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Review about using Herbal medicine on steroid tapering and
steroid overuse in Skin disease
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College of Korean Medicine, Kyung Hee University

Abstract

Objectives : The purpose of this study is to investigate the effect and side effects of steroids on dermatitis and
skin barrier through lipid metabolism. And to propose using Herbal medicine to suppress Steroid rebound and
prevent side effects.

Methods : We reviewed recent studies about the relationship between dermatitis, skin lipid, steroid, and herbal
medicine through Google scholar.

Results : In various inflammatory skin diseases, the corticosteroid is selected as the primary drug due to its
strong anti-inflammatory and immunosuppressive effect. However, long-term use of steroids has a variety of side
effects, especially lipid metabolism disruption, which aggravates skin barrier damage underlying various skin
diseases and is more susceptible to inflammatory reactions.

Conclusions : Herbal medicine is used as a comprehensive approach, and it can be used to reduce the
frequency of steroid exposure by protecting against barrier damage by controlling anti-inflammatory, antioxidant,
and systemic/sebaceous lipid metabolism and stratum corneum protein differentiation.

Key words : Dermatitis, Steroid, Side effect, Lipid barrier, Herbal medicine

© 2020 the Society of Korean Medicine Ophthalmology & Otolaryngology & Dermatology
This is an Open Access journal distributed under the terms of the Creative Commons Attribution Non-Commercial License

(http://creativecommons.org/license/by-nc/3.0/) which permits unrestricted non-commercial use, distribution, and reproduction in
any medium, provided the original work is properly cited.

115



FgtoMIsm R ta]A] A33E A32(20208 8Y)

.M E

—

¥R g99] 4% LEl 2], A7 deke A
9 oS REESI, TRIAZL Hefsk= Hele] B4
At ok AES7E A gk FRelte s &
2] 2 oA Xgrt SAEE A ARl tiE
2 A WA oFE Age gluco-corticoid, ©J2Ht
steroido|ct.

Steroidi= 73t A AHE HERo] vt
SHE ofe} 7] thE G99 Tt dsEsol A
LT . S AEPA 22, o wakg,
TS, A 2 wR 915, o8 R, Hi
% & Jal A2 FARgo] vfsHA A 4= Stk &

=
3] i A 7150l HolA e tiFEe] wy Ag

)

UAE zefslo] A2 3] LIS IAlRlt =
S Ay $EEA Z71 Hy) o|ijEsiE mi A
= -

e 9 AR oPdE Zefol] A &S 4lS)
7P
webA] v A m R Aol A, steroidE o
AtAY A= FAastohs Zlo] SASHAITE AR &
i} HeE 2H wof] 7]Eof A=A Sl =
HEH HotA Heiue: Bksd/dol et o=2] &
A steroidE 7|1t ARSI 497 Erk

Steroid AFE-S Eol= HHS o] 77 A=
AoLt, FEH AL AVISIR-HeA-FAl 7|5
Aol ©Jgt Cortisol 755 @/l YA B=A], &
3o AT T S| SEAE A AT
2 8Fg Zolulol gtk Aol steroid A
Zol oFolM AES 71t A A F= 1 4
A=E TWAAA TR A S Al oF
29| B82S ARG A AP

Corresponding author : Yoon-Bum Kim, Department of
Ophthalmology, Otorhinolaryngology and Dermatology of
Korean Medicine, Kyung Hee University, 23,
Kyungheedae-ro, Dongdaemun-gu, Seoul, 02447, Korea.
(Tel : 82-2-958-9177, E-mail : kyb0517@khu.ac.kr)

* Received 2020/7/6 ® Revised 2020/7/20 ® Accepted 2020/7/27

> 4

116

Tk S HIHOE AGHL glom,

A} A W A A

of Zt gkefo] WA= YF BRI AJHeE, E A
Tolr= 71 FAIRE BEE A 2RS ZEHoR
25t vl g% BEA A F2A $19F9] steroid HFE
A, ARl ekEojEo s Qlgh ARG W 2 Qlgh
FAE ofe] 7Kgl sl AAlskarat gk

k=l
rol

1. Steroid?t O|& Zlst

APAEE 20009 oFE FPISIACH, Google
scholardlA] 252 &4 7|¥= “dermatitis” and
(“steroid” or “corticosteroid” or “glucocorticoid”)
2 o7 IS8 steroid 28714 7218
O3t AFE RARI¥MOH, “skin  lipid® and
("corticosteroid" or "steroid" or "glucocorticoid’)Z
steroid7} BF- A Z|Hof| w2j= Fgof B3t A+
£ Adsto], A 7150] AfstEle] Q= HRE 95 &
FollA steroid AH&O] His HESIIT

—

2. StoFo| mE AH I X|E JHA

APAEE 20009 oFRE FSIACH, Google
scholarollA] 252 &9l 71¥= “skin barrier” and
“lipid” and “Chinese herbal medicine’® T¥ 4
S gioF A=l tief HirH At F wFE A
2 AL sto] et =t AlEsio] s}
il



3ol 9

70 27 wZslo] Aoje] &4 o
2 iR Ry S Hase 4 g 2
Wk 2, B FEYs ol BiEold,
% £ JAE Bod = dn,
N, BT, HEAIE D 5 e e 2
YA, HGobIE, B, Ao
RolEzlel, AL, AAUES Balsto] Tt
2 oA H, olefet WAAAYE f3%, B4
2910] o8 H&Ya} HAL 7)50] Ate A9 4%
I 424 TF Aglo] ek,
31]‘:‘ Z]-IQ _4:./})}0“ _O,]B-H 11]0:1’5‘]-7(‘] o]/ﬂ- ol %Z_H]-_Qo]

o £ &
i‘i?«"

ST AQIA), ohjd wjska o)yl o ThEG
PEULGOR QI8 W A olyo] Gl A2
&= t=gio] 9Iek A SIS et 2% 7]
Bel 74, olEg, 127 W3 TR £ o] 1)
5 A% TR uo] £Aslo] 9lom] ol A 4

J

A7 ik

jEdoz offEm IEHLS FHHO=R filaggrin
ZYor TR A4 7150] Aot AejolA Heftt 2
AR Qolo] AsAA sk 7|Ao|| o5 P=HkS
o] HZo] Fr}*”,

ESE A4 3y Elolog 74 opdEAlo] 1
Efk= Agto g mi ZHolA loricrin, involucrin
H]-go| HolHA A u)/dso] ¥hA¥st, filaggrin &
Alg2 Qlsf ZFaZol|A 74]3}% 7&1?} OV}O] Leht J—}E

< A1 L}E}Lﬂu}g)
JSSOHE HAEANES EH ofF AHEY
Aoz i NI} B 2 280l o

491+ 3|3} G0N steroid Elol=T X HE ASE 915t Tk ARG Tt v
/\E[«L(‘)_:!]-iﬁ_ x 5,\_ ]l:ﬂ-/\]-o] 5]. ,] x]xl XH
s el olgA mR 4 opdo] Lol

w2 FAgA|IzoA DNA 4 571 HdAT &
2], Fzgle] o8] Wxrt 47 B

o} wjFo A= X F2H ARl A4 H wWis
Holw, Feoprt Ashd A B Alet Il wA
HAES S5, deid Ma 37 A HOt &
St FHAHZE 9 glycerol AR QS A AR A2
4R T A, O= QIR gi g V)5 Ask=
AzxZE Aol G55 71eFo] A AR,

flet o] 715 oji ek i g &S 714
of Zx qlom, A=A Adn} FAR HEAE AR
sto] S SEAIHE A S 2 T Tl
9 ZHES QPgAol 3lEHo] el vl i Agtk 4
T Aol AEAQ SR A EAS SEATE Ao

&7 A 7152 fAlsk=l 7FY 583 &= o
5 7V vl x[ske ZHESol

BAZL 40%2] 5, 40%2] o] F13t 7H
A, 21 1 Al AL = 20%2] AE=
e, 501 A9 2/(composition)Zt FE
(organization)7} J8e] & 752 I3t

3| AEE 7P B4 Aot oAA AaoflA 2] E
Ade 3l HEeldth A ZHEPA AlEolA=
A, SHAHE, FFIH-ARMPIET WA
of Ael 75 a4iof osf Hek IS AX RS-
A5 A FHolA f=Ech o|ol= HR|AA &
HEl= SIS, AFYE, A JAHE 94| 13
2149| z40]| o] G2, olo] weh ZFdE A %
’3(composition) FEFAQI ANAE A= D,
Alzfatol= 50%, S=IAEIE 25%, AHFAAT 15%2]
e vEri Y,

ESH 2P A FZ(organization)= YHIZQ1 o]

5% 2ot 2o, U 34 g ol iy

117



ot

BgQtolu| Qe Fa3telA] A33H A32(2020 8Y)

r

oft

07 BENrrt &2 liquid crystalline 7+, S4%
273t 8@ hexagonal 7%, W] E7t
2 orthorhombic 727} B3tlo] 9lo] A4st &
oz 7y,

flef Zo] o g 2de g gA et wAA
AloflA AR PPEZIE SHARE  sterol
regulatory element binding proteins(SREBPs),

(o)

=

peroxisome  proliferator-activated
(PPARs), fatty acid transporter protein(FATP),
LDL-receptorg B9l % <¥oh= AES 5682
Z F5slo] 2] 24| YRe AR, A
A SFIFA-AN|EE Ad3fek= ol AE 7]
5ol M=t At BaE v glom), w
gl EAEE W Amy & EA(rans-
epidermal water loss, TEWL) 3715 Al8& Z34
A EH7E 7kt 1 204 LDL 484, FATP,
SREBP 48417} S/daled2 mj & A4 214 Mg Al
s A A R ot WE AU W Bola
& Qg

receptors

2. 02 XA Steroid X8 U HIg

1) Steroid Z-&

steroide YHAOF gluco-corticoidE A5
FAT, "YxRd aE 7% Eat gelols 7t
g A== A F sholth

steroid?] FHF 2+ A WY 24 4
Hog I = ¥elA Sl

A W= AR 28(genomic mechanism)dt
o IL-1,2,3,6, TNF-¢9} #=2 4517 =29 A4S
Ao =N FAF 8= gtk

W= Bl
mechanism)3}%] chaperone, co-chaperone®} Z
< AT dES Bkl T AlxE Z3’t 4%
HAAEAA steroid EA|9] TPEE-S Feslo] Al
EZM(cell lysis) 202 WY AR RIS HERdT
3.18)

o

)

i

Of

3

rlo
M
I

Z-&(non-genomic

118

2) Steroid F2H&-

o|A]Y steroide= Z& 7|Ho] thfslr] whzol F&
€ A Hsith

E3] steroide FHAEIES U=E i A AThA
o P mIA=t, ok 2t Ao w2t tha Zol7t
et Zede AAlE FHAHE 3 FHIA
g5 /A 1 SHAEE FAE AT A
T mRRAofA = HREARE oA, A A
£ Zxdslo] MER 33 AFFS AR F1y|
TEEY 7L 2y ofRlE HR A R 9
A= (integrity) oVd= Zeote], 22 0=R )
SR, oids) FHSY A4, S FeHie] A4
2 s g oA 39 d5EE S Ekld
P

ARHAQl mjo] ZFEAFLE steroid?] FHE Al
J3git ST 7% d5eE R Aol Ak
‘delelME B steroid7h E5E0] 5289 715
/do] Eord &£ opzl, A A4 Afst, #] Ea}
oA d AT AYEE W oeglo= olojd &
GHY. 7% mu AgolM FF QA FAo] LAV
OIStE]= flare @/l YERH7]% shk=d], o]Zle] 7]
7t steroid ARG} GElo] ks AE P, A
Al & steroid= QIRE WHI}A FARL jlog F
B0 o719 steroidE A} Al7]9F Zo] mE
7b gF2 F9lo] 22 HiEE AR P32 AAISH,
7P 25 F2E Ao A7 mEAH65.5%)
o], 7 TE= Z8H92.3%)°] Bk Hf qlct
19

0

o
ot
<t
oX

Oll

3) Steroid ZFEFH

steroid 282 tFE ARS8 7|7t Bils}
= Aol Qomz J4o] 2AEY 8 £o|1,
FFHo 2= AMESIA| = Aol vikZsitt, Tt 7
A7) steroidg SHoH =W FollA] olo] tigh B4k
2ol Uojup=t]| Al7lo] A HaHt JAS 59



o] 9 491 : H¥} FHoIA steroid HolwH 2 & Fste it

o] Hojx|1, AA=UH F/do] EefjErt B ol
+ WEs@/do] yehdeh

wiEhA o]t WAk E017] fiste] A=
ARERRE Eo{U7lof tith FA|IAR] o == ofd
ZRAIZE AL oL, FEAR1 A AVSsHR-st
FA-FA 71 Aol 9Jsf] cortisol 5 @40l H
ERA| =4, A5 AT A 2] A
£ Av Ao §FZ Sofulof Sitke Aolth
Y mRaly Bakes) sl steroid 2 Ao 9
oA =i AP ARG YA Alztrtels, &
AAEE, AR Ik A 7S4S AAlst
Fiie 9 AFEE MAA A &S IAlst
AR FA AP,

H

K
H
I
o
i
flilo

w
=
4o
nA
rion
=2
>
ro
19
10
ol
=

1) 385, I3 &
SN HEZEZ 0L S5F7IA Y

ERl= HRESA AbAZE(Reactive Oxygen Spiecies,
ROS) ¥ T2 I3t ASIAEFH A, HEAFHO] G4t
3ol Hofglo] dA o, ZF mF A3
ML ARSE AEZIACL IHE NF-4B He7F 2342
& ool Ao= YA v

olof| #%, Wi, WA HiE A% 5 U2 T
oA it HA2E 58 NF-«BE AIskL TNF-e,
Interleukin, Chemokine 5 @5 ti7iAle] grae 7+
2AA FE% 28-S vehgo] Huigo] glon®
FHR, A%E HE, Wk, RS oK) B FEE2
AfotMEAA  xanthine Asfata,
SOD-like &4 &3l A}t adE Helo] Bl
ul I,

oxidases

2) FE A9 75 A

o] A=A T ABloA steroid E-2-2 A7
&slo] wet Zlofas Al ZHAHE T4
TIAA % - $AE ol mRZZoA

2 SuaAel 44s S8 3 Ad

N

l

re o A
o[N

m:

“'n"
%
I

AR w R AP EAFZ A7 B A &
Zo| T H= oked IS AXA ok

R gy ZEF AEL sterol  regulatory
element binding proteins(SREBPs), peroxisome
proliferator-activated receptors(PPARs)E %3l &
F % &S 552 0E F4o10] mE Ao U=
T ol & Sl ESF ¥ A A =2 AR
4Jo] FojlAl 1] hyaluronan ¥ tropocollagen #{o}
2 B3 05 A A5t Baud v g, of=
SREBPs, PPARs 7131 &3} 85 A& 2dgo=
A 22 0% )R o] FRke nlE & Us= AR
Sk}, oo SREBPs, PPARsol| 2R&ok= 31k Aifo]
Hysn oled, WS 3T3-L1  PReLolA
SREBP-1c 232 Alsks 710z FhoflA Akt
A e 87 oEdow zds, K
¥ SREBP-142%t off2t PPAR-7 mRNA H&E 5
T ojEAom %270 oAsle] FAHAT] A4S F
o5t JAzte] BuEIey. Eat ol JlHR &
B2 PPAR-y 2-8Al(agonis=A AL il
A4 9lom in—vivo ¥ FHIME AT 58 A EF
Ad HE2 GapEoR Jjde] SRIFI . of
9] #ES SREBP-1, PPAR-8, r& 53l ¥z o=
o7 2@Z AL B AR 7o) HeAl
u} Qe

] 2 AL FHLA A B ZPEAIETE AE
I} gz Aof] B/dEle] midS Bl FH|EE wA7t
WFSHA EFt=lo] ok Wk wx] EH7h wshH
5J42R80] 2J9] linoleic acid®} 22 "4 AR4lo]
HasHA =i AA| Ad A4S WIS Vet
linoleic acid7} &7|7F ZB=H #3)7} o A=
I Qo] i EAE 26l f - o7 7 F2 =
A Fc}. oA ZEAET AAE 286k AR
oflzt Wz] 24 AA] F83H, 435 r= T 784
WAL R linoleic acidg F/3ECE ofal, AREQ] 1
A AHzolA SREBP-12 Hwske 7132 &5l
cholesterol& ZAgto] Hug v} .

il

o

119



FgtoMIsm R ta]A] A33E A32(20208 8Y)

olQoft wE A2 ARGt o e} g A
14 R0 slet), tlEAOR filagerin Al
g2 A2 £ ske JAIEAS] s s A
35 9 Hnatural moisturizing factor)2A ZF8Z9]
B9 845k} TS involucrin, locricring ZHA|
Z7+ A F w-hydroxy Alefeto|=9} 3-f Agolo]
7S T Qs gAste], iR Ao EE4
24| 2go] 7]of5}aL Yy

Wi FEE2 TNF-e, [FEN-y AFOo=ZEH
filaggrin £45 THEld mRNA $oll4 3EA)7]1
O ¥ F2EL olgy mRY % ukordA
filaggrin®} loricrin®] £IE ASIo] £ALOZHE]
B35 289 oY, #EES filaggrin, loricrin,
involucrin FARIAR] ER3 W&S SXIok= IHgo=
A 715 jEA0) AAE Hl, ol2fet 4%
g Bols dAlslal e SXlcke 24K ek
e w5 A7)50] AstEo] = 3F dgo] 5

u
831 2 % 9k

3) Steroid AMEFF A4

ot 3ok FSE Aol gk g Al A E =
A steroid =g AN dF Aapt BoE
HE Qlk Y -2 1241 ofst 4of ofEx] mEe] gt
Az, o} steroid B A=t 901278014 167E
47,573719] Y AHPgo] WREglom, S TRy
A0 98.5%7) St 2u} Az (o] 17}
A0 oF 8.93]9] gt Ak WIQIThal & 4= qlrk
7} Axt= steroid ARRHIE, ARE7|7L steroid A
WS 9] Qlef Erlel HEgt Sigs o]FA| 3714
2 steroid rE ATE F7RIET, B8 XFEIo]
A steroid ARRHIEE 42.1% Z4gH vhd o AR
o= 34.5%7F S7FI3I) steroid ARSZIZE H
steroid A W7] 9f8f) A=7|7to] WEgt Sl o
Al fARE ATE YERRSIT.

g A= A7IRE HtE AR, *19F AR

3 2|20l RERIEE HaAE 5 s A

=

i
of

120

-

v. o

dibom tf7] e g AEsoiM HelRt A
=HE ZYst H8A=5(Add-on therapy)= 8%t
eroz esed), ols Y Ag7Ide 59 5
A} AAe] m3kzo)7] wjRolP, ZhgH o ookl
=E =S 20 94 ¥e TS 22 SIS

AA5F7] wfRolc}, oFek HhHEL. single-compound
& B4 AEHoN 87T &0 AREht. v
RS TRELY ESARF multi-compoundZ &
Bofl 7t Ao SR fEAgE] & AT
SHIE517] fhzo] ARAll Al ILEAPZIA] Thegst o
£0] EYE o] TRt &4 Uehdtt. weha] fof
oF 574 8= AJEol ARt §2Rgo] Hom,
pharmacokinetic synergy2hal E2]= o]2gt o]52
0] ARG 7900l Esio] 247 ofa s Wefstal
e FABIER 2R Aol P, ol
HeAEe 59| w5 JHolA 8ot A8
AL AfEET

ool 2 FEEe Uidshks 4% v Bldk
A HFAIAEL steroidE A7 AMSSHE A
71 gok At 395 9 WY AlanE £l
SHA steroidE AR&SHOF Hi= Aol SlofA, IF &
She] S w R A &2 71A0] 21 e
7F 20 =, o] AeollA steroidE 7|7t AR
739 13 AES Aok, A T 3 e
AStAA A9 7]50] HE FPeAls dees
A oIt § Yot nFad 915 9 A st =
go] sk A olQloe AAHoE 1Y, T

ABTA f19do] F7tshaL, S Aol Sths

% foh o o

o

4> el o rlo

B %

=

[¢)

o Al



3ol 9

Ko] ATk AP} olefe FARL ik A8
% 9 7ol wlEske Aol Jlemg, ) Ag
o] BERL ARHO R steroidE TWAIFOR %}‘%%HE
WAL w0} A7 |7F FARE o2 Qlst HZARR S

A 1 AA2A 223 ot ok

Steroid A E0lH A ==iA AU 540
vb) 8EAY grto WEAAS Hojue 1
e Eole= A A Yt o] o gleks et
Aol e, F5 U W 8O WM
ek B4 98 283 4 gk she Tun
o $93%F A2 steroid2 QISH mjF Y £AfozH
B B5 RIS Uehitks Aolch m ge Aue
SREBPs, PPARsS 53l 8% 48 A4& S<olo] 1
FAEe] Ya= ol 7FsRtH|, B3 Ago= Hif
B gl A o), B RepR: Mol @
% <8 A4 9] SREBPs, PPARsES 4510 7H20
2 33 A8 A 5 glon, Ao EE
o] SREBPs, PPAR-8, & B3l 7152 7hAiet
o] muslel gk E 4% Y SEAR
Y5AAR] linoleic acidE 9802 ob mA]|A
AEZof|A SREBP-1Z B3l A4 g 24gto] Bl
P, B steroidS BAHCE g o] wE
A8 758 AIS o TR 9 9 @ze] o Aok
A= A Y ARE FAES HaL, HEdde £
mxog oA AN At L deel He Ao
gt 7hs/de AAS] H Hiolth

A 3ol ElolmF e FAIFRI GAIE ANEH
ol A=z SFHHA Hokd 2t AFzo|=

o oo

_,_.
oXx
n

wag A9, WERY Ngd 5 W 39
2E HRoU, TR 5 Aol 45T
S 8 A2 Y =R F oo ky A=
S e o ASE AT olglole = i o]
ol Aol AN e }EL.% I 2 A8

o 48 A 1wz} ot
Ao Amg

491+ TR} GHoJA steroid ElolHY W B8 LS At TeF ARl TRt v

v. 2 E

—

F35A T AFoA steroide 733t 3
Agog A%} ofEE AEE ST
S A7t AR Tkt FARgo] WSk
o, 53] AEAL Eho = 71 njE Hgo] 71X
Z9 o7 A E4Z AP B A W3
FoFsiAA et

ol & A+= IR
EAS HIEOZ steroid, §
IR Bl o2 22 AES ATk

olN

st x4, Al

sloko] k@S mHOoE

1. Steroid?} FHRS W85l steroid AMEHS THA
Hog Zojubd wjof BFs@AkE Ak, AUl

ojeom 94 gk T8 2 1= A HA82
el el Ak 2 9k
2. oft= Gofo] JAZ, P} 282 53} 9F U

Chang-Yi Han
(https://orcid.org/0000-0002-6016-2277)

Jun-Dong Kim
(https://orcid.org/0000-0002-3919-1508)

Dong-Won Kang
(https://orcid.org/0000-0002-4685-9289)

Kyu-Seok Kim
(https://orcid.org/0000-0002-3802-8717)

Yoon-Bum Kim
(https://orcid.org/0000-0002-1254-7797)

121



FgtoMIsm R ta]A] A33E A32(20208 8Y)

19(1):25-9.

9. Rocha.M.A, Bagatin.E, Skin barrier and
microbiome in  acne.  Archives  of
Dermatological Research. 2018;310(3):181-5.

10. Lee SH. Dry skin and Skin Barrier.
Professional Medical Care Journal Monthly.

11. Lee SH, Lee SE, Ahn SG, Hong SP, Kim HJ,
Lee HG, et al. Skin Barrier. Seoul:
RyoMoonGak. 2010.

12. Seo SH, Lee SE. Epidermal Lipids and
Proteins, the Two Components of Skin
Barrier. 2019;21(1):5-9.

13. Kruse V, Neess D, Feergeman N.J. The

Significance of Epidermal Lipid Metabolism

in Whole-Body Physiology. Trends in

Endocrinology and  Metabolism.  2017;

28(9):669-83.

. Dumas N.S, Ntambi M.J, A Discussion on

References

1. Kim JH, Kim HW. Combination Treatment
with  Herbal Medicines and Western
Medicines in Atopic Dermatitis: Benefi ts
and Considerations. Chin ] Integr Med.
2016:22(5):323-7.

2. Kao JS, Fluhr JW, Man MQ, Fowler AJ,
Hachem JP, Crumrine D, et al. Short-term
glucocorticoid treatment compromises both
permeability  barrier  homeostasis  and
stratum corneum integrity: Inhibition of
epidermal lipid synthesis accounts for
functional abnormalities. J Invest Dermatol.
2003;120:456-64.

3. Kim JM, Park SH. Risk and benefit of steroid
therapy. Korean journal of internal 14
medicine. 2009;77(3):298-303.

4. Chen HY, Lin YH, Wu JC, Hu S, Yang SH,

Chen JL, et al. Use of traditional Chinese

the Relationship between Skin Lipid
Metabolism and Whole-Body Glucose and
Lipid Metabolism: Systematic Review. Dumas
and Ntambi, ] Cell Signal. 2018;3(3):191.
15. Kiyomi T, Susumu M, Junko I, Yutaka T,
Masashi A, Hiroshi S, et al. Dietary

medicine reduces exposure to corticosteroid
among atopic dermatitis children: A 1-year
follow-up  cohort study. Journal of
Ethnopharmacology. 2015;1599:189-96.

5. Kim HO. Dermatologic immune and Skin

glucosylceramide improves skin barrier
function in hairless mice. Journal of
dermatological science. 2006;44:101-7.

16. Im M. Lipid and Skin Barrier. The Journal of
Skin Barrier Research. 2014;16(1):12-8.

17. Feingold R.K. The outer frontier: the

Barrier. The Journal of Skin Barrier
Research. 2019;21(1):53.

6. Peter M. E, Yutaka H, Mary L. W. Basis for
the barrier abnormality in atopic dermatitis:
Outsideinside-outside pathogenic mechanisms.
J Allergy Clin Immunol. 2008;121(6):1337-43.

7. Kim HJ, Shin JU, Lee KH. Atopic dermatitis
and skin barrier dysfunction. Allergy Asthma
Respir Dis. 2013;1(1):20-8.

8. Lee SH. Psoriasis and Skin Barrier. The
Journal of Skin Barier Research. 2017;

importance of lipid metabolism in the skin.
Journal of Lipid Research. 2009;50:417-22.
18. Lee JH, Park YM. Proper use of topical
corticosteroids. ] Korean Med Assoc. 2018;
61(10):632-6.
19. Hajar T, Leshem Y.A, Hanifin J.M, Nedorost

122



20.

21.

22.

23.

24.

25.

FPgo] 9] 491+ 37 FHoIA steroid Elo1HY E &8 ABE PI3E Tk ARGl Tt

S.T, Lio P.A, Paller AS, et al. A systematic
review of topical corticosteroid withdrawal
(“steroid addiction”) in patients with atopic
dermatitis and other dermatoses. ] Am Acad
Dermatol. 2015;72:541-9.

Hwang JG, Yun JK, Han KH, Do EJ, Lee ]S,
Lee FJ, et al. Anti-oxidation and Anti-aging
Effect of Mixed Extract
Medicinal Herbs. Kor. .
2011;26(1):111-7.

Jeon SW, Jeung CW, Jo HG. Literature

Review on Herbal Medicine Treatment of

from Korean

Herbology

Based on Chronic Low-grade
Inflammation Theory. ] Korean Med
Ophthalmol Otolaryngol Dermatol. 2018;3
1(4):22-30.

Takumi Y, Kazuo K-H, Yuichi O, Toshichika
T. High-fat diet reduces levels of type I

Psoriasis

tropocollagen and hyaluronan in rat skin.
Mol. Nutr. Food Res. 2010;54:553-61.
Masayuki I, Takashi S, Koh I, Kazuichi S.
Herbal Medicine Yi-Gan-San
Decreases the Lipid Accumulation in Mouse
3T3-L1 the
Activities of Transcription Factors SREBP-1c
and FoxOl. Tohoku J. Exp. Med. 20009;
219:53-62.

Lee JM, Cho SW, Kang KH, Lee SY, Yu S.
The Effects of Daecheongryong-tang on

Chinese

Adipocytes by Modulating

transcription factors and adipogenic genes
during 3T3-L1 differentiation. The Journal
of Pediatrics of Korean Medicine. 2010;
24(3):92-105.

Yokoi H, Mizukami H, Nagatsu A, Ohno T,
Tanabe H,

Proliferator- Activated Receptor g Ligands

Inoue M. Peroxisome

26.

27.

28.

20.

30.

3L

32.

33.

=

Isolated from Adlay Seed. Biol Pharm Bull.
2009:32(4):735-40.

Song MY, Jung HW, Park YK. Antiobesity
Effect of Water Extract of Coix lacrymajobi
var. mayuen in High Fat Fed C5BL/6 Mice. ]
Korean Med Obes Res. 2016;16(1):27-35.
Kim BM, Jo HG. Progress of Short-term
Herbal ~ Medicine
Hypertriglyceridemia: a Case Report. J. Int.
Korean Med. 2019:40(3):517-24.

Kim DS, Jeon BK, Mun Y], Lee GT, Lee KK,

Woo WH. Ponciri Fructus Extract Induces

Administration  for

Lipogenesis through Transcription Factor
SREBP-1 Activation. Yakhak Hoeji. 2012;
56(4):268-73.

In MH, Mun YJ, Woo WH. Arctii Lappa
Fructus Extract Induces Lipogenesis through
SREBP-1 Activation of Sebocytes. ] Physiol
& Pathol Korean Med. 2020;34(1):1-6.
Jeong MR, Lee KY, Hong CH. Effects of
Ethanol

asphodeloides on Skin Barrier Function by

Extracts of Anemarrhena
Inflammation. ] Korean Med Ophthalmol
Otolaryngol Dermatol. 2018;31(2):11-23.
Jung AR, Ahn SH, Jeong HS, Kim KB. Effect
of Coptidis Rhizoma extract on Atopic
Dermatitis-like Skin Lesions in NC/Nga
Mice. ] Physiol & Pathol Korean Med.
2019:33(2):102-8.

Kim KH, Shim JS, Kim HJ, Son ED.
Penta-O-galloyl-4-D-glucose from Paeonia
lactiflora Pall.

expression of skin barrier genes via EGR3.

root extract enhances the
Journal of Ethnopharmacology. 2020;248:

112337.
Ying 7, Hiroko K, Sei K. Add-on therapy

123



FgtoMIsm R ta]A] A33E A32(20208 8Y)

34.

124

with traditional Chinese medicine: An
efficacious approach for lipid metabolism
disorders. Pharmacological Research.
2018:134:200-11.

Kim NJ. Interaction of Co-administration
with Traditional Herbal Drugs and Western
Drugs. J. Kor. Soc. Hosp. Pharm. 1998;
15(2):247-57.





