58k 45 1, ml R TLR4 BEPH 23
W XLP X UC IS/ E T o R RS, XLP Al s i)
il TLR4/MyD88/NF-«B {5 53t i K A 455t UCYEH]
4.3.3  WRARTEVLESE 3 Wt/ 28 R B/ 7L 3h B T i A
FHE A

S 1 Wk R B R e v B R A R A L TE
AERe I ERRAS | b B 5 R o 1 e T 7 00 0 et e o
SNy AR TR, W R I UL 3 98 (phos-
phoinositide 3-kinase, PI3K )/ [ {4 [} B (protein kinase
B, M Fr“Akt™ )/ 7L 2 ¥ 7 A %5 3 484K 1 (mammalian
target of rapamycin, mTOR )5 738 [ 2 FI Wi i) 22 1 i
PR AR, Rt A 2 P40 A PR ek 2 7 A Y DG A
I B, CEARAE SO A G E ™, A TR
B> R XS REZH \DSS 4 SV PR LA XLP IR L )
4, IRl 3%DSS 155 C57BL/6 /)N U 7 UCHLAY,
L5 R 7E DSS 15 519 UC BE8/INEU R, PISK 2R 7Y
ik B, Akt,mTOR 2 1 B8R AL /K T 5 10 XLP
A5 %A PISK/Akt/mTOR {5 518 8% , BEAIK TNF-o IL-
18 IL-6 S50 2 AR A 74 0 , 75 S A MG 1 e O 44
o b Je e W e A SR UC TG EEAEAR , FLXLP X ik sE
SRR AR HT S 50 o e
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S 2 A5, BRI S UC™, Liu %5 il 5%DSS 175 544
HUC K EUAL, L 16S rRNA 5 H AR A Hoflz 18 R
SRR A TR st 2 3t XA AR I e H ) 2R Bk B 45 v
Tregs /K-, 25 5 %, XLP ] 3 o 36 00 i 3 2k 4 7k
BN B R E M B A A D A
BN £5 P B0 Okl el A W 25 M PR L ) AE RS 5 TR
B, XLP i Al 55 5% UC i B2 H Tregs 73 A /D, WK 52 1
ER AR, NIMZEfE UCHEIR o
45 EEHRIERE

W 1 1 5 s ot 3 e A0 B A 1 LA R TR T
RE YRR IR AN I 2 B, MRS A 1) 1 T B 4%
25 B R ) 2 PR % B A (claudin) | A& B
(occludin ) A1 A1 4 /N7 25 2HBY , ] A5 8B L R AR AT
FEHURAE LA R AERE . I bR B R D) AR R AT S
UC W &A= % 2 DI G « I B B R AE S 3R L 2
Bt B S EE M BB S T IR — A R R R
S Yang S5 Sk i ko R A SEURUTD B TR A
Vs SR /N R AE ARG IR VSR, SR 5 0 il 46 T
fi% B IR (500, 1 000, 2 000 mg/kg) B XLP #E17T
fit, @53 Won, T ER)E BRI claudin-1
occludin £& [ 1 2 18 15 B IR T 8 5 1M XLP 7] A5 400k 23X
PR AR 1) 2R3k K7, B 7l XLP R ATf# occludin £
FI 2R A 28 IR /Ko X478 XLP A] 4 7 18 bt
B Ae LR e R MR E R R A, AT DR R
PR s A 5

25 1, XLP Al AL 22 1o Wp ] 2280 50 T L 223 it
P B ZEA RN, RAEBTR T G2 R i 38 Bt
GZRER, ISR UCTER . BARSFHLHI L 1,
b HiEESRE

XLP A3 i 22 LI 22 i UC 25 RE J I, HeAE
FHBLENP B2 P10 e SOV, A A5 538 [t (HIF-
la\NF-kB  PI3K/Akt/mTOR 45 ) iz 38 14 £ F4E 52 1
55 e 25 22 T 5 A0, XILP A %) B B 32 Al e
Wnt/B-catenin {55 5538 R AR U I 2 54 1852 UC 15
TE R s XLP A7 1 A 43 7T i 2+ 4% JAK/STAT . STAT1/
PPARy {5538 4 1117 FELAS Th17 40 434k , 1K 52 M1/M2 T
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