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M2z ( Ceramide, CER ) , SCFRMN I fie, 2 B2 Jbk
H—FhEREA AR, TR TR, BA
PR Fhia. bRl TTRE. PUREZ I el
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1. M RERV S FIFE

MWMEB A RENEEIRR KD, SARE
JI T 1 30%~50%( #% [T+ v ). i 4R I e R G B A
i 5 3 & I8 W R (fattyacid,
FA ) T8 o T Jl2e o 02 42 20 pko M e T Ak % VR I RLARE i
. ORAEBHERFE, 13 LCBAEFE 2 o FAM i 4%
KW AR, B LH LCBS FA LAY 15 21 (1) 1 4 Bt
AR, B2 MHAULN—kY ", HrLCB
4% SN M 1 45 4 B% (phytosphingosine, P) . il 4 & &
A8 4 1% (dihydrosphingosine,
DS) Fl6-OH#S % i (6—hydroxysphingosine, H) ., FA
g3 8 Al 2 BE QIR i B2 ( Nonhydroxylfattyacid, N )

i (longchainbase, LCB )

fi& ( Sphingosine, S)

. a—OH

ESTH: SMARBATREITH BREXE (2025) —#133

B§ Wi B2 ( o —hydroxylfattyacid, A) F1 o-OHJE JIi T
( w —hydroxylfattyacid, EO) . i 4l LCBF1 FA ) /A [] &5
I, TR BT A TS AR A B I 4 8 12 Z
W Hih NP & i (22.1%) , EODS & ik
(0.4%) , FEEM 2Rt (EOS. EOH, EOP#1EODS)
o R AT 12%, 1R, PR b, RRk A

JREHA 16 FAR AL AT, FUE5R 4R mE:
(ODS. OS. OPFl1OH) S fa REMZER:, ML
PR, HHEMCA IR TOENE . ANEA —FidE G
IERHIN T AR ~ 8, DI e% B R
v, TR ~ 11, 5% B 5 YA b 25 e
iz PR R % A 00 2 S 22 Wk e E Wi A BRAG 3428 ), I HL
W& AT HORIOER S, T i/ e AR B T O
t 1000 Z Rz ™, BEAR H AT T 1000 Z R4
Wik, (BHSLAE R Ak, & R Z Bt rh AR
AR R TR B JHPEm Ak Gt i 2 B e e e e
1(EOS)., MZME#Z3(NP), MZEMEZ6— 11 . NP /&K i
EERS ™, 2R T ERGMIOE R, R
SEAP R S PR TR R TR R AT, RT USSR Ik
FFBCEE B Tk M, EOS /K- R £ 36 i R Iy
M7 E A TG REIEEE ), AT I B B PR 7K 437
S UV A, MR 6— T IR BT HNFE R R AR AR I
FHIVER M,
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Nonhydroxyl fatty acid | a-Hydroxyl fatty acid |w-Hydroxyl fatty acid
™ A) (EO)
Sphingosine WY“\NVVWV\ POV VVUSN B ssseseee)
S) ) §
LR, (NS) HIERREES, (AS) WAL, (EOS)
Dihydrosphingosine | S s nrnn o B sssseees)
R i eseaaasaaed e e
(DS) Y
R0, (NDS) AL (ADS) F£RIA2, (EODS)
Phytosphingosine PSS USSUUUN H.A«((Q)(LWVVV\ I TCCCCTCS
) o Lo - I Y
L I ana el AR
® ’
kI3, (NP) MG, (AP) A9, (EOP)
Phytosphingosine |~y /I':m“/‘vvwv\ . WWNW’WW?
wu BN M acaaaead
(H)
HHEERRI, (8 NH) AHLERILT, (AH) AR, (EOH)
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2. BRI YIS X

MBI T 3R IR R A e, ROAAKZE
Pk, BREIR NG (SMase) /K IR AR & oA, H:
o, IS RIS , R SR R S

BEJBe BRI, T 22 B B AR A 43 A AR IR A 5 ol e 22 I i
W78 G40 L S G437 U0 FEAL & g/, ik

JHe A AR ) 0 T R NS 2 o AR I P BT R A
FIBR SNV IE B 58 e B G 2 RN B4 S A (CoA)
T 225, R A W 5% %5 7% T (serine palmitoyl transferase, SPT))
i A2 B3 B AU (N, TR 3 T A AU 08 I
(3—ketosphinganine reductase, KSR) (I [ T IF ot — &0
B, JFAd N B A B, B
T AU SR ( dihydroceramide desaturase, DES)
(VT e AR i ph 2 M flie 151, it 22 P fe T T o 6
BERENE (SM) @M AR E G, HE R A
fEERAEER . Hr, SMiGZm # ek AR EE (SMase )
KR SMORE M, AR L R R OGS T 2 3R
R TR NG eSS BN I U, AR, BEEEIR G
(SMS ) M PR EEIRaY o) & B BRAR . T4 Qi s
T I e 2 B 1 Bl (CDase) PR A4 1o 228 T 42 - il i A 2 e 1 L
AT AP - BRI RS (S1P) ™, el % AR vl i i
LWl AT (CerS ) AR B S RE G oM Bk 70, 1t
ob, BRI R N R R AL AT AR B S1P, T S1P @I
S 1P i1 il 25 Bl R A0 ST P A D i B, (A A
AW ROREE SMase i@ EH N TR, Wi A
MM . R R A AR R ) EE BT, T R R 42 L
il IR VE I I I e g 2l M BB R IA R T
2, FEEHMER SEACKES - HKRBE 5Fait, th
I A BT A RO ) B — 1D JZIREE Y, T2
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3. ML S K K FEIEINAE

Bk B B TR R S BRI A R R AR
FRBEAL IRk, For, PR R AR O AR R 2 B
R EBE AT K S BRI TR, 345 TIURRAY “Fith - XK
B —— |1 15-20 2wt 1A BRAUAE (BB ) G
JMEfRIE ( B3 ) Higs. 1Eh “BpXK” MgHiaE R
JR A2 B 50% HIRHEZETENE . 25% A AL R 15% 31 25 iR
IR, 4% ERHEEFIR AL P, o b B e A i 28 T e R L
FERIPISRIE 7454, Re M bR LIRS p R 1 R (A i S5
B, TSR R A R R R A, BT Lk B Rk Ay
TR o MABNGLRA LR BRI REEEMIER, 15

B I R BT RE AR 1 A R SR B, LIS 36 B2 Bt
DRe SRR G R R TISS, AR EILTCE
VINGRUBRE I 22 P AL B IR JB R PR T REZERL IS, B JBk R
DB EHEN IR, B G pls . 24 B BRI T RE
WALIEH, PhEmERE G AT 1R R ™ X g a A
R B 5 F/IN RS B BT R PR AR, (5N LR Jhe B
BETHBEZ A, SECH A TEWLE LT, # R &ml &
N T EMITASE AR E A 13 K5, B

BRI SAAE . TEWLAE . M BLIE & RO TEARiT
W77 245 2% RTINS BRUSE JH )
REAIE VRN . SLash R BI/INGUZ ik TEWL (B BRI ZH
BT, WhABE S R RGN, NRUEE RE RE S
PMES . IRFRRMIEITT 25 28 AR AR Fi7 8RS
PRk BEBETIRE, HAMUH] 5 A U2 P B & g e

9%[26]0
MREETE I & B S SR S22 St AT 5| R IR R A
AR, SEUZRSFERIIREZRAL, BRI R 2 R O B
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Bio WHFERIN, FERIER 4 (AD) &R i £ B
SRR R, HoR AR S AL 2 1 & R R U
P B SRR A RN A AD SRR B R BRFE HY EE
TR TR BTSN 2R, XA LA
FEMZEI I SRR, HG R B KR H B
KPR BRI IR T2 R B R R I RE RS . (EAS
TERUAE, IRREE R IR it e 5 o B B 5 7 AE R B
RO, —— i SR AN ST R I S LRI K B3 Bt Fii 5
VR, BUS—E BT,

4 HEERRE S K BRI TR

G I AE B O VAT T BB R B ER
A, BB BRI RESZ 4RI B B JEms , ARk e %
B, BIAILEIRRHE: B & B T, W2k
Z B, AR S, N A A AT
JBEIRTT AT BRI B R Bk i, BETE I IR BRI T BE
41450 % (AD)

g I 1k B2 % ( atopic dermatitis, AD), g — i UL
Mk R IR, HARE R R R R . T8 BB bR e f
&, ANSSEEAMEER ™, HETERER, ADE
A B AL R S R R T f P S A ol LB A A7 A
RFEES, [FIR PO AR R S M & 5 IR A
Kk, Matsumoto 5 \HJHE, MBI EOS TEAF M M K &
HD 1 529%5% e A R Tk AR AR B [ B 22 T e AS T
TR, TR R AR AL (1 4o 6 I fie EOS 1 2 18 fiie NP [
IR P, SR R A L, AD AR 1 32 500 B2 A AR
TR R o - REMAEBNE S = BEER, o-REMEZ
Ml 535 B2 ff A ELIAREE , JETEERRR R BRI e &
HEEIER Y BA TR MM LB NH, NP,
EOS, EOH i1 EOP {5/ 5 K2 Jik bt i oy B A A= PR L 4
M, T 2 i AS T AH I & B2 39 i B4, w5
BRI, AD B AL X R 9 78 X 5 1 A2 T e A R
T M R Fp P B AR TG 14 I SRR, AT S M 22 I e 1
Ao SR I AT O 1 43 A 28 R TR Pt PSR B
PEREAT P, Sawada 4R HY, AD Bz JHh 2 Bk D T RE &
Th2 B RAE S5 K. MEE AR A rf, Th24y
A (IL—4. IL-6) HIPNONEE R T M U2 Bl
AE, FHIE R SPT-2, FRMEMITEREE I, B — WA b
IR AR IZEIR B0 2 LATIR, R AE 7 ) RE T TH

| T T —6—
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FAFREEER, HACH SRR SRR e, 3
AD i o

FERERME R R (AD) BE, SHBACHRIR IR
CEWEIEACT R, TR EE NG I B BE A AR I R Y
MBI 2, X SR R B RE T IR 5

ZERTCRL Y R, VBT AD FISRHE R AR R T4, R
SRRk Bl ae . A LS ORI T A B T R Ik

AKEE, PR FRSE N, KRR BRBR IR — TR
ST, EEBE R FIAREBEE R KR
J (TEWL ) FURER 1 e 4 7743 F: 3% (SCORAD) #3447,
BT H ARSI ™ — IR g sk, S0
FAAIRIRA L, SR -5 i 0 M e 1 42k 7 R (R s 7 P E 4
FAN R MG REIR AR E . TEWL IR Jie &k ik, [l AR
HWE R M AN, —IRH 6 B BBAF A g A B,
F PR FH i 22 B e T kRN PRI 7 R {8 SCORAD 143
FUAETE it (QoL) PRy B, SR ERLE M 100%
F%226.3%",

BT IR R AR T T R R A (AD) T
AR . HIRTRORAUE T 520 5z S 28 [ s 24490
AT RGBS, LRI IR —IHEL
X I PP S 2 B 586 (Cer-Mg) PR AhIAIT T
FERERME R R (AD) HP7AL, FPEH ST ORI H
T (%A ) B THE, ZRER, BIT6f)E, Cer-
Mg 5 ST HIFAZE A% SCORAD A1 TEWL 77 [ B AT A 24
M FEHGERCR, HEEN TR, R, Cer-Mgiik
ANTE G BB BV E F B R AR R T (NMF) P75
E AT AT R AR ™, B—AFge kIR, &
LM — WA R (LA-Cer) RIS E RIS EE (0.1%
TR SAANTUE ) ] REIE I U IR/ FH RIS T R Jhke 2 7k
FIFUEE TEWL, BORAUS T B IR SRS, 18
RETSD Bz ST [ R 20 1 e, R BelE F AHe IS R 55
6 AD R JHk BRI RE SORERERE IR o A — T e E— P 5
R, FEHAE S B — R RIS [ R 36T A R AR
H, EESHEHHEERIFIRIREE R, ADE KR RIAIE
G2/ H W SRITEUA TS AR SRR A Rt e 1 o 7917
L AD IR EM FEEEF B Y, A A AD ST I,
ERZETRERE A H  S A T RERR R (1% e AR
B JRIHAE ST —— B2 AD ] B B
HiK82%, MSERFEMNT1%, HEEEwZEER, HA
MERBNFHRAS R L B
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BRI A — P IS PR S O P R SR, HLARAE A 21 %
RBERECTIE . A R T e . AR AR . Ho B
W ashE, XEERA R mEs EE e, 5
AD ML, FFFE R BB SRR B R R B e & B R 2H
AR . HIEW ARk (BUH 64 55 o 3zil & 1 I
FEHAEAS) ML, HUBR R (B2l ) e
MZMEE NP, APF1 EOS /KPR, 1f NSHT AS /KT~
& F B B 5k ¥, A —TRnHo s Bos: (1) B
JikH NP/NS, NH/NS. NP/AS. NH/NS, NDS/AS. fHZit
Jliz AH/AS ] #h 2Bt 2 EOP/AS I (B FA%; (2) SRk
HREEJBEAA LG, B4R e X e L AR, (3)(HS IEH B ik
FEEG, R Rz bk P LR e s e s A RO R
Nakajima 278, 5EARU/NFARL, SPT A mE bR HT
A/NRFIH B G TR, RGBT BRI,
FrkRe T B, B2 SPTHI2JEH 2 DL /N R H B4R
JE R R AR, LR RSB 2L Y, Tawada
SR, SRR, HE PR AR A A KRR
MR At 22 I e L 51 B SR A1 B SR OB FEAR B o B Bk
FEMTINE v BICTHFRMA A BP0 EH ELOVL
(RAENRITERIECHE ) R A BEZ & I mRNA ik, |
TP R TR IR EE IS, TEE N X — W84
ST LA REARB R B JHe & RN 1T BR A b 2 TR PO 9
A

BB SRR & (AD) EATHEU R Jok B e i
T, QFRLIBE, TURFTERE. MBI BEE I AR FERHRL R
JRAZFERHAERAG , W AD A ERIE IR 22 T e 28 1 51
TR F T JB o (B R B, — TR 98 2o,
SRR AT, 20 85% MR rh BE AR B o R A
TERTE AU RAEH IR AR, B 1% s 55 FR
Bz kAU RO Y 5 ADEL, R BUERE R S A
W[ B b P ZE AR B VAT R I R R . —Fh
CTACRFINRATE I A5 A 22 I FH) LRI AR BB 5 B R 288 ]
S, A2 J5 RV AT (S 4R g TR 5 T AR FE R4 (PASI)
PP R 50% , R ik ikt (JE FAYHE CAP I
) bt GFEKRA (TEWL) f3815065%; (U
P R Jo 2 [ B (%) R ZH 5 8 ) AT TR 31 50% (1) PAST P 1 .
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UEAN, 5 SRR , AR A e e IR e ) (T 71
12 [ 32 F T RE 4+ CAPME . (£ TEWL, H. PASIi¥
Gy [T ZE B R RE B Y 5 — TS ACHUASE ) BB AT
IR AR T, (AR AT 25 4 8 5 R R, (L
FR SR BRI R A8 12 . SRR, TR
[ HRE 132 2REET (BSA) | PASITESY. [EATERGE
fir (PGA) J 1 [ A= % FUEHREL (DLQI) P4 HIARERHIG
fr, TS BB MBS (VAS) T, JFH, 78
MW 18 BB T, HIPIE KR BER, RN
[AIREIR B, 53— [ St HRBA B 528 AR 3 5 i R
AR AR, ARIBT IR Z RN 92%, THEZIRT
HIEBAE 7T1% 2 R IZEIR (>17R) , HELEREEHRE
(A BRE Sk (SCH) PRI TEWL A B,
4.3

PR R W B 2R e e Jhes , HRR 5%
BT e U1 5, 2 2R R 500 %P B
B, Btk IFHREERIR R, S EET
QAR O HE RIS AR AL BTG PN Tk
B, A R Rk T A B S RN R . BT
BRI B Bk M &R KAk i 8 (TEWL) &7+
&, X —IG T RE S M A AT I SO AR — E R
Pappas S5 fiff 528 1o 8 o 0RO G — U 5 PhL B AR I
(UPLC/ESI-MS/MS ) £, 4 {e e s Jhk 550 B bk £
JREMZB AR, BB, it i
283 PR, S5 REIR : S B R ST S R T
FREEZ e, HAwhiZemiiE NH, AH, EOSHI EOH [y R h
B, HAZZRE NI B kP a5
TEWLFHHiAHK, (HEZE TEWL ARG e ™. %
T KT B R BT REZ AR B, AT Z B v B
Vit e L NSRS b S R F N S o= <y =i Qi) R U2
Ji B3 TR R AR PR R VRIS TR Y R4 B = B T AT
DA BREEZE, TR MR B, PRI BT gt
I e Jpk B 1, AARZERFE R T — RSk S, AL
FETIRFIVR A 59 B ML RV T A . S M HE B I 7K
PEACHK DA A8 (B Mg e R R PR S B PR PRI R I
FITFVRTTEENE . N T AR AT X AU R Joe e AR s 1y B A T
EIRRSE, A ETR T IO 4 iR,

(T
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W29 44 A AR s HLRE I U0 756 1 H Ao e
hzulE . A REERY, EEE D, BT ERRI
REISGEE, fARENIEE SR KT B850, R
PR B S T B M A B e 0 e e R B IE K, HASHIZR B
WURE S DREAA BB, AR KRR EAER)IZ T, 97%
M E IR AR 8 AT . Del
Rosso ST R, 50 FH & A 2 e S0P () R 47 Bk
RS B ARy Bk, MEAREEKE, WD
SR ARG IR — S8 B JHA R

44 BRBERBMERREERE.

SR YO R SR i - T g . R
figh s AT R M S B FELL K20, /& i ABCA12, ALOXE3
SRR SR Y, ABCAL E—FEEizEN, &
52 /N (A i S i 2 R R ok B e R R Y,
Kl ABCA12 S48 S EUM M SRR PUs i bt , MiE
TO RS, R BRI A i 2 40 1, XSk 5T ABCAT2 58
7 1) H. A Fr R JE A IO RS IR A SO UM R, A A
ZBEAEMI R BITREE, ToEkEAMIE RIS XL,
TSR R A LG, X 2053 3 By HP i w2 e e 1y 43
MESH N, SR AN, W RE R ER
ot R R I N R Bk i & (TEWL) | JL
T e 2 73 A VAR [, s IR IR — &
JELCAEASTR ¥ A, LT R B AR A i FR A 1 B Jok b
AT EOS /KT # e e ok e AKE, 1 B PR 20K £ f
I ] P AR 2R B M 2 T e BOS & i (1 3 AR AE 1), 1E
TP A EERFELT RO (AR R AR R ) 5
Pkt eh, 58 ARUNRAE L, 7EAE A 1062 19/
i, M NSRRI, TR A BUR R B e
Wifiz EOS. NP, EOHF1 ASJ&/b, Ml i F a4 b il 222
Je I AT PR 7, ALOXE3 il ALOX12B 43 1] £t ¢ 4 i
F R RA A HE3 (lipoxygenase—3, LOX3) F112(R)- g
T4 & 8 (12R-LOX), WIFPHES SHACZm: e b IR
AR BOARAL, ORT BB A ST AN AR B R B A
ALOXE3 £ [F| 5878 Al SEL Ay FUZ R Bl BRI, B e ik
FREZAR U, AT TEWLIIN . B2k BRIz 10 1
SRl A, ANE S AR b R TIRT
TREBEU IR A7 . — T 10 H s s, BaE s
FIE 0.5% MM AP BT, BT BB SRR S

——

S

W GE, RUWA RN R A, X HAb R S 67 2
P RAFAE S T,

5.8

BN R A RE R OA S, ZHEE
5 i O P I I B 5 S TR R R SRR e o, i
S HREFRZNA Y, Wl REEEER i -1
K ORERR, KIERBEII0E. BRIV, Wam
F B CE S e CABEREAR BT MR TR ) slfCil et (i
WEHFI ) P SEBREEERE, HEMTS R RN R
BB IAE MR R R A S A J . BET i, #hsE
EONEE R B HOT G, EAIR ARUE S T P
GRBOKINRA, PRk EARE, B2
A€, WM Z MR ISR I P RIGY T A B RN
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Abstract :

Ceramides, as the main lipid component of the stratum corneum (about 30%~50%), are key components of

the skin's barrier function. Its unique "hydrophilic head-hydrophobic tail" molecular structure synergizes

cholesterol with free fatty acids to form a layered lipid membrane, maintaining epidermal hydration

and preventing transepidermal water loss (TEWL). In recent years, studies have revealed that abnormal

ceramide content can cause diseases related to skin barrier function defects, such as atopic dermatitis,

psoriasis, acne, ichthyosis, etc. This article reviews the research progress of ceramides and skin diseases

and the treatment of related skin diseases.

Keywords :

120 | ESEER

2025 95 25 H

P H A RHE254F3.indd 120

ceramides; skin diseases; atopic dermatitis; psoriasis; ichthyosis

2025/9/30 18:22:27




