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Abstract

Keloid (KD) is a common clinical refractory skin fibrosis lesion, mostly secondary to trauma, burns,
surgery, and other skin injuries, characterized by excessive hyperplasia of scar tissue beyond the
scope of the original injury. It not only affects the local appearance and function, but also is often
accompanied by pain, itching, and other discomfort symptoms, seriously reducing the quality of life
of patients. It has become a difficult problem in the clinical treatment of traditional Chinese and
Western medicine. Professor Zhong Yize was one of the first famous TCM doctors in Sichuan Prov-
ince, and Professor Wu Jingping was his disciple. Based on the long-term clinical practice and the
classic theory of traditional Chinese medicine, Professor Wu Jingping treated KD from “deficiency
of both qi and Yin, stagnation of collaterals and vessels”, clarified the core pathogenesis and evolu-
tion of the disease, and established the treatment idea of “instilling qi and nourishing Yin, activating
blood circulation and promoting collateralization”. Based on the TCM etiology and pathogenesis of
KD, this article analyzes the pathogenesis of “deficiency of qi and Yin and stagnation of veins and
collaterals”, systematically expounds the corresponding staged treatment strategy, and summa-
rizes the experience of differential treatment combined with clinical trials, in order to provide a
reference for the standardized TCM treatment of KD.
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1. 518

LT (Keloid, KID) & L4 N FILHY EL PR BEBREF 302 PERR A, SCSIRTE Jo  fitiF
KIFRB U B DL T, TRAREE R, WSRO BESaR S 19[1] [2]. SRR AR (LS MM L 8
B, WPEBERERE . PORRURSE A, 7 FLIE 2B S8 0 S0 B HE 5 R R3] [4]. DR B3V
OB SRR AR FFEEI R IRBE . DURBL A S R R R SIE S W 2N
BTHIKS]-[6. KPR BIRATAL M AT, SURIZIMITERL . BOT. OB WRihsT . WEEILN. T
RIO-TL2V BN BRI S I T 5 (ELIAETE BB . U PO 85 R 25 R W [O] [13]
[14].

PEERS KD MRS A, AERNIERSSB TR TS PR IR . TSR b A
BB, BT RRRA” I, AR KD WRHRE, WIS BT A, I
SRR IST %, I RPN, AT EHS], A KD ORI, oI va 2 AT
B, DSR4 J 000 B B

2. HEEEE
HIEZGHE KD (B va v A M 35, IR f 4k G “RIRUSIE” 2 4, (EARIELE . R
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HOURAE . PRV R IGREAE, 2R T M . CPfRIE” o CHRRRE” SEUBE[15], W (EREE
4 e HPRLOVEEDR) HPdEE: CETURTE 4, MBI, MEstRKRYE, A SO
K7 [16].

IR I R FOR AL USE R BEIRANT « AM S AR RS AECh £, #eoki@ s, B
TREERE, Wt E RSt i QR BHEVGMEED) W, BLRANTT /2 88 2 il i o 2 IR, I A S i
TGN TEIERE, A KRR iR FIZK[17]. EWEREEEE, ZHoRRR e, & 7mE
U, W23 B RE 45[18] . BT RO UAVE AR B IOV, e IR AR

3. “SIARRE. P& HolmtlER

S HEZINN, KD BRI LA PR AERRAS, BRSSO AMERRSE, & B R K.
ILIE A AR

3.1. BREEHEH: BlAHRLE, MBSHEARKZIR

BRES M2 M R B R R, B ARt BRZIE. IR Z RS, WAk, 2
AUMIFFRWUR I R BEE RS . TR MPIMNEEGR . 8. 48, s IR KR L B aT A U 45 ik, A
JRES WA S MR IR AL, T ORI I BE R 8, Ui AT 32 E, TEE “ M FmERRES, HAZL
ZOBIRH, kA R ARG A [19]

BURER AR U R Y], R ERVEIROR AL 2 A A7 AL PR B bt F A7 AE MR AL 5, St EAE T4
A A s L 2 P B AR R L R ERAS [20] o SXONWAKABIRBEAE. KD IR A A e rp b T AR PR 3t 1 B LA
P, AL KD R AL ORI B ZLEA T . KD AIRPRR I 22 I ERG 2D s 58 4T, R IR ), )
[ e AN » MK A BRASHT 8 Il A FEL A S PR SR B [21] . MU BOW GLAE SR ik, DRSO, R
AR EIEE .

32. SPARE: ES#®EG, METEARKZE

SRR 2B T M B IR AR, JBAME . Wi UE. (R - RS TR “IER
W, AT+ Mg, HA0mE” [22], HARIESHE AR R M. ERERME, UKk
MARIERC /R R INLRE, PTHRE AN ANAR BB AL, 4 R &% B2, AP,
EHEFRNEREWE. (RIEfRMESR) AL REMRMEH U, (K« BIFELR) TEE
SN, ZH Y IES T B AR RIEMRAZ . £ KD WiEd, S&ZRINSHAPEZ
15, 52 MAARRZM AR . WAL (HHHNE) FARSCNRRAIEZ S, JaHEEFNG I R & K5
PR, AN BH A FIR RIS, FRAKEUR RS, A%5 MR ES N RS R85
A RBE[23],

FCFHERINN, RASMREE . B B4R, 54 TR K B2 i AR R ke, TS FE bl
WIESSBEE: B ENUARIEIE S, FE 0T, SRHEEN T, NEMTREmoR, i B Z 5. <R
MATTE ST, IEE kA s s R o 2k, ATV, b — DA R M . I R AT L AR P =
Jiv DEWE . DR R TR BRSSP R R, R K, REZ R NE
e QMEENUESY T ARSREAELE, & SFEURIRIG AR UEIR . RERIERZLNE, MEAERIER
R, 7 BEBELWTE 17 1 .

33. SHTESHKERFLREAR, HFERER
KD Y RARE, 5 M (A i) 15 Rk s (s S AR LS PR SR AR i o 1z k)
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13, WkEsFS, HASMEAT 208, BERFAURR TR, 2 — A0, s A Ak T8 /)47 1,
FARERKIE i, SO N KA, (LR AN s MEtl, N BRR G 2

THRMERZR, SFEURRIRIE A SBARIL T I, WERESRA JEARER. FRAEE AL
WFEDT IR, Fal s SR A MELL, MEAARART, Lad IR FATRIE . RSB SRR % iRk,
JTREFT RO BAEIA, SCBUARAS R . X — bl R, MOUE 1 IR F A8 20 e A R0, ARAEAS R EY
BRE S R UG R T

4. KD IR EZE X fHHLE

WTAESR, TIRIZIE R AL A SR Fe AW, AT O R B — T e 4 M D e e W IR R PR, 38
WG G Gy e RUMBME . RENWIE 5% S AR BER, WEEZ4E. Rak
(Y R 975 R 425 X 4% o

A% R 25 5 R WIS AL T 3% R MORIZ I8 RO I N FE SRRt . B 42 B PR AH DG DERIE 7 L ik Hh 22 AN 5%
1A% S R 0 1 B AL IR 22 MR i SRR (R [24]. £ R0 P A2 T, DNA FEEAL . 4L iz
et RNA 5 R I8 55 RWEAL 45 77 3, R 4ERE I U0 AT 440 i = 5 v AIRES 1A% D i 42 [24] [25] -
W/ RNAL KEEIESRID RNAL HOIR RNA S5 828R 9000 RNA, A1E L FE ) 4% T e R, 2 53R
YRS TE . T TR AT N, [FIR AT R AR BT G S PR A, R G AR R ke
B e A A [13] [26] -

JR R S AR (M 2R B 55 /2 HESN) KD FR2Ldh e i B B . SRR i) M2 BB R, IE K ZH
fl . T kAR S e A, ReE o0 Wb 2 AR IR - 5 RAEA T BT, 5 AT 44 Y A B A B, HF
GRS T AT AR AN i e T AL [27]-[30]. Hidr, EWRAN AR A AR S s MR T BB R T, AR R
B M1 B E VR RIA AN L, S5 M2 B E RGN AE IR VR4, 32 IR i AR [28] . hAh, T
REZRTL S A B D REREAS AT A B IZ8NN 2, d MUERTAE . IV N B0 B A B ) s e A, B v 3
A VERIR 2 2RI 8 37, I v A WATE PR DR L B I SR SR B RO B, 1 — D S A AR B R [31]

AN SEM AT RE, FALA KR T-pISmad 38 B2 U 15 47 i AL 3 FE i o 48 i HAZ O 5 5l
P#%[32] [33]. ZIMPRFFELIHOE IR AE Smad2/3 K AR T e iz WAL, sEm g5 I . IR SR 454
i AP35 RS e i T B 0 ) 35 o B AR A Q8 [32] [34] .« BR M AZ 03B % 41, PIBK/AKY/MTOR . ERK/MAPK .
Whnt/g-catenin 552 5415 SIEEE RIFHR L2 5P rE, WA IS AIgTE .. /215, TR 54400
HEFRA[27] [35] [36], 40 ERK {55 8 B0 T & 35 (8 0 i 4T 4R A s 5, o s s S 42 o 45 1l [36]

EAE RS, BTN KD RES(ED)E N KD MEERBAFE, S “Ikafisi .
A" RAEI—E[37]; AR, G ENUE R DR 3Rl R TR, MR PE “IES7 R SAPA
2”7 [38]e AIWL, HEEAZCEHLS AR AR AL AR — € A b AT AH HLEE.

5. BT “SEAMEE. BKERNHE" WL KD Hieia B

TSP EARET AWM KA MR ORI, A IR Z S, 6 KD 2=
IBIHIERIE . MBI R 55 R MEOLR, BT AR SIS 6T R,
B G LA TORAE L] BT IRAAN R A SR RN IE . SRIESRR T MiadT BAR. 2
S SRR T
5.1. BIMEHIRAEMER): BRERFRE, SPHVE

AR B 05 1 S RUR R S RIE RS A 1 BEEER IR TE KD 2R RAEN]. RHRORZ BI04k
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AR RN 52 40, AUMIBAT AN, FOFIUK, WIREH, TR R8T O IR . 16T 1
OAET IR BT, SIS LS O, e B, SesiE ke e, B
NG BHRTT BUE R

B 2MIE WNE . AR5 IR MGG, BEROR A SORFEGIRA ML, 8 % i B0 5115
EATSRTE S ANEAUR, BEIERIBKLS . HEUR ERGE, FORIRIZE LM RO AR FRATIE AR
PR, HeBIURSH H AT B ZE A AR, AT 3 LTI ANFE I JEZS T AT« BUAREE 380, P
SRR NSRBI SR AT R AT 2457 S5 A5 RO 23 PT LA o 00 ) RS 2T 4 4 A A e J 5 A
IMEBIRIRE R [39]-[41] . Fo2GH B SR (L 2E%E<E. SRR AURE, fEMREE: . BB, HH
RIZHE4ES; LB TE AR . BRSSO RORIG A O RESE IR, AN E 290 SR i ilal 2 77, Tk
B ARETH IR, WG — P A . AT DR, BR RSN T RIRAM U, BEAMITEE
2R MRS UMIEAT, B GRS, FOR. REEM A, — Iy I sR s AN 2 1, il
g R E e Ak Th e, BEEBURGYIBiIR S, [RI R Sekh U IR, ARBL “AbmANE” fRC AR
ZhE.

A B TR R Lk AR B R (AR L), FTUN < ERAE RIS R s S PRRE (U)o A 8 B
MRk TR RE s 25 R T 45 (G ), KBRS ARl (. HEE R, WA A FHGA RS
CHEBEAMGIE” B

5.2. RMAAREMER): SIAMEME, BKEERES

ABrBOBHE N KD RUEH, GlmEels . REGEBERLRFAAEREMREEE KA. tEHrBOY
TR RERY B, I FPEbe0i <, SR MHESN ) FeHiERs, BIEMIAUICR TR fRai &, T
“REFRILES” WIS R . 16TT R CARAGRI . MO RIRB S R IR, BRAN R A, X
AUk a2 ik, BT “PFERE . RS BB TERGIA.

BHHIENRT S, A X245, K7Za VR, AVmAB. ABm AR, && MW
REACHSE s A BREBE A B IRE, BEANSIRE 240, SUBIAPTEZ I LSRR K ReEHss,
SNSRI SRR 2 77, R B RURESE ) “ a7 RS, MRAS LRGBS 5 1, it s 5
sEdERL . BUREEERY, KRTSHMARULD KT SHARNR TS 20 1 1A ok s 2 4
LS X SRR X S 205 RV I8 L 0w A RIS 58 B A E PUR AR I [42]-[44], AT BN i
TRIZIERISO . B2y ICAA MR . 22026, Al<er. BESERIRSE . XS pRIR LG I, JEL b, BEAeHhmL
CAFRWUBE,  SCRENS ML LLASORS AT, 38 G PR aiym I A B 22 AR 20 2% . THHURSE, EAENURIKES, FHX0 i
TR RO LS s AT s ML, BEE S RIGIMAER, —F “47_0iMAT” , SRR JI e R,
SRR AR AR, AP <SR 8

JFES TR, B JFECItL, A 78 AL WU F% s (8 ] MARAS B s iy 2 o R R
RER KB &, W UUIMLBEA . 255k et 25 LB 28 S L RS, (L2 HNETR E L a B A
5, ANITHE 9 252 77

AEH AR (DT B, Iz BATSERERTELE, F s e EORRIEE), IS, ki
TS (AT 2SR 2, BiFe S 0iBA); & AERIR(UB 7 EELOL A AT, IHE S, AU
TR, IRETEAE CAMTFRS AR BRI

53. BEHIGHBRMLA): SPATERE, FBAR
SEB BB T SRR E W], R . A, (HRR L BRI RIIER . R4

DOI: 10.12677/acrem.2026.143044 351 WM EZ B 2E R BIE T


https://doi.org/10.12677/acrem.2026.143044

JEHERT 55

MPATIAAAE R W IR BE . e TR T e, BT R TR ER, (BRI B 7 1R AR e
VRS, Sk R TR, TR RN FORIRT BIRS R WRIT R CERIE N AN
MR IR T, VEUATRIERESS, BRI AR R, SURERARA S, Bilb = k.

AHFLILZG . EWEENT . L TIRA . ARS8 PR =T 2, B R 2R
B, ARG A8 AR V), IR MM AN, PAHRIE, iR AR S f IR
B o DUARER AT, (D2 ep L 25 20 L M rh 3 3 22 WA S e R 1 L e 557 T ROR (235 [45] [46],
MITIE R KD 677 Ja MR 4ERs, PRk RAFAMS TR BIR00E). e, BREE. 417
BB AHRZE, BT RBD, BERETERAR, AR R GRS ), JR10
AN AL, BEEMOTIE s AEAT S, DL PR ABORIRE s R B E AR BB, BERENE
SRANRZ T, SCREESANT, S RbaE 2 2 L, B “RSTIBUE” BB B, R EIERTS T |
AR, ST SR RmERE, AMEBIEIOE D AR, IR T BRI R s H A2,
BEREE SR B 25082 )1, NEESEM 29 e th, G “ 25l ” , Bl “FZNE” HiRITE%E.

HBESWIE(Z 7. DTERM), IMKTZSE) R A RBEYE IR, T
(DE)HEAHOR: AR A AR (PR AOR), IR (D E)IRIB 2Rk, IRAIBIE “REfZiM. BAA
PHIE” BRI, S FEIR T .

BIMEZ, BRZESIWIRAZOET S, shame” . Sk 2. bR
FRRFHE 2 i, B “AMfZERT” o ASVERMERAIBMC . RSB mAE A, B “BUfIE” o PR IIRE A
ZPAE. wARHIL AN, B “ERERTT o RN, YRR EARN B o AR, Wi R e
AN S s ), R S TREOR), RS IR (TR A ), R BRI AR
o, BB RIHAYT BORIIARE

6. JuR¥ME

BEWRE, L, DWIIA, 60 %, 2023-09-28 ¥]2. EVf: KILNIEHN A 14 45, 20 p0RE 1+
o BLI s B LA+AERTRAT IR TR IUROR I A, R IZ T [l AMRIE A, IR RATRERIBTT
1+JE T C R B R HIURR AR LR, AT — 2D 12y7, TR S. 207 B3 NIEMARIR
WS g g AE Y, K29 15 em, %40 3 em, VIR R PNZ A, R R, RKEER, BAEk
Wi, KAE 1~2 RIK, AEIE, fhif. D54, SIS, WHERS; HEMEER, Tkozgl. mEeEi2w:
FIRIZIE . HEEIW: B (IR B A5 IBAE) . 078 (RREss, BRI, AJ7: 409209, )=
20g. 77~j 209, K 309, MM 159, L% 159, HA 209, A% 209, ## 209, fil>= 209,
FTEP( 159, FIOBEAR 159 NI4E 209 HH#EA1 109, 8 209, A8 30g. HE ) 59 JH)K
%309, Tuff 1 209. 10 ), KHIR, 1/I/R, 3R, FopiE kA, 150 mL/ik. EEFED: 1) 7)
R R IK e . 2) BTN, REJRD BALER: . 3) AIEHRE, 23 ST AEY . 4) SRRk
R, BHPOKEREEH. 5) REOHRT.

2023-10-19 —&. BERIZEOOANKR, REERE, Ve, NEERYE, S8, 248, RIEKHE
WA, KIELRAR, M. &L, SRR SEMEUR, kotd. aiy B8, 2. R
=0 W ZEgE . R, I8 6EE 30 9. B 309, A XK 20g. 10 7, L MIEREFESE L.

2023-11-06 =12, HE MR ERIRIZEDEALTR, TWEAE/N, B RBVIKIZ 20085, RPEH%, J
SRR, NBERMERSLER:, oM. 248, 0T, 8, KME LR, BV, &R, &R sk,

GHEE, Mkoigl. izl REARL 4. TR, SR, 4 209, 2 109, Mg 15
g- E1r159. K& 10g9. K12 309. 105, HEE&EEFHEH.
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2023-11-29 WUz, BERIRIZIEBE AR, Jalg/ N, fERE, NEERAEER, 5. 280
B, OF. I, KME LRI, BB, RO, S8 E, Wkiidl. =2l ZHM57. PRE .
K& B I, R4 209, IR 159, X2 159, AX%A1E£ 309, 1h#5209. 107, AVEKLE
BEHIFE F.

2023-12-09 1.2, BERIZIEDEIH AR, JEHEY, RRkE, NERAEER, 5. 287
&K, DT BIRGEA, K1 RAR, BE. SR, S8EA, Kit. WiehEAa%RE. 1057, Hikk
HERFHEDE .

2025-01-03 N2, BERCKRER, MIZEBLTHEEREA, RNEKITR; & RE®&T S
MR, TRRAE. WAt NERME. S BEROAENE, N+, #ckExE; KMEFH 117,
R, —AEH. M2 KL, HEEA, KPS,

T BEBEHA, FIESBIRIZEITE 14 45, SEMERE L FH, R, SGmE, Bk
iz, W gE, S IURIKSS, B ARG, 188 “SBIPIREvA, SRR bs 7 =BTk
ZIHL. W2 B — I B “IEsr . BB BRI, DLVE @A . B D I TBIE
FRAT ASIUBE . AR AT . B k&g sy, Sl 2 EE . R, AR ORI . T BUR
gh, AR, IRE. B EA. BE. ML, EH P EMRERE. 5iEh, RERRSAE, NS
TSR, B SRR, BRI AR S BE AL I, AT O L B R e . BERUR A
B RPERGR, WG e REROE, B, RRIB M. B, I REE . .
FER QT LB A TCR, DR A BRI B AG  , INT B BE RS AT, KPR AT AR 7 (L2 A
RILEE B “2 R0 MRS IR E” M RIE B . =i B E RSN RN, WAAENE, W
A, R T RS, MEBAR. JIFB. Tk, s, muiERek, mats. 12
EMLAGIE, A 7. K& RTFSaA0R0 . HRER, SR AR B 8. PYi2 A R
IRZE. DT sm, s Rk SH#TE, MELM 7. BEBRE . K& B fH5, g R%E
LA, WA, &, AT SEAR, GRICER M, SATINEROR 2. T2 B HHIER
2%, WOREEMEE, AR, RIERR, MEAEWE, TEFRIEER, EXNE =B “IRIENE. %
Tk IR IGYT o A RIBITEIRIEWT, MR IENE @R B - 3R RS IR E -
RIEAE. (EAAG” =27 185, Bl shSRBANGILE, STHUERAGIE. tMNEATE. F2H
A IR TT B AR
7. BE

TIIZIE A AR E . RESCIRI M Bk,  “APIRE . k&7 B0 Ao afe, Hrh <M
REABIRZA, WK RIRZ R, —FEHABIR . JEAAEE.

TSP AR Im RS VE 5 B — AT s B R PR, S22 ROl 1A 7 e e . SR AT
MIE2 T B T, EHRYR A RPN o TR S A AR I, AR [ i . 2
IR M ERWILL 2 IR IR N R ROV, (CEERORINIR . PR MR, A
B, BESGE R A RURIA AL, SORBALA S BB RARES, oxbh 7V OURER AR B T AL . ¥R
SR, IR S & BRI IR R RIS PHIE, FEAERBIRE 25, 5 REIRTHRURIZIE M I AT 2L
KR IT SRR OWE H br .

B

SCH B R R B BE AN R A R .
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IR 4 = b DL BUR IR T R 0 22 R AR S PR TR BRI 70 BT R R 2 K% “Aphsas” SR
A BRI RISL T H (45 : CCCX2024004); (VM BRy7 LAY 24515700 1) & R 5 0ERD) DY i
E I RREH AR AL TS5 : 25ZDIZX022); I T HEP EE H P2 2% Sk b i) o e 7 AR AR R R
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