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Abstract

Ulcerative colitis (UC) is a chronic inflammatory intestinal disease characterized by intestinal mu-
cosal barrier injury, with an increasing global incidence. Its pathological progression is closely as-
sociated with dysfunctional cellular autophagy. Existing studies have confirmed that autophagy ex-
erts critical intestinal-protective effects by modulating intestinal immune responses, eliminating
pathological products, and maintaining homeostasis of material and energy metabolism, thereby re-
pairing the damaged intestinal mucosal barrier. The theory of “yang transforms qji, yin forms shape”,
originating from Huangdi Neijing (Yellow Emperor’s Internal Classic), highly generalizes the functional
properties of yin-yang and guides the occurrence, development and evolution of natural substances
as well as diseases. From the TCM analogy-based thinking, the pathogenesis of UC is summarized as
insufficient yang transforming qi and excessive yin forming shape, which is highly correlated with
dysregulated autophagy. Reduced autophagic activity (insufficient yang transforming qi) leads to
accumulation of pathological products (excessive yin forming shape), further aggravating intestinal
inflammation and mucosal injury. This paper systematically illustrates the dynamic correlation be-
tween the theory of “yang transforms qi, yin forms shape” and the mechanism of cellular autophagy
from physiological, pathological and therapeutic perspectives. A therapeutic method named warm-
ing-yang and eliminating turbidity is proposed for UC treatment: warming and tonifying spleen-kid-
ney yang qi as the fundamental principle, combined with therapies of dampness-removing, stasis-
resolving and detoxification. It restores the physiological function of “yang transforms qi, yin forms
shape” via regulating autophagy, alleviates intestinal inflammation and promotes the repair of in-
testinal mucosal barrier, so as to provide novel insights for the clinical prevention and treatment of
UC.
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1. 518

P 47 98 (Ulcerative colitis, UC)J&—FPLAIGIR . IEVS5 . RN ML Dy 3= R I 9 PE 799 (In-
flammatory bowel disease, IBD), LAKAE. Z2fift o B 8B NFG s, AR [1]. #i% 2023 4F, 4Bk
UC B A%k 500 Jifl, ELRIRFADBTEIGIN, X ABRERERZ5 sk T E XM 7H2]. AR ZER
7 UC (75 E AR YIEIT (WK MBRIS . BB RS e R A Yl 5E) B 7T iR
BT ARTFIR[3] [4]. 4R1f0, HRTHEIT FBRAFEA R RN K 1525)5 5 Z R SRR, Fiiat) %
AN HFE ARG 7.

UC MR IR AL AR e 4 B B, H AT 0 Oy 3 08 Rl b e R e s « o o A O R B B BF g2
P D 2R [2] o s A 20 o 7 A o e T UAC At 58 BT 2 R T FH (0 4 B 28 A BT IR A I R, TR 1) E e
K5 NSRS UM OC[5]. CAIEHRERN, AREdAEgE b FREIIRE . W Rkt & ipiE
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FRRE T4 55 22 7 T LRIAE B TE AR RS I 4ERF R AR 6] GD4FR, 4RI B MEAE I e, KOAEA
S RLIOUS L (R R BELAR], S BONAITIT UC IR T T A [7].

AL B2 2R UC R R R B VA0 “ il ” “omipe” M5 7 S umg, S s AR . 24
Ry REATEFER ARG, WIS PSR BIHRA8].  “FHALS, BISIE” BISHEE 1 AR
AR 9 3 ZEThRE, DRI I FR B BH R A TR D “ BAR L, BRSO BI2RIR[9]. UC KAEK RS
“BRALS, FHROE” DhRER B AR 7, MRAEILIGARRILAT 20 A e pii[10], RIFMIUIM B2
WAL SRR RE S MU N R BRI S o 3, R PR ARG BRIy “ BB R R BRRAE s 22
fRIICAIRE BB BN R, “PIIRAR” BTN EETJE, M LTS IH. hEAE
el UC I FOEIR At 1k o B 5412 52 48 T T L BRAS B 7 280 IF BAT BRI R R 3 AN RLRORE D AL 35 [ 1]
AICEEG PR PR B0 B SARM A I AFAPLEL, B0 UC “BIL A, BISTE R (1
FINLR A “URPHE L7 VA e g4n i B v, Ak 2B e UC fIfEH .

2. “PRER, MR it S5k ERREREK

(I« IR EKR®) = “BBHRNR, BB GIFME, AR, FHARIE: Mk, B
. 7 BB, HESIT I RA, AERFIERDDREN IEHEAT s PR IIRE, (et MR o, N
EER AL B REERR[12] . “PRAC R MR TR A sh S RE RAC LR, T “BIRR " # E TR
Fefe PIBACHIRILRE, W AR, BIRISC BRI, MEHLAOAE] “BPRIRE” (PRES, MR D) RE
SRS (18] MBIBRESE 7 5 ORI TIRERERS, &5V BRI AL .
OU, E WE A T L R E RS ACT AL IR SR S RE R (R REANML ST, F e P ABERRIE [14]
[15]. {EASERAAR, AMEDRERIAS 2 B BEX AT REMAANIRARAS, I K 2 g, X — 45tk
[ B v 5 IH 2K S50 1A R0 R A7 AR TR 2 R IR [ 16] o

BB P £ S AR Kt 22 CIARIESD, T H WSS RS g R LR IR R A B A, R
EWHE IR T AR R, A9 R PIRIOR17] [18]. oG, 40D WO BIBAF 6 1) R AR R . hE
WA BT 5 CASOR” B PRI R AR R i A IR I8AT, T A 40 L B2 BB S A L 8k 4
FEMR R E A RN, PP R “ PP AR B R BE A [19] LUk, A PHOR e R A0 i 1 W ) B3
J1o EUWE RO S R A BT R AT B R R E SRR R T L IRIRSE D RE,
Je& BRI 5 T 1WA ) 37 T e g e 7 A R A 0 U i - B RO Y 5 W A7 A2 SE AR O 3L
DI RAERL B ISR, DO RE IR R Y SRR MR AP A SR sl o MRl U4 A BRI “FR” O “B1” $2
Wz, B Oy PR SREUSAORE OAFISNE T AR E R AR RAS[20]. BhAh, BRI 1 2
AEShER “IESAEN, AT BB ATIE[21], HAR ER A AR B 0 R AR A F AT AR R
S Th REHCHT /MR IR IR AR S H ORI [22] . 2, SRS BRI “BAAS, RO BB AER
WLZ T A 2 SR, 8 I 7 i 2 A s S TR B DURETRBE R S/ TR, SCRF AR A 55 2
BORELT B BODhRE s THLARERRE IS B KT T =l TG FR S ST R AN AR KAE RO ER DS
TIREsese, XIRL “BIIR” sh AR R 5 R R E )T A
3. BB KEZE UC HEERLE

SRR TL(GWAS) iz 1 H A DGR KIE 1BD HHAIIEAT, $554 Atgl6Ll Al IRGM %83t [A]
AR AT e UC R DIAHSR[23]-[25] - BEAE UC IVRIIERN, BORERZ BT FE 50 S W B %
B, BUAIESER W] UC il REAFFESRIE R B MR [26] . H AT A W 3615 57 B D B 324002 UC R SKBELA
[27], T e i P i T 200 1 W Pl 5| R W T A S R S IROBE A B (Oxidative stress, ROS) B
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R 48 22 3@ A2 2 il e i Ay, etk UC Jg i itk e [28]

TR N, B WOE I E RS A B A A S5 A, iR B 4 (Intestinal epithelial cells, IECs)
PFRAS, MRS HiE b IhRe. JAMM0, M EWEThae R, Pl & Fis g 5] R bt et in, @
SN, AR SR ) L. A EEA R, ERRER A HI S R ERE A W& E A 2 (Claudin-2,
CLDN2)INKiL, SHUmiE IR IRgs, (T E % AL S 0E SN N [29]. thah,  HMRHREEIL 25 PR
ICHNL A T RE, M PT R AR 23, 3E— 20 1 55 /1 B 5% [ 30]

FIWETE UC 1 G032 B JRE TR 1 iy 835 B 25 0. BF TR B, 11 Wk BB % a4 1l A% K 7 «B (Nuclear
factor kappa B, NF-xB){5 5 i % (1) 305, 18/ 28 20 B K+ 40 1 /v 22-6 (Interleukin-6, IL-6) JiRI SR SE N+
-o (Tumor necrosis factor, TNF-a) (13I8 [31]. eAh, BWEIEPT T M0V #E- Pl i 2 B EZEH, Ak
B2 SEGHBIME Th17 gIpRRRt iS4k, 1 Th17 4UH7E UC AR HLE] R o & ik R £ [32]. A
RERNLE, BWIESE T R im M) ae AT . BT ALY 5 m e R E o
(Mechanistic target of rapamycin, mTOR){5 5 £ 1 17 E W4 i I AL 72, AT 2 FLARE 28 st 4 Thig
[33]

I Wk Ly e S 3L I S e HL AR AR S SR R R 3 8 UC R AE[34] [35]. FAfE 1980 4%,
Roediger [36]#if&H UC TIREARFR —Fhi SRR Re BB = 0, FLRHIE 2 b R 40 B S8 A AR R 2B ek
Ao Gl bR AR AR R R R R ORPAT I B AR T S e, BEEE A SRR AR R B S
REZ AR, AR GA T RE S F IR e, I S B R A s, KI5 304 R i b
%, 51 UC[37] [38]e IRNWIFFTIZE RIS B WA g — Tl B B (R L 38 e v ok S A B b 4 T 4 2%
Yrgr LR R R T B, A TR PRI RE A B [39] - EAL, SRR Ak [ WA — sk 40 e ROS (1SR4 AL -
WHFRIL, UC KM ROS /KPR 2% T im H ™ B AR E 5 ROS S IEAHIK[40], T 4ekiik E e rl i
7 o B2 10 2R AR FIER 61967 ) ROS I8 Mk s S8 AL B 3 [41]

RO, T RO A0 B B WO AU A R R R R, AT B WROKSPAE G UC T T T
HABERGITMET]. BHEE R E, M E R R R Gamer, ae2 g0 kR H B E IR 4E
R, Ik EEVEER A0 B AN 9 UC KA — A EEER R [42] .

4. BT “PRHS, BARFE” S4MEEEXEFRIT UC ML RHHLE]
41 “PRLSTRE” 5BEMRIhRERRRS

(GRIA - AESERR) = “WHRE, AREH, REFMFFNAE” , HA5gERENZIRA,
HAE TR IR SE . IR M2 RAR[43]. UC BEFHAA L, WP, sl <. RIS,
FHE— R “F AR R FHRE AN, FUAIRESNISRE /T R, JEIR . B AGEA 5 Rk T
N RIS, MIE UCIRIG AR RAFGMAC s BRSNSy, AUERIEAT AN, T BURE L Tk
", APLMEE . BHRURE; BRULRE, AR, ARRENA, E MR R, KR
IR AL, a4, RINIEIE  (FI0L . (Frh Rk e s, BHRR IR RN, MEMR IR, MU
AENBEIR ', BB IR, &R UC IE M Bz 3. BRI LRI, B Wk e 5 r 2 I B S5 Ak
WERAA A, AT A B R R I AR B A AR 32, WA “FRALRA R Y= 21
R AR L [44]: 1E5E28 s OME R DR 30 T, i TE A0 19 Wi N B S S0P T R0 M2 s 2 i s
B R 77480 9 S5 T A 2 A5 11 MR A g A 3 ) SR B 8145 2R 5 B R A 3 8 0 I B8P e P A s A A B S AR 5
B A QX 2 Ty e P o DU 5 A 9 ) 51 R B L D SRR W I 5 T AR O (1) e B 3k 2 B T e
T B IR MR BATE 5N R R RE A 7 AL .
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42. “FARERE” SHESHMAE

RprfE (ERARIR) = “HATEL, MR B8, MAEmAR” . X8 “Hit
AR R R A, “ AR KIS A it 2 BE[45] . B RO Vi W A 5 A4 P9 A TR 000 27 W R A
(E2) A5 “BUEE, DB, BFIRW. 7 BHESKE, KBRS ABERA, 5%8E,
M LRSS H ANBER ;RN A ANURIE . MATIRR, M s 20K 8. AT S,
HEM 2%, AR, Wizt — D HE A, TR “BIRE - RS ER4E - PR ” MR IEESh, XA IE
RS2 5 AR S AE UC i AR AR U 3 [46] 0 SEbr b, whBE “ B ” AL T st A A 2 (R AL
R R AIRRRILE UC BMESRIE S A B M HERR 2L i B — Bk WU M, B R 51
sz iRdni gt BRI REA . WA LA E B, 485 B R SR A 4 LR
TEMRG[AT]. seAh, EIRERW) 51K SR B P4 RAEAERE . 2O 7 R 7550 B A
AT B AR B OWAFAE . WEFERIL, UC /NERAAN T IL TNF-a IL-6. IL-1p & fie R IK 157
HIhE[48], XETHEMET AR FORLEASRAALE[49]. Behh, HBO 0B P HERR
FLG1 R 9ERE M G S S 2 1k — A4 Wy R [50], TR RS 15 e Bt “ BH K - SRR TE2E - BH AR~ AHxT
2 BAR BN, HESh UC TRt

W R e SR ARV B B D R AR . SRR RS KA AN o e B AR R ALAS T B B RA R P
Bt ez, A RISEDIREROR I BOWRIL; S I A2 1R 0 A BR PR AT . S R ARG
IR S AT A R B P HERR, R “FHRE” DHREMIAE 2 Wt | W P2 B 5| A AL 4345
L ARSI TN “PHAL S, BRRIE” BODIREZREL A REEAT DRE[51] (LIET 1)

FALSA R R : , i BE BRI

pigm izl A BN Bl i MR R
e ohee AW AU

R A T , R
wA B

ER OmL Al FR B mgm s RERG

ki A R UCH DL M BEE R4
o T
Kt WA

Figure 1. “Yang transforms Qi, Yin forms shape” and autophagy in the pathogenesis of UC
E 1 “PAS, BARE” .« MBS UC M & RHLEI

5. “PRKR, MR EitieS T REARBEETT UC

UC NI T “ BRI 5 “BIROE” (208, BLL PR N AR[52], Bk, IRk R
BRI NE,  CBLSR, BIBE AL AR O T B I A B <R
7 EMESIREBIG, EERIEA CIBORAAE (A TR, SEORB B, SRR <
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27 i, ATIE NP UC it . (RltL, 445 B MAb & BK-F R IR A AR S R R B R 3K . WALk
B, O T SO T SR BRI BE LARYG UC, WA NTEE IR T AEAR[53]. FE Tk, B “URFHVH R
AT BRI UC: DURANIEE FHA. 1998 B TR0, B DU BRMURS . TS BRI EL - MR, B A
PRE EWEACT LLgZE UC T A J& -

5.1. BPFASABEIAR

UC iiRfr 84, WM. B . WSS AN, TE5MEXREY), wksEs: “NEIE
HE, RIE] Wl R4, WA, WATE g, WERE” [54]. I8E (BEREQE « ) = “HF
ZNUE, ZARME, WBE A E R AR Z . 7 Rk, YAIT UC I B AL A,
BRI T LABY S AL RS 2 ARIE DAV B 2 B85 o MR PH 2 B, G DARHANH 2 3%, 2R,
PRATPH A KA 2 3, e 20, AT HAN, ZF PR, BT w2
IR, AR, AZ. HE, BRE. B, WER. HES[55]), HHTFESE AR, Hh
P WFEg. WepR . IR TR, 0 as IR 28 2 B FLE M oy mldad PR 4% B WAE G (5 50l
e UC. 162 HE[56] 0] i B IR IR 4N (DSS) 5 S 45 i 4 45 i 41 41 vh 95 75 12 32 44 (Ary | hydrocarbon
receptor, AhR) )R IA FAE 1 B Wadh s AL 70 sE Hd i #9558 AhR 5 Beclin-1 B8 71454, [RIRTF%
A 4 R 7 1 280 . A SR EREUZ AKYUmTOR 388 16 U800 4 M 19 W, 5 008 i 45 W 48 i R A8 AL S
PR A K 7 1 RIE[57]. SRR TIR[58] Aehs 2% i UC /NS5 414 LC3-1l ERARIE, R p62 &
FIKSF, (RIS 6] L 20 A NLRP3 %5 /MAA S IL-18 F1 1L-18 F3idh,  SEBIL E WO 5 0 0% 405 [ 3
BRI . R ERTUCESIG R, 2@ i ATGS. ATG7. ATG12 &5 [ WAl < 5 (3 7 [
& AMPK JEER(E 37 b B AP EL AR T G, T B0 i A R AS [59] . RAE AR R, SE AR
B [60] T 77 E A Mt i 4] UC BEAY 45 i BB PISK/MTOR 13 S 3B BK (1) 57 8 0%, 7 [E) il ULKL & A £iE
FEARHE LC3-I/N 54k, fe 3o Bk ig 1t , 12 2 52 00 i R0 1 B e o DU ALt T a8 i #1071 PIBK/AKYmTOR
55 B R T B KT, et B R AE B [61]. (HARA W FUR B B 7 & DU AU BRI UC KR4S
a2 Beclin-1 Al LC3 mRNA [EREKF, [RIEF B8 LC3-1/1 LufE, $e7s ot i B B w4l 1
[62]. X Fhif#s 2 5 T Ae s FMELE UC Hr B XUal/E F A RIS I B 1 W 7K T () Bl s 5088 DA% Y Wk 1) 22 5
WA R, At B0 5E[63]. £i b, bad e 2 07 i iR B 2 SRR “BRAL S ThRER)
WAL 2 A5 il LR WOk, dEmiiEEmE R EIheE, KIEX UC MiGIT1EM .

5.2. jERAREAES

WIRTETIR,  “HIIE AL Fral (e Wi is 2 S5 A Y 20 2 UC TR I RE R I DGR . 6. 1. 8. #5El
FEL:, BUSIMIEAT 2, M EhRe s, TR AR SER E R ERAS o i, BRI BH [ A7) o 0 22
ZFBL BRGNS, B B BRI, BREEA, ST . &
XF UC i R = S BT AR BE AR, T BRI B R RS R AR, IR DS IR A . i Ak
S TE AR WA WA, MRIEE AR T ARG, kAR R . TS REIR A, s
. OEE WS, RE BUC. BAR. AARSE. FILEEZ UC FREFY, SURREENEURNE, I
PRI AL B S AR R 1l 2 S, WA I LMT AR L2, AR E . ~Ajd. 4
s BRB . FES S B ISR A B S, 4R, ST RE, SRR U DR E iz
%y WPERRARMER, ER. ER WEMAWEA ERAAEH B LS. SRAE, FOESMEY
Yo SIS HE N, ISR Wiaad Y45 R AR S B U T BRSNS [64] AT W3 B LPS il
(i b e AHAR(HT-29) " LC3-11 J Atg5 5L RIFRIA/K T, HALHIWE AR S %A & 8 i 1 5 [ W s RS
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St IhRe . EARYE K IM[65] 118 UC HALK B 45 W 41 23 B W AH G L K] Beclin-1. p62 mRNA % 35% 7K1
JEMERR G A LC3-1/1 Rk, AN PR 28 R 7 IL-6 f& TNF-o 175, i B L T S s 26 152 g
Wi, AR RYER TP, SRS H SRR . A2 [66] 7] F i UC /NER S5 LC3-11/1 LU AR I P
ik p62 HEERIE, [FINHIH] mTOR 155 iM%, & s HuE A et 2 S EE R, AIfiaI7 uc.
ZE 0N BR[67] )38 S 30| PIK3CA/AKLL/MTOR {5 5 8@ BEHUE F Mk, [AIRH0H) NLRP3 485E/MAZRIL,
LBIHERIEMEE, M UC. E RN, &IEMNGEA P UC /NI R & &, RN g ma
Z1 Beclin-1. LC3-1l. p62 & HFRIAKT[68], #aniZz i Ll E WK T,  BirE] B SEAR K T 52 I 20
BE LIS UC SRt . IWBRARNLHIE, “WH” 2yl gmian iy Ay — saEE R
LC3-11. Atg5 Fik, TAE K TN Beclin-1. p62 mMRNA & LC3-1I/I £ik, Aj25H LLNH] mTOR &
PEAE R B0 E N IR DA R B IE-NLRP3 28 i MASE B G o BRI BRI RUANE, (A5
AR BRI H0 ] B R e B R A IR B R b R B B D Re s B, A& SN UC A AT Tl
(L 1), FEFRERZ, HAmMRZiZ “998. 1. M7 LR IE AWMIERZER R, Lid
EANOCN BT I B2 UESE VA B, A 1 5 2 WL B ST 50E

Table 1. Regulation of autophagy by Chinese medicinal monomers and compound formulas for the treatment of ulcerative colitis

=1 FHBRE/EHFEARBESS UCaTT

=
hZRARIE T B RA FHOGHE 5 1B ML %;
\ N AhR?. LC3-II/LC3-I1. 5% AR Rk, i LC3-1I/LC3-1.
HRZR UME) Beclin-11. p62.. Beclin-1 721 K P [k F1 1 [56]
N AKt/mTOR|, p-p62. ¥ MAPK 1 p62-Keap1-Nrf2 {553l
% =}

NSRRI (IR LC31. ATG7t 4 DA% o P SR 9 [57]
[ NG LC3-1I1, p62], iV LC3-Il, i p62; ) NLRP3
RAHB, N NLRP3 S IL-18. IL-18, {2tk [58]

L ATG5. ATG7. ATG12 ZHIEH
e o e Moy KA, (RREN, WTAMPIE [59)
”‘“ ’ B, Rk BT R
- &4k ) L1 LC3-11. Atg5 1) mRNA £ik, 1
HEE ooy LCSIT ATGST 9 [64]
. L3 LC3-11/1 % Beclin-1. p62 mRNA
BARIERI 1y Bedind. p2mRNAT. gl wenpn MERAET  [65]
(K LC3-11/1 L6 % TNF-o (115 B
e ENT LC3-1/I1, p62}, I LC3-1/ B BRI p62 B2 3R
ARk 8 mTOR| %, ] mTOR s, Bis F11 [66]
00T Py TS 3% PIK3CA/Aktl/mTOR?, ] PIK3CA/AKtL/mTOR i, i [67]
AR (hR) NLRP3| [, FEIE NLRP3 400 MhZeik
i PI3K/Akt/mTOR, ] PISK/MTOR I % 57 5 g T
ZE AR U Beclin-11. LC3-II1. ULKL & A AEHE LC3-I/ $4tk, 163 [60]
w LC3-11/1} [ W 1
, ENg 0] PIBK/AKUMTOR #i%, il -1
VY3 AL ) PI3K/Akt/mTOR | KT [61]
EiEA, ENg Beclin-1. LC3-ll. 00 Beclin-1. LC3-Il ZFEAXKIE, Lk [68]
(/MER) p621, ROS| TR B RLI S R
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6. /g

ASCHEET R CBIA, BRI B, 45A 400 E R IR A ML, RGRTT T UC BRI
O—— “BIAAA R, BB RIE” 5 BRI RER AR CHE, JEHEH IR PRV M Pl s 5 WK P
IMEE GBI 5 . 003 UC BB TEVR YT SN o I BT 9T B 4] 25 1IF S BH v 3 2 o 245 J 5 )y i ik
PI3K/mMTOR Z&il ¥ 145 H WE /e, (B BARMLEAAE — 2 R PR P

T4, BWETE UC i F2 A i m] R4 R i v R B B . S 240 FUR B UC A7 AE BIRERMG, (A
SEEB6 R I I B R 0 R S8R S M [42] [69] [70]. ZEA SCER[62]H I ZE AR, X FP G TR B R IR
J5 TR AT RES 000 A B (B E I S 2 ) . BRI (L DSS 5 TNBS #EAY) Ko M ERE AL A5 o0 Ak
B R TUHE T RE S SORE KR T A, 17 S AR 5 1 Wt 6 D) 5 500 B P ) HERR BELASG B BB 52 . (H H AT =
BTG R W R Sh AW 7 SRR — R, R SR T @ bRk A 3 AR, R T B A5 A (5 el S A
SKEAFAS I By AW AR, AAR SASHE T . Uk, U shs A X DABLR0L h BRI s ST AR . 24
R 7 2 % T DSS/TNBS &b 2415 SR, Toikse 8 280 UC “FHAL AR, BB R ” LA fb i
s 5T ARG P B UERRHE R0 IE 25 & B8 DU R 2 (G R 78R 9T “ PRI, BRI - AR
BRI, R HIGRRIGE M. tAh, L. 2 R SRS B RIT IR,
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