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Lipid Structure in the Water Permeability
Barrier of Human Epidermis
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In any living system, control of water permeability is essential for survival. This
review begins with an overview of the vast amount of work that has led to a greater
understanding of the mechanisms of water permeability barrier (PB) of the stratum corneum,
including the nature of stratum corneum lipids, and specifically examines the essential
role of ceramides, together with the role of linoleate. The final parts of the review
summarized our study of dry skin in atopic dermatitis (AD). In the study, a significant
decrease in proportion of ceramide 1, which is a carrier of linoleate responsible for PB
function and decreased levels of esterified linoleate of ceramide 1 were observed in AD

patients.
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2. REAEMREOEE

At 5 ERMRE AL X h, SHREE TS
PEEB AL URMRTERECBE L, Bk
Bafi-ob, MEREBAES L AEMIRE (stratum
corneum @ SC) #HE L, mEMCIIHET D, EW
AT, MOS0 7 v 235 F < HI
ARhTWT, W4 BTHELK renewal Eh b, AL
KB, L EBCa» S eoh, »LEOEETIR
EHELEhEd2b0REHsn 50, TOBEE
HoERORBNEL L, MiaHE H BEEERD
BitE b b, ALORBEMtH 5 AEME, &
HTRFEMRT, B OMRM/NEE LIH% L FEMf
THEHEA, MBEERAZT S F v BEETHIZ SR, cell
envelope (CE) &M n 5% 15nm OE2OEAE
BTEbLhTHE CEW, AvErz)veony sy
v, aAn=7 4 Vi EORE S EEEN N-e—(r—gluta-
myl)-lysine &% disulfide & LTI/ AY ¥
7L, BEmnEEER-TWE. ZOL Y BERHE
MarEBCRLERD Z L - T, B3t
LTHRVEFNE2E L, BYPHEHORAL <2 &
BTES. L Ld Ll s Mo ricBER»? 5 hiT,
IFFOLOETORITLES, LZAHD SC OM
i, BEORL SIREN LR b EBEE T S
H, ThABBREEYCEES T 5 & CE/monolaver/bilayer/
bilayer/monolayer/CE OBEENRE LN S, U E#AL
@ bilaver I8 4nm OEI %R L, REKO~340
hydroxyacids #8253 N5, @EhLb->THET
%5. CE C#T38M T, CEOBRABTE Y — M
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BEERTAVELI YV YOI NR I VBOMGEE, &5
I NS5\ XA 7 ¢ v T v RO KEREN
EREALTHWES (B DY, CoBR#ESE, BEAns
D EEmREEL, PB & LTBIET A LA TES,
FTOfFERe MY, BRLLIBET A bLERCRVTL
EFEREERADITH Y, KEOBECLEOZ EMNTE
HEZ b A.

3. Bk s AEBmREEER

REOREHEBR > EBICoHT5 &, Sbictf-T
ZILETEZ bbb Thbh, EERBTCIRY
VIBELRFERSTH HH, S >hTH@EEh, th
Eb-TRA7 s valgE (Fravnes I FEes
IF) EavRFe—n, BHEBOSEMARES. Zh
LORRER, HEELE~ENECSEBE S LB
mE% (lamellar granule : LG) &R S h 5. LG i,
£ 0.1~0.3pm OEFEEXEL, BT AE%

T EomngR#Eswrat (B 2P, CofRREEY

i, WEIDRSRR L TBR IS LELLR, D&
SORBE 2HORE 2 ERAED, WELIE TER
LTw4. LG i, SC eBfT1 5 & iR gs
L, TOREY»MRMEBcH LET. oM sH
BOIBIIAE L, SRBEYRTIEER ER IS
(B 2). ZoER, BlEEYHV5E, CE LR
4% monolayer *MREBZHICEHL, TOEEEAD
ZENTEA EELD, 20RROBEBEHORB LD
TR —=NTY YA LTHE LR LT, £33
FA945% (wt %) Ao A, 3L A5 o—125%,
VEHEREREE15%, 2L AT m—AY LT o4 b VIR

H1 fEdRBrlsdsf vELI Y YELT I FOREERD
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B 2 BREN-AEMARERED
S AEME, 1 AHEMRME G HE
BB, kf: 7 55 V88, scl: JBE%
B, ecm : MIMREE, lg: BHRER

BREhThB%, thiebtho7)—27 4 vay
vEEL., ThbR—BAEMBMEEE (stratum
corneum lipids : SCL) &FRiZh 5.

KD PB 7, SCL itk ->THEbh T 5T LI,
WS O DOERGERA S DD, A THEBEECR
EEMFIT SCL ##H 35 &, transepidermal water
loss (TEWL) A ERATAHRBELEELEI T L. T
bOLAEERD TEWL ©EHIZ, KEO PB DK
THE%RT A, ZORRBMCE, #ruBERES
WhOLIEREEEOREAXEL, LrdbERANGEE
EEAHCT SC ORGEFEXRET S &, EWE
LR 5Y. SCL o s PB OBfkic>WTi,
80, EhEFERY—THLT 2D SCL #H
THELORELH I N, TOHELS I VA PB O
FRE R BRI LTS 2 AT b, a L XFr—
NIRRT L CTREE L S BREEI S hs
Wed, TR LI 3EOEEHEETE O THAS.
U R Y — AOWIERES b B HHTE, 2v AT
o—d, B EARTEES I NGTFRED Ay &
VIOTEFEHEL fit 5. BT I FoR
ERCRBIBB OSSR oL Th, AROBEE, pH,

14 VB o OB L WEEHE LB TR O B
ERNEEAVEDEEENELELDRA.

4. 73 FOBE L BEE

FHEADOL T 3 FOEBRBERIIRIETRREL L B0
TAavl45 3 FRRT4vadIc) vyhbERIR
LEELORDL, SCL kBT A+E7 3 Nid, #T5
WELBEHBOEV AL 1 ~7 40 b6h% (H3).
Chix, BE/so<hr57 4 —%F0T SCL OFD
5 I FNEGEL, HRZoT T F57 4 ——TAAR
ZbhaA bY =R NMR 2BV THESRELLLO
ThHsH. IO TRIBEOEV£7 I F1IE, o
hydroxyacid &t % 5 W #569 B iEEE (esterified fatty
acids : EFA) ##%, acylceramide (AC) & HFFiIh
5 (K 3. FEDO LG HcBER= 7« v IfFEIL,
AC i/ a—AHEEE Lic acylglucosylceramide (AGC)
THY, AC X, AGC # LG oL xhs &%
{2, B-glucocerebrosidase 1= & » TKMBE W THR X
h3. ¥4, CE &#HEHEAET S o-hydroxyceramide
L ZOF AGC hb4ER XN, Z o CE-monolayer @
EEEHACIEESBRENEN - T ELELDLND
(B 1 &3 2HE). f£-T AGC DARE N 588
¥, PB OBEOLDICEETHS. EE B-gluco
cerebrosidase #RKBERILPF VAT 229 7T R
2, type2 @ Gaucher JREBEOKEFIL, EiH 8B
L, SC OREEBEESTEE LA EhT
Lind PB BEERETL TV A BEI AT,
AC MDD+ 5 I F2~T7ILHELTEDbIEER
BRIV 2hELZLRE., TTEIR, £OLF VR
B o slEgEoEs g ons (B 3). +ih
H AC @ EFA 7, BREECEVTIURy bO LD
BRIREFD, TORENEEFESF LA B2k, EFA
OHBEOBRETSH D, RECITEARIRO &8 %
BHEELST, #-Tt7 2 FORBHRIITXTHIATS
5. L L AC @ EFA OXIAREIFIEHB LY % < &
&, Ihbi, MEEKRTHD. EELHIF0RROAA
ANTHH LB Sl (| D), 802 Eafn
B, EhThAY ) —ABANKELETNG. Thb
LERMERL OB AT /- B, SR
AC ® EFA & LT SC tHETR. U/ —LBRE
RTHEE L9225 o bW, TEWL O LB LLHE
EEE Y B4 A HRNERC L, U/ —LES PB
CESTRARTHAHZ EEHEL ABRD LR TV,
FOBFIIELTEETER . £5 3 NiE, SC ehw
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£1 TrE-HEEAEELBEGBED T, ceramidase ik ~TAT 1 v Iy VICKBEERD
E’ﬁ@@ﬁg@ﬁjﬁﬁﬂiﬁw@mﬁﬁggﬁéihé BB S LR, Zoftt AC 1E, tri-hydroxy derivative
;E’E{Z Q(%)i g;géﬁg%%;%%@ (polyoxyacylceramide) B EN B &5 v b D
- B TRENTW A, polyoxvacylceramide 13, &
Chain structures %é%?ﬁﬁg ﬁfﬁf%g LREETINERL, EHCEEAE DS BREOR
14:0 0.5 (0.4) 1.5 (0.6) Bl FESFTDHEELZORS., )/ —VERIT
14:1 0.4 (0.3) 0.5 (0.2) 13-hydroxyoctadienoic acid @S h, ZhaFk
15:0 0.8 (0.6) 1.3 (0.5 BOSEFIET 28EXF T2, —H7 VDA 7 ¢
15:1 1.5 (0.4) 1.7 (1.5) VI VIREOWBHEAEHFT S, -T AC B
16:0 16.3 (5.2) 17.6 (8.2) Stk 3K, B PB OBEVWETHLEGTRL
16:1 4.7 (2.8) 3.8 (2.0) REOGL LR HET DY F A v v O v — &
17:0 3.3 (0.6) 2.6 (0.4) LTEHS NS, £ ZTHEL, +7 3 FEN LAl
17:1 1.4 (1.4) 6.6 (3.2 HRD v 7 > MEERCHRDOREKLB - TE T 5.
18:0 21.3 (6.4) 19.7 (5.8)
18:1 17.3 (7.5)* | 10.7 (5.0) 5. T hE—MEEREETIF
18: 2 25.8 (9.8)% 29.7 (8.9) TR % (AD) BER, EREAES Yo
20:0 5.9 (2.3) 3.9 (1.2) WK ABORE R A L, ThEBREEEs 5
Saturated 48.1 (14.4) 46.7 (12.6) 1} atopic skin &FEA T B, AD ORERMEREIT, TEWL
Monounsaturated | 25.1 (11.3) 23.3 (8.3) HERAL, SC OKGEERLDEV, PB o lshh
Diunsaturated 25.8 (9.8) 29.7 (8.9) FIRRBTH BY. TN, SCL fD+F I KoM

*:p<0.05 WO LD Z &, EBELIDTHELLY. £
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®2 Tre—EELEE I BENEE
OFIPEARA O FE MR E I & &
hoe7 3 FOPE (EERZ)

255 R T AR | EERE

#%BE (n=12) (n=12)

1 4.2 (2.9)* 9.9 (3.6)

2 12.7 (2.9) 15.2 (3.7)

3 18.6 (4.3) 19.0 (7.5)

4 9.9 (2.1) 7.8 (1.5)

5 27.0 (7.1) 26.1 (9.9)

647 27.6 (7.5) 22.0 (4.2)

ﬁ%ﬁ 13.8 (3.7) 15.4 (3.8)
*:p<0.05

nie I hildisr b LA SCL O+5 3 F2~60D
BRIy, AC A LT (F 2). L
mb AC @ EFA LRV TY / —VEBOETHED L
ht- (FJD. ZheoHEELS, FTETE~NLLS 2
BRI PB #EFBLADATERMEEY*ET S
BRAEE L. AD kit 5 PB BEOCETIE, K
BWOBBRO LI LT NRAYEORAEBZCT S, LD
B, —RiEEEELe, 18, V7 LLF—DFR
FEABLHEEINE, —FHv 7 3 Ve~ LS
CHRNEERCEEAREE R LTV, Al
MR T <, T cell OB LBIS LT\ BHHE
HRBE., Thbbts I NOWER, AD OT7 L
F— DRERELEBRECH LB L 0T & FH
ah, EELLRFFTHS.

6. & H Y [T
Lk, e FEEO PB #EoWT AD 28D TR
Niepi, REEBCIT PB CBE L 0RERE

BRI LOREDERD Y, FEBTHERELAER -
SERCIE V. Lhvd S 3 FOABERE S AED X
DEAF I v 0TI —FRNELE - TETWS,
SHOMRORBEINIAFEIN D,
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