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Abstract

Keloids are a common fibroproliferative skin disorder characterized by an exaggerated wound-
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healing response following cutaneous injury. The pathogenesis of keloids is complex and involves
multiple factors, including genetic predisposition, chronic inflammation, dysregulation of extracel-
lular matrix metabolism, and aberrant activation of fibroblasts. In recent years, advances in molecular
biology and immunology have gradually elucidated the underlying pathological mechanisms; however,
the precise etiology remains incompletely understood. Clinically, keloids present as raised scars that
extend beyond the boundaries of the original wound and are frequently accompanied by pruritus,
pain, and functional impairment, significantly compromising patients’ quality of life. Current ther-
apeutic modalities include surgical excision, intralesional corticosteroid injections, radiotherapy, la-
ser therapy, and emerging biologic agents; nevertheless, high recurrence rates continue to pose a ma-
jor clinical challenge. This review systematically summarizes the epidemiological features, molec-
ular mechanisms, clinical manifestations, diagnostic criteria, and recent advances in the management
of keloids, aiming to provide a theoretical foundation and future directions for clinical practice and
research.

Keywords

Keloid, Pathogenesis, Clinical Features, Therapeutic Advances, Fibroblasts

Copyright © 2026 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5|15

WIRTZTE (Keloids) & — i WL B IRETHENE ALV, 38 % A EAE BT . P AR BRI IORE = 0 A i
R, RIUN BRGNS B R [1]. FORMPLEIE R, R AR IR, i 5 k.
Jey R SO SN AR AN SR (1 S AR DL AT AR TS AL A [2] [3]o JEAEOR, BEE > T AN
G BEEANBAE LB TRIRN, RORIZIE R BN LBE AT B R, JUIR X T R i Al ok
S AR Z AL LA RIORE R 48 i 5 MBI S G 1 g R (4] ARim, RIS T RAE R, RURIZE
ORI AR e T .

PR b, WIRIZSER DUl h BI05 10 F A B REYE RO, 8% R . A L Dh BEFRATSEAEIR, ™
HEROA SR AN R (5] EARER AR, RURZE R AR IR A W R R, AREER
BRI AR EREEE R TT RNAFAE S5 2257, IXHIN T IR E B R A . BURIZSE 6T 7 ik
Mm%, WIEFARVIER. BOLIRIT WEBRBMEEN U IT UL SoR LRSS, SR80, RURIZIE [
R, HANF EH AT 8 SONATAE W35 2257, T il 52 M IR T 75 USRI R _E ) — A4
HRPRAK[6]

ASCR VAR HRRIZIE R RHLE] . IRRAIE . SR TRERE, R MEIR T RIAT SR, &
TR PRI TT S BUBT I B FARRIIB T M5 fidR T
2. FIRAEFEM R P

RIRTZIE I O R — AN 8 0 DV SN, FAZ ML K 2T 246 240 D B4 S 5 489 545 A A1
SRITORT]. AT AEAM MU FE IO BE L R B 4% L RS I 4 i 2 1 g (MIMPs) 5 L4711 [A] 7 (TIMIPss)
Z B AR RIRIZSE T £ R R (8] BhAh, RURIZIEIL 32 BNIBE . B A JOESE 2 M R 5
Wi PR R SE (1 2 BRI LA
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2.1, RAHMISAMBEIMERIHEEL

TEIEH M0 ARy, AT g0 i i 8 58 A i S5 & s B2 i 2. R, JIRZIE T,
2T 4 40 B 0 19 5 R R SR U R A, S BOS FE ARG OB . A KR -8 (TGF-B) 2 AR 4 72 R
EREIER M T2 —. TGF-p il Smad 155 1@ #% M 3F Smad i (W MAPK i1 PI3K/AKt Jf ),
(Eik AT AN MG A . IR RIS S A, TR | AR I B R R R, IXAERIRIZIE T
kS 2% O HI[9] [10]

4 TGF-p 4b, HAh/S S8 B0 PISK/AKL. Wnt/f-catenin 25t 76 iR IZ 58 B9 b R AEAE T . PIBK/AKt
o8 4% S0 o U AN B G T A U T R (R AT S AN PR R 2 2 b AR 8 B 1 R S S Bel-
2 KR AN ERE IS, B H] T M TI[11]. 1 Wnt/g-catenin 38 OGS 8 58 T LT 4k b it
e, XESEEAHEAER, JLEHES) RRALSIE 12].

TERIRIZIE T, BRGNS B AR P T . MMPs (B5 5 428 B 1) A1 TIMPs (B )7 42 8 2% (1
FHI R 1) B AN~ 3 R R o BE LR R B AN A2, ot MMIP-1 Fll MMP-2 [R3& P44, T TIMP-
1 Rk BRI, MM RIR T N IR A, R4 i A FR e [13] [14]. X AR Z S M 2 21
HIE, 0] RSB SRR I RF SR AT

22. RERMSRERTIELE

PERE SN IRIZIE IR ML P ) B ELIAT . TERDRIZIS LGS AR R, A8 S IR A i e ik £ 4
YU HEAE . R A R AR SR G B AN IR I 1 B R . A PR AERORIZIE T i R A K
HEMAIEM, LHZ RN ROL-6) MIBIRIER T-a (TNF-0) & TGF-B 55412 2 R I3 iy, IX L8[ 7
T A ELAE R A SOE (B 8%, 33— D R AT 4 A A TG A [15] o Bill, 1L-6 AR I s AT 4E4m fa = A 5
Z AP ANE TR Sy, I8 I R A T R SRR 2R RS R s T TNF-o M8 IS 0% NF-«B I8 2% 5K
RAE(E T, IR BT 4L RE[16] [17].

g% 2 G0 (1) R R AN 3 350530 S RE OSN3 P RE SRR ZH B AL AN EE Y . R R B, fugiE
YA ThRE AT . PLEFLENLRIRIBR R, DL A 44 AR DG S e IR T I PRk, #TE IR Y2 98 BT A
B TR« FE2 Th2 BY G RS IwfE, SE IL-4 A0 1L-13 5540 8 (0 o b, gk — 2D
By AT 2 A v A AN i SR T AR [18] [19].

23 BEHRBMSREREN

TIRIZIE B A R B iE . 2O UKL, WRIZEE R R P AR s AR %, R
A REAAEAE T St BRI, TGF-g il RS S, W1 TGF-BL. TGF-B 2RI L A 2 4 1 5 iR
JZIE I KR RS 25 VA C[9] [20]. IhAl, b g (1 L DR S8 mT B A 15 e 2 24 200 oot A8 K PR P gk
T, B S B YA R 0 R o A5, U R B DR G RRORH B i 4 2 Rl (W COL1AL, MMP1 1 TIMP1)
(1) 2 AV R -5 R IZ 5 1) ) PR A OR8]

JUE Ik, JRIZIE B AR LRI IR A 58 A AT, T Be i S 2 BRI B[R4 FH FI A 55 B8 2= i S [ s
DR, AR 7 75 B AR SR N IR T IX LS AE ML, Fi it 4> 56 PRI ZH G R 78 (GWAS) S5 AR FHR T 2 11
FOURBER, DR S IR 2 S5 R 38 A B Al I S T TR A 4

3. MIRFEE MG RIFAE SIS
3.1 HBNRERREFE
PRI A DU R3O MR A, 36 4 2 s L PO A o RS 1O R
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HOURAE, G, SRR AR, AR R RERRRT[21] [22]. T RURIZEANBA HIR
P, HAERHE AR, HBEE I 18] RS, BRI AR B L 2 RREEn, B mTRed R 2 R 477 1
Va2 Ah e WATIR AR TSR, BURIZE RIS SR AR AR BV AR, WA SZ IG5, Sh= A
FOHIR S ERKRE, SRR HT AT SR A A AT N[22] . URIZE R W T HES . AR HaRSEK
TVBCRIIERAL, JEHARTR C R IR N, R0 2 5 25 1 v [23] o

R 7 AMBIER, RORIZIEIE T RE 5] R B L BN YL, JCHRE R R A B R AL . SR
DR P e 1T 7 A P, L2 AR S L SRR A5 O B AR R I8 . TR, ORI IE AN — AN Bk il
HR—AZERGEE R, W RER B DB ARSI L R B[ 24] .

3.2. LR ESKHE

PIRIZIE 2 Wr 32 AR FETR S G ARARAE, el 2 7E R AR B, 12 W08 3 1 T R i I R 42 56
SR, B R BRIIAR R, AR E R, CT )M S22k 2 (W B R s ) © el
HENSWIEE T H . S R P ARIR 1 JE B Py [l 7 R fnt B L, A BT S R IZ 9B 5 1
AV T CT B MRIJUZE VR 3R IR 55 i 491 o A1 5 40 10 Al 45 (B [25]

HEURELFAT AR ISR IE N B E 75, RHEERIUN AT dEan i BE 3G A . R R £ 4 57 8 0L
AL 1) o-SMA+R AR [26]. 1Ak, s HALFI o FADARAR, Qg e . 3 R 3RIE 1 4
Bra%, RE NG RIREESE A VEGNN 7 FHLENE S, FE B RS it I WO Z B R A AR, R e
JTIE R SRR SCRE . 0, SRANAI TR TR I, FIRIZ S R AT e S = T, HBR S AR
ARKFFEEESEA 6 (IGFBPE)FIMIRIAIER T a 15T H 6 (TNFAIPG) IR IA B H R T AMRIR, X
NG WRE TR R [27].

4. WIREZERATTIHRE
4.1. |BEBIRTT

JR BRI ELHERE B R ST RERUG A B3R NE (5-FU)E S 55 e, B Rz R v i (it 2
ANV N TR, 2 e AT A 2 i 4 B R R SR S R, AT R R R ) P R [28]
[29]. AR, KHAfHE FME R B R AT RE S BUR IR ZE s . O RVIESENER, RICTEEEEMAEH, FEa
E HAIE YT CARRAREE B AU o BRI B B AE ML R d i 3 PRRR 0 24, I8 7K 3 28 R RN L&
71, W ERIR RS2, HRER BN, S6KIMH. IE9kR, 5-FU 35 F a0 i sl 2
S 200 PR 14 B R R DR R, SR S S T DA BT R, R R R [30] .

4.2. ¥IBRTT

YR RFREOCIRTT . B ERITIE AT . kiR (PD L) IS BAREIR P UM A, ezl i
HE, SRR LB SEE[31] . SFREEOE(UW CO, Wot) 1l Rt R e IR B8, R IR R
FRIGFA[32]0 BbAh, JERIBE A FREOE (N 1565 nm FHBE IS IHOE) tiE B RERS B ROR S bR 38, HLR R 1
B o IR R P RIR RN BRI A 2, & H T/ NIRRT, (HrTRE S (R 7 B K [33]
AT (¥R)ZE X HERIGTT) PV ENAR G BT B, I A A s M PR R R R, R BRI EL
Jeis WUSSTRR R V2 i o PRI, SR I8 O T MERRIZ IS, FEAE A VA IR 5 XU e AT
4.3. FARETT

FARDIERAE AT KR i [ PR RIZHE 1 53, (H Al BRI R R A, Il & 2 a5 G Hph

DOI: 10.12677/jcpm.2026.51040 275 i R AL B 2


https://doi.org/10.12677/jcpm.2026.51040

wEIt, &I

9T T ARG HOGIRTT « BB IR AT 55 CLBRAR S R XL [34] o AR AP ARET - RO A LK R ik
K EE G BRI A BT DU 3k 0, TR R R AR ek, ARha N 5-FU Bt REz R
SR SR RIFHIPMFRIZOR, RES 1k — 20 Hi| B AT AR v PR AR BUTAR[35] « 28T, FARVRTT Bk
AE TP 7 R S SRR R, JCH T H8 i i X S5 m R A AL,  f M E FART %

4.4. FFLIRTT

B KRR IZ I > T U IO TR N AR, 31067 AN DRI TT AR T SC I 9T 7 1)« B, TGF-B 2
AL RE RAZ O RSN R 7, LR G B B £ 44k 24 Pyt A 8 B TE I AR A 78 o CUF S B8 A 250 il
FRAFYEAM G TE . SR A R TGF-A1 3Rik: IEA—100 11 I ARSI VA 7 )= 0 1 F it A T8 e
YT AVERR AR IZE 2 &t S A M, SRR HESGERIRRE R . = 5 BRI A A
W71, NREEEENAIT RO TR R, MR TGF-p S4B Rt Smad 2K 1 19/ 73 1375t b T 1l R
HITF R B B [36] 0 3 TRRIZIE th Th2 S fimfar iR, 1L-4/IL-13 36 s R B R, FEERICHhi (Bt
IL-4Ro HLHT) CLE 2 TS 4R35 A/ NS 61 2 ) b FH 067 oot ] 2 /R38R Y298, St PR R R
PRI AR T AL I BUR [37] 0 BbAh, Bxr HAth 280E IR 1R 7 WFEER RHUHT IL-6 52 i) FE AR ST
SIYIRRL h BEAT RGN R LT 4 AL AN JE 72, At TNF-a B0 5770 (n 385 2 1 78 B ) g A Rk
T8 TR B3 SO FRRIEIE A 2L, IR B IR IEE TR SR TT BRG], HAK IR RO e 4
YTV . FEBNGIT 7T, siRNA AR CRISPR-Cas9 i [K 4 i A 7T LASE A T8k COL1AL.
TGF-p1 25k K, siRNA BESEHTER COL1IAL. TGF-p1. CTGF Z8URIEE N IFRIL, EARIMIEIY)
HREY v LI SE AR 7 P PR B0 3 TR /KPR 21 Ak, R LI PR B FH R DG BBk R AE T K e v R 2R B 5L
IR AL 1) 22 43 3% 2 G (W9 K BORL) . CRISPR-Cas9 FR i b m %t 21 44k, 5 etk L PR kAT 7k A VBB IE,
FI Rl O A4 AN S R ool i mi K TGF-B 32 AT (TGFBRIYEY, HIF-10 35 K s S 4T 4L R R, SR
BRGNS R ik 2 At 5 IS H AP, WEai . R,
YR 25 CTEAGBEHN ) (PR IL T Ah) AN DNA FESE RS B H0HI ), W] 52 e o7 45 0 TR 45 4R 4R AL Sk [
Fik, WHMIFTE RN H AR AT AN B S AL, (H T A S N AR ROR,  TER R B R ARk
F BT [38] [39]o 4 AT 2 (ln i iy >Rl ) 7 Jo 4 L) ek ek 55 A4 FH R S SR B, R i SUB S
PLerdidt, CIESIBR S RRES R, (R HAE N (12 ARG A 75 2 — D IRIE

5. M 53R
5.1. SN ABRNTARGFEE

TRIRIZ P8 1A e AR AT 1 L0 A S S 8 . RO B RSB RO NRE . DA R BRAE A IR Z 50
MU BERTIR LS X AR, ROREC— RV T B0, & AR Z e s TR, RESH
FAREAR, WD BRI RIVEE o A AT AR UG P 8 37 iR B I ORIZ I 1) R A2 4010 BN, X
TR R B, AT DS R R I IR RIS 2506 TT , WK R SR T A A F 254 (ke B ),
L] BT A 240 ff et P 38 B R SR AR
5.2. RRIFESHRRERE

ARG B2 B TS . 07 SN CR A B LS AR, B G. RONETT REN
JRIRAESSE, AR e ARG T DU IR Ay B s i SE AT SR B Tk
T R RCT B JCHSE M T ORI BUROR, 7 RREA I T DOE B e ORI 54 (i 7 AN T T,
AT LUA ROk DR 38 4 SR BERUR B - SRR, TR T AR Tt Ve RURIZ 95 S Bh 6 T
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B RV K e i [41].
53 BEHEFSLEXR

TRIIZ JE 1) 58w R NSl BT 7 A BRI SR . R 0 N B RO R RRDZ R AL« IR9T 7
FAITARCR, I EE @SRRI [, RS R R RN, DLt
IR DB SCRE AL S SRR R RRIZ B IR T I R TP AN T AL — By, U T4 R A R Y
B S EE R KIRE VI ANG YT, BUOMRIRIZE B R R R, s fr e TR eR . i 2
FHMER B BIEAMRE GEERL), RN R RO AxThi ) 89 [42] .

6. &it

WIRIZIE AL — TP 2 IR SR B LT 4G Ve, HORNLHI e, P pitfe . e, ROE%D
NHEER. REZBENGT FRER, BRETA Bt ARG, HEIERIG A, XN TR
T R PR AR T PR SIS DA SCIRIN ZR & 0T, AT BURIRIZIE K AR LI Stk . JO0E
2 AL X 5 AN A B A0k o EE YRS 2 B AR A, AR 1 N B — iR A R AT IR [43]

KRR FERLRE— IR T AL, JFRAE . SERVERGTT s, JFai &2 AR e, L3R
EVARIT RCR IS B AR . R B A 2 ARSI, SRANIRZR S THLE], DL RTE
FHERAE TR T o RN, IMPRSEER TR 45 & 2 A RHME, WEIRL. BIRSRIREL ., L EHHERE
EETT R MBI RIS E, FEET R RGO, WRRSRA . L E AR )N, PASR
FOTROFSGE AR . SRS, BB UEEE RS, MR AR e, AEERK
SEOLE LS (R PR 5 )R o

&5k
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