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ABSTRACT

The Study On The Effect Of Chungsang bangpungtang and

Lonicerae Flos, Coicis Semen (CBTLC) On Acnes

Hong Seok-hoon - Roh Seok-seon

This study was carried out to prove the effects of CBTLC on the Sa-reductase inhibition, the
sterilizing power for Propionibactrium acnes, the cytotoxicity of human monocyte, the inhibition for
prosta- glandins(PGE;), Interleukins(IL-1p) and TNF-a in inflammation, and the size of Hamster
ear sebaceous gland concerned with Acnes.

The result were obtained as follows :

1. On the 5a-reductase inhibition of CBTLC in vitro, An undiluted solution of CBTLC was 71%
inhibition on 5a-reductase and 1/10 diluted solution of CBTLC was 20% inhibition on 5a-reductase.

2. On the sterilizing power for Propionibactrium acnes concerned in Acnes, an undiluted solution

and 1/10 diluted solution of CBTLC formed 12mn clear zone diameters.
3. CBTLC was showed the cytotoxicity of human monocyte in 0.08% and 0.12% of CBTLC.

4. 0.01% and 0.04% of CBTLC inhibited the production of prostaglandins(PGE;) in the human

monocyte stimulated with P. acnes LPS.
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5. 0.08% and downward of GMHBS inhibited the production of interleukins(IL-1B) in the human

monocyte stimulated with P. acnes LPS.

6. 0.08% and 0.12% of GMHBS inhibited the production of TNF-a in the human monocyte

stimulated with P. acnes LPS.

7. As the antiandrogenic compound, CBTLC was used in hamster ears with topical application.

CBTLC was diminished slightly on the size of hamster ears sebaceous gland.
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£% JBUAT D RESFAD, WIS KL, &
Agt, FHeh, et T sHRBEE FIHstd BRI
¥ BEARE At gEdgen, WP g
¥ oane EREEYS 85 ANERE BEHste 2
7l B8 ®AS HASY ZRE AT HE}
A2, BV BRIEE EAsd 1EAREY B
RE fERY FES ) FAdn RwEsIS.

olo] EEKT FHEBFRB WHAMES kol
Aol WMETEN HHYE M7, HEGHE -7
&) igel Slol EMETHE Fo A &
BES kst i § A=8 BAEol MR
Cin=s 5a-reductase MRIER =R,
Propionibactrium acnes©| W& R&H, F# @i
COFMNaclA Y] MMaEmT KES FEANIE
Prostaglandins(PGE;), Inter- leukins(IL-18) %
TNF-a9} 4 #M&], 2332 Hamster ear
sebaceous glandE FIf3t acnes®] HES BET
R AEMYUE BRE A7l #®EsE ubo)
o},

. % Mk 2 Gk

1. #%t

1) %4
A BRI AFEE Mok LRSS MBS
(HLBE) Vo) #aon, FHY HBEE kM
KB WEEHRRAA BAT % HEstd &
Asgm, 2 AES MRS bew 2o

Prescription of Chung-sang-bang-pung-tang and
Lonicerae Flos, Coicis Semen(CBTLC)
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WAy, 32 Hf(g)
B R, Ledebouriellae Radix 375
BIiE Angelicae Dahuricae Radix 1.88
A Forsythiae Fructus 75
Itid Platycodi Radix 188
HE Scutellariae Radix 2.63
ns Cnidii Rhizoma 263
FiF+ Schizonepetae Herba 1.88
BEF Gardeniae Fructus 1.88
¥OE Coptidis Rhizoma 1.88
ig%-4 Aurantii Fructus 1.88
1y Menthae Herba 1.88
HE Glycyrrhizae Radix 1.13
Y7#  Bambusae Cqaulis In Liquamen 5

SHTE Lonicerae Flos 75

B Coicos Semen 3.7
Total

amount 46.05

2) B

(1) &%

@® f& % R# : Golden hamster

@ #E®E : hamster ear sebaceous gland
7t human sebaceous gland$} FEEEHy0
2 H{slZ turnover time® H]%3dld
anti- androgenic compound®] XEE &
oledl ol FIAE7 o] RiFSA
o}

@ #tawE @ AET

@ g 2 REIR - BEBE B, /LA
e MHES # 1HER st o ik
—RERS Blgste BEBLT e &
R Bmis Fo RREBWE HEHY
t}.

O EE 2 EABME  188~208ke %

2 120he), 3 12vhe)
® #5178 - EERBYS HEARE AU
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AP EHEMTIS HBRER BY
HIR, REE, REWE, RN 2 2R
REELS LR 34L& Hifstach

(2) HERE

O EEGMG 0 K KBS \E 23:2T, #HY
BEE 555%, HAEH 10-12E/hr, REIR
ih] 128£[§(07:00 - 19:00), ZE
150-300Lux® REEY LIEHEHARAH B
WEAA BiE= At

@ #HHEHT, GEEE ¥ AF8T #@9 :
IE LT 2 EEMTGd f2EE £
FER U E  AF2H(220Wx320L%170mm, B3
ZAARA S FERTFE 49t E ¥l
FaAth. WEATA BRENR IYHE
R L RARS ZATY BEs B

@ fr 3 ke REE : fse BREY
M BERER Y F432hE 8Bk
ANRow, ke 4FEE HHERAZR
=

2. ik

1) BB

ek EBFRIBS nEA mEstn TS &
80% ol&-&2 3BMH AEde M ¥ EE R
vacuum evaporatorZ EfEste] (s cHER
% 20% in 40% EtOH).

2) 5a-reductase inhibition assayol & #
74

(1) 5a-reductase?} FEHHE
type 1 9 33
(Sprague-Dawley, female, adult)®] AF& Ff3}

5a-reductase source® =

Aok HEERete S tista PBSE 26 it

Barzr Vol 15 No. 1 -

314 €, glass homogenizerE I
buffer(50mm  NaHPO4,  250mm
Zsingt 5 Aaag
ultrasonicator(Vibra cell , Sonics & Material
Inc)2 54 $H3d ¥HESE F RBOSHE
(15,000rpm , 4C, 57)8 cell debris& Br#ES
3, RS Hsle total protein®] o] 200uxg
/0pee] HEE Mgt

homogenizing

sucrose) &

(2) Enzyme activity assayik:

Eppendorf tubedl MM 40u0, EEWWA 10
©l, BEFERIER(60mm NaHPOs(pH7.0), 50mm KCI,
lmm NADPH, 100nM °*H-testosterone) 50u4E

mix3te 37CoA  54F KEAZAT.  Stop
solution(70%6 cyclo- hexane, 30% ethylacetate,
40pg/mk testosterone, 40ug/mé dehydro-

testosterone) 250E hnstz 308)R vortexing 3}
o] steroidE solvent/Fo 2 s T J/OHEES)
o] LEWTS TE eppendorf tube® &ATH
Hoodl A eppendorf 722 ¥ overnight IiE
8o gl dn Folsle
chloroform 20422 TAl HEAIZL F A8
(toluene:aceton=4:1)°l A TLC
plate(Merck Art 5548)°l spotting3le] HAMAIA
t}. A/E TLC platex Hyperfilm(Amersham)o)
3 ®iEAM BHXAIZ F X-ray developer %
fixer(Sigma)E FIf&te autoradiograms IR L
o, BXE mHES
System)Z WE 3ot

Sa-reductase™ MKA /NEHEY microsomeo]
Y} membranedl fIfisteE Aoz delxd glon,
kol wel type I 3} type I o #Hol th2 A
vetdoh, 53 —#ol X female ratd S F
Aist=d o]& type I S5a-reductase’} male ratt};
mouseR.T+ # S0fELL E ®o] BRiEE AoE &
A gl7l gFolnh. ol FErol A= mekHs LBy

solvent& steroid&

pre-running

densitometer(Digital Image
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A¥%B-E 7FA 1L 5a-reductase inhibition =& <o}
Bt BmReE BEK, 1/10, 1/100, /10002 #EEs)
o 4717 BERZ FBR3AL, ARRKE ¥4 %
I testos- teroneTrS RIEAIZ A& HEHoZ
ok EREE AHRS BRYES ¥A 4%
& W] RIES 100% EFRiEH SR 3o FtES
Act.

3) Propionibacterium acnes(P. acnes)o} ¥
g BRE AR

P. acnesE Brain heart infusion(BHI) brothel
A 3BT, HwERY o 2~38%Y § BED
%S P acnesEWE 10°~10%mle) @2 BHI
semi solid agar(0.6%)°] ¥ 1 top agarg TEJ
t}. 8mm paper discol WIS 30plEFET F 50
KBS alcoholl & EEAIZl ¥ paper discE
Himel &¥En 2~3HM #EEsle 4£mE
clear zone® ZV|E WES AT HEHOLZ o] &
& AR BEs KK 1/10, 1/100 #HERS 7t
A EESHoH, ki L RGS RES 1/10
RRERE ARSI 25 40% ez fMigs)
Aot

4) Rlizikel o sk

ks EBFRIGS 80% €& E 20 F<9 #iH
& F BERGAA EET REBE BRAA
HRRBET & BWAAkAd o 0.12%<14 0.01%
BER BlLgste] BRstAct.

ZHER] U BET RALZYEY Fa4S
HUREBIZ RS 320me] FRMWKS w48
Aot HRE" FERMES 1200rpmel A 105-F<¢
BEOSHES Fd —kog b amIREMEET
S [EstY —&k#IS.2 RPMI 1640 #5119} 1:19)
HR2 HES Fo s0mee)l  EHOEE)
Ficoll-Paque(Pharmacia Biotech) 12m¢& #Fepndh

Zo] WY miK 30mE fge] HEE EELA
wmaled 1600rpmol A 3055t ELoHS T
miFel HaY LES KREdtn HMmst 4%
g PEE BEELA EKRT gl 3159 RPMI
1640 S FHnst 800rpmolA 10455t &l
SEEAZ e EREW-S w2 RPMI 1640 55
2 10m¢ Hmsln F=YA Pipettingdt thol
800rpmol M 1055¢ BOLSMT Fol LHBHES
walz RPMI 1640 #5318 #smndle] Pipetting @
Fo] 24-Well platec] 10°cell/well2
95% &7, 5% CO% 100% RE BAETIAN HEE
o2 1EEslA T

S E]

5) Cytotoxicity test

mESZHE MESHE BRT
24-Well plates] 10°cell/ well IEE ¥F8 o+
10% FBS’F 4% DMEM % RPMI 1640 #5is
oM FF}FF HEY b HFY BHE WA
Bz Ested 4RSS $53%EY Fo HBSS
REBKROE vt 22 MBS ik o
mfe]l BMEHA ¥ MEMEH 09mE gt
o, RFEBRES &€& ERBEE 100uE
g oy 18MR Hi%EY chgo] HBSSERAR
el BRAIZ MTT(methy!
thiazol-2-y1~25-dipheny! tetrazoium bromide)¥%
¥ 05mE & Welle]l H3 4515 BES
MTT#HH S B3 FormazonfE &g WHEA Y
7] $13te] DMSOE 500uL4 #mstgch. PlateE
Z EE %] Microplate reader® 570mmoi Al B3t
EE WEstdt. HEHez: fFRhviY KR
Bl EAUAA MEMB#® WellS {#H]
a4t

Monocyte &

oro
s

6) Rk Amxkel 2 2el2dd(PGE)4 IR
d v ¥
mygel A SEES m#E BEZEAMmRE 24-Well
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platec] 0.8m¢ #mmatal 10%cel/well HES £33}
2 RPMI 1640553t 20048 #Hmst Wells HE
#f, P. acnes LPS(250 ppm) 1000E &g Well
2 LPS(250 ppm) 10049}
LPS(250 ppm) 10089} mekis LBFRE(0.12, 0.08,
0.04, 0.01%) 100 E Hmg WellS HEHFL 2T
o] 18FFM]EQr #53®E F, Arachidonic acid 504
€ st 3008t o gESAAT. 49 Hi-
22 IgGE MEAIR 96-Well plate®] Blank
welloll 50u0 BFEAER(0.9% NaCl, 0.1% 484 ¢

Indomethacin,

B9, 05% Kathon& &8ss 0.1M A4S$E &
MNe  FemEba, £ZHEQO, 1, 2, 4, 8 16,

32pg/welDWellol & 50u09) HEEES EHEBW
S Hming oS K Wello) ki MR
508 FEhn3dla, Blank welle B4 s 2E Welld)
50u09] PGE:o| tg Hit8E Hmmg obd 4TCeA
TS MM F @A 50ue] PGE:
Conjugate PeroxidaseE Blank well B&4t3 =
£ Welldl Gfnate ohAl 4CoA 18RS #ERE
AR F R EBR005% EY 208 &8k
QAL G pH7S5)Z 48 #EfEste HiRoIA
15008 BRIEE (0% T E X 2vtol=o] ¥
e 3, 3, 5 S-HEHHGAAA/AA3F2)E
ZA Gndta 25T A 30505 #HFAIZIZ IM
2 10008 Hg F ulo]AR THOJERET]
2 450mmel A BREEE HEst HEs =S
BHe] ®XE ZHT)o Blankd RXE #B)E
YE oF 1002 T3t %#o2 FRdte YE
ek,

7) Bk AMike] TNF-ad ol = %
mEe A FaEd mE B AmRE 24-Well
plates] 0.8m¢ Emmated 10%ell/well HEZ 233}
i RPMI 1640 #5it1 200E Hmg WellS HER
B, P. acnes LPS(250 ppm) 1004E #Hing Wel
2 LPS(250 ppm) 100x0¢t dexamethasone,

Bezk Vol 15 No. 1 -

LPS(250 ppm) 10089} Inokis EBFRE(0.12, 0.08,
0.04, 0.01%) 1004 E “ingr WellS EHERFES 23}
o 18FfHE e ¥EY ¥, TNF-ao HifEst A
H 9%6-Well plate?] Welldl], Z#EEHKO, 10.24,
25.6, 64, 160, 400pg/welD)-& 508 FHmdk oS, §
Baft Wellol L30e] MRsiE&W 50u0 HRinsti,
BEE Welld 50u£2] Biotinylated Anti- bidy
Reagent®& HMe tha 25ToA 2855 < Mifr
3 RREBREeE 3@ HEEslw,
Streptavidin-HRP Conjugate® EE Welldl #in
3te] thA] 2B5CoNA 30455<¢ #HFEAD F oA
HREEER SR 30 YEiR3tI 100u08] BEHRIEHE
< B st 25C, BEECA plated] F4-&
doje A2 30/4FL MREAZIZ 018M A
1008 HME F vo]AZ T EREYZ 450
mol A EEE WESHY FEBES RXEE 7
2.2 Standard Curve® fEpLsIe] HERFES TNF-
ad] ARES HEATH

Bl

8) ik mMikke] interleukins(IL-1B)4: il
A g

MmEAA ZEES mE ik AmKRE 24-Well
plates] 0.8m¢ Zmate] 10°ell/well HEZE 53
31 RPMI 1640 35t 2000& ¥Rindt WellS #HRB
#%, P. acnes LPS(250 ppm) 10014 st Well
2 LPS(250 ppm) 100x0%}
LPS(250 ppm) 10009} InBkiF _EBF R (0.12, 0.08,
0.04, 0.01%) 100pLE g WellE EEFFOZ 3
of 18EFRIEC 3T ¥ interleukins(IL-1B)9]
yifaol HEE 96-Well plated] Welldl, E¥EBR
(0, 10.24, 256, 64, 160, 400pg/well)& 50uL¥shn st

S, HER Welldl E32o| M@l S0ul &
slz, BE Wellol 50p£9] Biotinylated Antibidy
ReagentE #Hmd oh-g 25ColAN 3mkrEQt #E
Azl F GfkEERKe= 3@ R,
Streptavidin-HRP ConjugateE® =& Wellol Zwn

Indomethacin,
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&to] oAl 25ColA 3045 ML F OA
HEEERCo 2 39 Rk 100p0e] BERIER
S BIRF Zmmsla 25TC, BEEAA plated F72E
dojE A2 305%L #HERFAMNIIZ 018M FHA}
10048 Gt F njo|AZ X FHo|ERFIE 450
mol A BHKEE WEst FEEBKRY BXE @&
o2 Standard Curve® fERSIY EERHES
interleukins(IL-18) £ E S BESIATH

9) Hamster ear sebaceous gland& FJi g
acnes {8

(1) FEAEe] R 2 BR

1 cagedl 4n}al¥ U4+ E st AFIA L,
B 5% 18 1EM R& FiEstYd 48H
topical applicationdtdtt. & Bl #3le male
4vtg], female 4vizl¥ 9% Al HE HWHE
BEStD, QEF FAde BE HEHIA 40% EtOH
S HEBHOE RHSIAC

(2) Whole mount ¥

Hamster ear sebaceous gland®] Z71E flEst
7} $138ted, Seki et al o SHEE I B
hamster ear® RHAHUD. K49 @EEE HHEVL
Y A CO: 7t2E FAsY =8/ dg A
o IRES YA, AHEAaBKY overnight
< B7HE AT ventral ear$t dorsal eard) F
BWoos oEEd oS, ventraliffowhe Huahsich
2N NaBr ¥l 37C, 1-285R%¢ FAo7t
Fipaty WA,
cartilage# 2 dull scapel e Fif 3t FhEsA
t}. 93 QE8Z F9 medial regiont —iEIF
oS #eh slide glass9ol
solution(Permount, Fischer scientific, N) 2 &
£ BFEEFL HiEd  BES Tl
stereoscope(Nikon SMZ-2T, Japan) Lol X 805 =
RARKS + ARMAESAT. &9 @K #

epidermisE fine forcep®-

¥3, mounting

ato] hamster male 47}2], female 4724 FEAs}
43, ¥ EEd dside 8% Ad mEel
vehicle?] 40% ol®&&, 9F= ®R BEZS
2032 topical applicationdtFth. 4BE FEI}t
¢ % whole mount techniques FIf3dte 2}z
o] AL processingdt ¥ S0EREZ BRI R
©.2 sebaceous gland® IV E AMRAIESIS &
HERES Z3 AYsA #9)
gland?] AVIBMELE Lolr gkt

Fe sebaceous

. FEEREA

1. 5a-reductase #IH FERBEHT

5a-reductaseo] ¥3 mikFE.EBFREBS HHIR
RE HRSZ A3Y BES &4 FHEK, 110,
1/100, 1/10002 sl 4714 BREZ FEREA
i, gEReKes 94
AN RE HEFLR A

Ik LB RG-S HELE 58,
DHTE #iffte T £ REMNY 63%9en
WX androstanediol (dio)® iUt o7
| A& Sa-reductased] EMHHAFHIEE FEZL #He
TelA DHTZY HHEwe $HHoz 3ged
dioneolt} 71El ElE#HE Hird RS HEIA
Adth BEREHAHEE HENANY] 4RES
100%2 3 HEHMHRS HEAD.

ek LB RG] B BER  Sa-reductase
activity inhibition EE #E&E, MtkiE LRGBS
FRAME 71%3 = MREHS Milets Ao2
JEIY T VIOBBERIAMNE 20%3A =9 MRS
BHon, 1/100 UTe BEANE 25 BRIEH
< YehiA fri(Table 1).

o) 7

93 testosterone?rS RKFE

Ok O
R
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Table 1. The effect of CBTLC on 5a-reductase

inhibition

AR (%)
/=873 1/10 1/100 1/1000
CBTLC’ 71 20 No activity

+* CBTLC : tnoki LEHRB

BERIGHEISIR (%) = 100~(exp/ctl x100)

ctl © HEBE fEcld 229 T DHTE #EI
HE (63%)

exp: MkEEEBFREBS HGmAL 9 T7F DHTE #
B xR

2. Propionibacterium acnes (P. acnes)|
Ha BW BNt

P. acnesol ¥& mokiH EEFRE S clear zone
diameter 12mE FE3IFch Positive control&
EHE fidsme] 58e Fikel BEamst o
$ Fol(olz® 4%, A 1%) ¥ #ENE
et glet, =3 Positive control 191 429
9] E8% plate 2871 clear zoneg MELSIGATH
Positive control ¢ Clindamycinfl#e] 8%
A9 BiBE FEEONA 37me clear zones WL
stot, ki EBRBS 12wl
zone diameterS Fpidte] HERtel wla] ¢ W
& BEHNES B H(Table 2).

clear

Table 2. The effect of CBTLC on clear zone

diameters for Propionibactrium acnes(mn)

.| Positive control I |Positive control I
CBTLC
(s]2%) (2924)
83 12 > 60 37
1/10 - > 60 19
1/100| ND™ > 60 -

* CBTLC : fnukiy EBY RIS
*#% ND ! Not Determined

EAerik ol 15 No. 1 -

3. nekis EBFEE S human momocyted] ¥
& Cytotoxityol PlA& HE

AFE el Monocyted] il B mikiF E
iR e HHSRE WSy dAdtd &% 012
0.08, 0.04, 0.01%2] EESZ 18K T RES &
R 008%LLES] FEAA HEFEAHC] Y He
2 vesti(Table 3).

Table 3. The effect of CBTLC on the cell

cytotoxicity

=5
0.12% 0.08% 0.04% 0.01%
. (0.D) (0.D.) (O.D) (0.D)
Al PR
0.718+0.
control
046
CBTLC|0.302+0.
. 054 0.325+0.034|0.775+0.061 | 0.900+0.069

* CBTLC : mski% _EBF RS (Incubation for 18hrs)
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4. mo%k#5 EPFRE Y] Human momocyted)
prosta glandins(PGE;) 4ol VA= R

P. acnes LPSZ #|#% human monocyte
prostaglandins(PGE2)¢] &Kol %3 ek LBS
RiBS] REE - HRE ABT HR, okim LA
79 004%LAF EEA prostaglandins(PGEz)
AR HHBERZT e AeE et (Table 4).

Table 4. The effect of CBTLC on
prostaglandins of human monocyte
stimulated with P. acnes LPS

£ ¥ | PGE; |Inhibition
Treatment Group
(0.D) | (pg/mt) | Rate(%)
Control 0.817 4191 -

LPS . - 0390 | 23572 0
indomethacin 100uM| 0.692 6.952 70
indomethacin 50uM | 0.714 | 6.352 73
indomethacin 10uM | 0674 | 7.476 68
indomethacin 1uM | 0.696 6.840 70

CBTLC 0.12% 0113 | 72155 -
CBTLC 0.08% 0.101 | 75534 -
CBTLC 0.04% 0485 | 16.012 32
CBTLC 0.01% 0506 | 14.715 37

5. Mk EBFRE ] Human momocyte?]
inter- leukins(IL-1B) &gkl VA= &

P. acnes LPSZ #|# ¥ human monocyte®]
interleukins(IL-1B) 4ol ¥ mnokis L5 RE
HEE - HRE MBI #R WRELPRES
0.08%LLF BEE, 53] 0.04% 1 A
interleukins(IL-1B)8] £/ MHBE de= He
2 YEelgti(Table 5).

Table 5. The effect of CBTLC on
interleukins of human monocyte stimulated
with P. acnes LPS

¥ | IL-1B |Inhibition
Treatment Group
(0.D) | (pg/mk) | Rate(%)
Control 0.744 167 -
LPS 1313 { 300 0
DexamethasonelO0OpM | 1.069 242 18
Dexamethasone 50uM | 1.087 | 247 17

1131 | 257 14
1266 | 288 36

Dexamethasone 10uM
Dexamethasone 1u1M

CBTLC 0.12% 1.704 | 390 -
CBTLC 0.08% 1223 | 278 7
CBTLC 0.04% 1084 | 246 178
CBTLC 0.01% 1.257 | 286 43

6. mBk#s_LB5RIE o)
TNF-a £} VA= %

P. acnes LPSE #[#3% human monocyted]
TNF-a9] 4ol g mekiE EBFREB S REE, &
FE ABT ER, 00B8%LULE BEAN AT
TNF-a9] 45 AHER7T JebxktH(Table 6).

Human momocyte®]

Table 6. The effect of CBTLC on TNF-a

of human monocyte stimulated with P.

acnes LPS
¥y | TNF-a |Inhibition
Treatment Group

(O.D.) | (pg/ml) | Rate(%)

Control 0.393 171 -

LPS 0.595 259

DexamethasonelO0uM | 0.165 72 72

Dexamethasone 50uM | 0.208 90 65

Dexamethasone 10uM | 0.252 110 58

Dexamethasone 1pM | 0.317 138 47

CBTLC 0.12% 0.047 20 92

CBTLC 0.08% 0.085 37 86

CBTLC 0.04% 0.840 365 -

CBTLC 0.01% 1.539 695 -
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7. Hamster ear sebaceous gland& FJi gt
acnes?® FERKAT

% Bk RER Hate ALY PES
3 Bs o mkiEEFAES 58 maledt
female hamster 2% %% 7AolA] sebaceous

gland®] =77} £H£7F A gk,

V. Z %

mEEd A EEst HEso RWE %Y N
BoE (HHAREM - £RERR) OO
HRR TSR TS, R By
2} o @He KEme HAY oY, K=
fik BELAERARER FIkA FUBRA A&
FHRe ste] Agow FE, KR, ERS AR

o2 ERISAR, BVE “WEBNE HALHE RIE
B WHMHT SR e Bte fEke] dEtd (Fi@
A ERstAch e s, mm®, mEn

ﬁi%mz—“), %%12,15), ﬁmz,lz,xs), ﬁﬁﬁﬁﬁIS), EEB),
matd EnREY miae 5 259 B
2 FHEHWN FEm BAste 70,
gu], wTEA, @iz S ®BAP HAHAN
t}.

- EEY BRENS A¥Ew 7t RHRE,
E¥e RAasz, ®ARYS BRssE R
AAY, MEE R/ RESE IAESR B
st BAeYT T S n(E AR, WIFRS
MBI ARG REMZRE KSR rHESS 4
so, Hifis RARAE, BHE afEZRT 3R
Rz HEfrzed d9d. @ mFms R
Moz, HHME RIAR RN FERE
o2 HWHWEE AR HHS HEs
B SIFEE EEsHesE BHEE mHe
kERERz, B e maz, e RERK)
Av BREA#AY 4t ez, WL &

F2A,

Bait

Vol. 15, No. 1 -

e LEAZ BFE MAS, AL FBUERE
2 pgton BEYe BRSBTS fiEol
gu, HHEE #1809 A—aA ngted, 9
MBEERSAY RERFEHEHR RREEREAE
st #iE L, #He EHS FaLEAY
RBANGY, AES FRoZ, BYe mak
REgYIste Bdddn sy LES Fadn
W % gMNe mom B S SR, HES
PSBRID o mak  fhEh, Kk, M T HES
z Bm4gddn  RYd. &EY 99 %
ERITONDe) N GHEHE, mBULE, REEK,
BERE, BELE &) KR Btz styen,
Llgtel BRI 7183 #i, AU BEFA&H
B w3 mEipe) BAFAE D dQA

Eikel AME maE H %P mmkk
RINBA BB HES RAR & £%9 m
ARGESE BRI BUERE, TS Aol
EXEsit steln wYe BmERE miEsiel
o kazEP mms @) mEEH 2
o ubm RAFYe mFMSH 899 o) MIE

F—3tthal Rol FERol F—FT Aol mch
e 897 MBIV KEAR T EART A
HiEmolet stgon, #Ve HEN EHNES
BOR, /N HEHES Loz EHsged,
Y% £ mREL MAE OBE—M R
B RIS BEROLT RpEke stged, B
#le &Y% BREA MNER @RER Kia
Wit BB E Rl e

FgEel ¥egiel lolME WIE - HEmRE,
WmRRmMEEs, REBLEFIRES,  HECRER,
AR - EmAREtE He BEE 89 wh
BPEETY , FHEEEESET | prramn®, #t
EERESAY e et HERRE, AW
BHKY, HEHHK'E, HEERT 9 NRED
FIEESS', EEE " %o sAEe @A
=3
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- BB R meke] EY WAs ¥

mAE BARESY q=gPe Zie o
2 32 BEYNY I EHEd B4 &5
HFel ot g gigiRelY Efle] He 34
e BE KBRS 18 KEH KELE R
#iTel wet B, IBE, BE 2 ‘EGHMLE &
el WiEste] KiEol Hatel AW HES 7]
t A FEoR 3 KR SW B B
Eiel F2 AvIY ool &, Jisz, o7 %
Sol HRAMPEBY 2z gyt BHY ¥
R&ol ‘ﬂra’r FEE =5, K =8, BBk

, ARET =g, BHRME 9=8, Bk

g A=Zotly deg aF SATd 9%
E=E, Bl d=goz ﬁ%ﬁﬂt}%‘m ol
FH dAA EIERS SWsr BESHA xniﬁfﬂ'
Avt BIBRERE i TERE FHol HolA o
ot Ao mEEn®

A=59 FHS MEA dor o8 FERHel &
EHo 2 HHRsHS T HESNAT —HE KRS
£ #HEn ERo I AL Z %}3474 ot
EEERXT oud BEN BN A=F FHiEd
BEHLZ {fEHsleAe EMIA ?%‘:l-. Bl
T AFAE, #EfH, REXW FEHEZ= HNFLH
hormone®, B o2 AT 71§ &= HAK &
A, Lot BES GeEIv Blvo A, | K4
B, 71 T BEERC 93 d=Fo) B4k
5w hormone #¥% LS 2 androgen®| FWjLHE E
t BEMY FHiEdte B 98 B4anS®,

qdEFY BREEE EERERRA 93
hormone(androgen) =} FH (propionibactrium
acnes)®]  HATEAO & H4ITpOBIR
androgen® [ ISIR¥EM(sebaseous)e] 7] 2 &
WE /MY o] HRE J=F FHR G
2 23 f@e) shtelw®, maEMel o2 Bi
2% Htthormone® Zit7t @M= =4 androgen
% testosterone®] EFMEIRANA 5Sa-reductase &
= B¢k 93] dihydrotestosterone 2.2 s T

E“fu

o] hormoneel 93l ZiEiRe] 2719 e oW
7} wmate) A% kel Keratinizationo] {RHEER
t} o]2)g i keratinizationol 93] gRg7t
MR WHEE el HhEHL o]E0] £
< utobA micro- comedoZt E I oA o] UL i
188 Fol EYWF  whitehead (closed
comedo)& MEEtL, A7lo] ol B3 XKEMKS
Eig7t #BmaA HIH closed comedo WISl 3
o g%l wteE IR I RIS KK
A7t 4EESHE melaninel 8] HojAH o) RAE
blackhead (open comedo)gtx 38}, 53] open
comedo®] A4t EH# & T I 23 AR
of Fojsfol ok DAL} o] RAERMEC] BREH
A && open, close comedoE FERIEN: H=F
olgtm gt KfEHE HE=EFLS comedoFfizel
lymphocytet st HA HEIY. REFE R
HoezNEe KRERE ke BHES XER
o2 IRFEAES KRS FEihEs ol MEwe s
B ekl o) o=l AmRdd. RFyol
MEWE BRAMEME propionibacterium acnes$!
9 EHEAY EEAE Bo] BRHZZ EENY
pathogenol2tx @al7]& FEX T, o] MES g
o sel o8 £RE BB B5T WA
o] fEA3tY KIERFES] t47F= ] papule, nodule,
pustles] @ARE AA gt}
DBZD(Table 7).

dEgo] o BT hormoned] KSR
m, wEHE BT REA, propionibacterium
acnes®] i 2 RAES MHStE Rolm g 2
Bl uel RET@MH ERANA HiLkHe 2
BE REAT}. RFRTBLZE HEHER - MY
Retinoic acid - BT &
P4 #E(Clindamycin) - Comedo extractorE Fif &
FEHRY: - BIBEHE 8249 RBR EH7 de
o, 2HEREOEE M4LH - aHEE - BBEH
ZEA) 13-cis retinoic acid %-& HEHsIE Hikol

scarg

% - Benzoyl peroxide -
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Table 7. Pathogenesis of Acnes

Testosterone at Puberty 1
5a-reductase

Testosterone dihydrotestosterone

l l

Sebaceous gland 1 Keratinization of

Sebum ? epitherial lining |

l l
l

Comedones
Whitehead — blackhead

|

Propionibactrium acnes J

l
l l

Triglyceride — Free fatty acid j l Chemotaxisj

| l
l

| Inflammation

|

l Papule, Nodule, Pustle ]

l

- 326 -



- W LERB ko] il WA= 28 -

L3, BAgkol ffieke] loufigo] 9% ¥
o O ax $onE RAKS BEYOY
BEYE RES At BEY KT vE K
R =2 3m, vt ERSA S E,
B, ABFR 5T e ANH O F
oyl geA #4 mEstd BYY KBRS s
ok 3}, o}d A=E Wl %23 KEMW
B EEse g Ao et gue

HEBEBS U1 1V (H4EE) o M
Hol Qle mAHos PHE, M, A, B8, %5,
NI, FF, BT, SOE, AR, W, 1, miEe
2 BREY] REKE BATo 2 mEd BAe
& EET AAES wiste? mrez A
solgoh. JiEANE ®Yo) HmiE d=F, BE
o, AR, BMERL, HMALE, @IE, &% A
KR Zo HEANZ Atk old FEE FiEO
SAEE i EpRRY ERmEES) el o
WIS RS SE1E, HRGE- fEB
RO Hgol Ao METE Lol HASE HM
& meksted A feEol HEMSIACh

A HES B s ENEYY ML Aun
A% BEBRY Mol ol RSk #HS)
E BRI HBEE - HIERS Kol Yo &
BEHY GRS St WEME - SRRk
ZhEol 1ol FBMEIE - RS RIREES &
FsE HiEst HEHme) &tge) o) B
Tigol #FRAEE BES HamE Kol Yo
TSl FASE ®ET Em - 7R - R
ZEeol ol EBIEH HASE NIET BS -
Hme Kol gl FiZ - BB - i &
R E FiFS} Haurme Megel o) MEEE
of FRSE BT WARESY Kigol Ao 57
HEES A= ol BRTEe Mkl 4
E WY EHAR - ESY KECl Yol As -
Fisol @Asle dest mEel agel o) &

BEH EHEE HE HauEEe kel 3l
T LR olFolA MR - HEWME - BIkHE
8- &2 %iEs JeEh Jded, & EHel
HEmES Mgl Aol EETE HHEE &
e, HEIR - RIRBERS] REo] Yo i -
b ol FAET ECE mete miael &
AE + A& Aoz BEEH.

A BEAAS mkFE LEBFRE LR HmE o
& HeES  BlEsElrl sy
dihydrotestosterone 2.2 ##{LB§ BRES}= 5Sa-
reductase’t FEtE{EEE EH 1AM 9 5a
~reductase®] #Hl, sebum® #in2} Comedones
o] 4£po) ojFolX 1 ¢7]9 Propionibacterium
acnes (P. acnes)°] {ZAsI: mifH MM P.
acnesell ¥3 RENES HEBEsIon, EF B
Fifol X o MmN RES FEANII= A
2 HFrt fwEH mECt BREE ml I
o] M 2] Prostaglandins (PGEz), Interleukins(IL-1
B) B TNF-ao] A4 M4%l, 2831 Hamster ear
sebaceous glandE FIH3lY acned] BAHEE
Ei BRI

Sa-reductases #HIA /HESE<QU microsomeo]
Y} membranes] fIiEste Aoz deyA glon,
kel we} type I # type I 9 ol T2 A
veldoh K BEBoIME female ratd) S FIA
gt =dl ol= type I 5a-reductase’} male ratt}t
mouseB ¥ 50fFLlE Bo] HBEHE Ao=
g2iA A7l W&ok fnskiE LFRIBS WA
%o WEEEe 3E, DHTEZ Hird T #2
RfgRTel 63%Mem YW AE  androstanediol
(diohZ = A} ol A FKENA FHAF 5a
-reductase®] source’} ¥EHE Zlo] obd Akt
W(extract)ol B2 Frihitti# ol steroid HFbEH
o BREstE e o8 EHKEC FHNUY WHE
g Aoz HAEEHAYL gty drjdME 5a
-reductase®] EXHAFEES FHEE de ToA

testosterone©]
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DHT=Z 9] #H#favts HWHo=Z 31gen dioneol
718 BlEYWE Hifd AL Z/FE}A FAd Sa
-reductase MHIEER R, WKELBRES &
KA E 71%9] BFELS AHste A2 v
Bt 1/10 BBRAAE 20%F = MHERS
HAouv, 1/100 mEERLUTY #Ede ZF
BERIENES YEhlA gkt Sugimoto &2 £
B 27} o250 MEMLE o] MHKEE HESH
Cue] 8 # 1079%9 #EolA Sa-reductase
2 100% HESE= HAom MEHIR, azelic
acide 0.1%°1A 84%9] EEFRiEME ) MWHI=I A
(previous study). ¥ 22 mekiF LR B A
24zt 71%, 20%°] BEFIEMES MKstER FTF
MREE MHEERT de o2 BEEdH
(Table 1).

Propionibacterium acnes(P. acnes)ol] ¥3F #%
W B®) #R Positive control?l HiABA
¥BE R®Y BE 8887 ¢ soNdzd
4%, 2824 1%) ¥ REHE JEAEd,
E3] positive control 1<l oz HEE
plate2887} clear zoned WKEHAT. =D
positive control M4l Clindamycin#i#i2] Z# 2
Ale) BT FH¥kA 37me clear zoned K
st mmokiE EBFRE S 12mEES]  clear
zone diameter& L3I HiERKl vl ol¢
Be REHE BT KR paper disc®] 271
7k 8ol 7] W&ol BREHRE F3 AL AL
2 Jehyth a8y, clear zone diameterito®
P. acnesol HE HRE oleprldrle PS54,
HEEZ P. acnesd 93 =Fo] FHSAe AL
MEYM O HREYE MEMOl £EdE B
fRmEFLt,
neutrophiled] 2J3] 43} reactive oxygen
species(ROS) %9 #4192 BFEI7 HF7E 5=
2 Tebbo e 97HUE #E°1Y neoutrophile
chemotaxis assay %9 HTEe] o ZEREd

neutrophile chemo-attractant,

-5 (Table 2).

#HE(inflammation) < &3] & & A& HEL
2 RErel mafA RAEFEME R HEEE
et mE 2L BEHEBRY gopEERY A%
BEY —#oold. AMERE ipEd, (LB,
SN HiBS EESE £y KE 93y
Mgl HE Yio KERE F B, B,
Egel JehdA gk &fEel dold HECIA
T WA mERE el EMmE ol KRS
I MRzl Enste olol A mAFEES] EfEMk ol
st M o BEAE HoHel mEES
B MAEdAgez ZiliEd. oldedl #MEely
BEY BEHAA diksle LEBRTY FE
o o3 fFehEk, &R AmiRe) BiZIR7E ofv
ol EBHS EM MEMMOE dem olEdA
FRER KRAMEIT BHEAAN XKfE FEmE &

/A HH, fEe]l LYW YT L MEM

fas o] UdetA B o8 BEE HAL
% 9 Kk RESR HEE —fEd A ZA £
HED KEQ RREME BHEY Mk R
S BEsle BRdA BT MitFan 2 £
Mmeol Easte] WMol B =, Mgl
DE e HEMKEE B4En 33 @mES 3)
= geiEo] g

KIES MHISHY) A8} EASE BEHE EH
PRFERE 3t EES) Moste LI BE
o  %¥al anti-inflammatory, ®Zio] E&
antipyretic, ol ¥ 3| analgestic drug® %#H
Holxoh. RAERKMER Mt R BEM K
FEo] BRERE = olwl BRERE = WE HaAe

2o  HeEesk HY $eu superoxide,
prostaglandins(PGE2), interleukins (IL-1P),
collagenase e histamin, bradykinin,

plateletactivating factor , tumor necrosis factor
so) BEEIE Aoz A YT®.
REE R GERE FRWEY £E NFE 4
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- W LBFRB ko] Wi PIAE HE -

39 BEoE 2HROEM FIXERE EMT
R RS BIfFMC] S Rde v2HE
olEtt HiARERIL EHEEAA fHHAE ok
o]y 3t H|AHZO=M HKERT TE B
Ml 2 BEgMmiEst £30 amKke] cyclo-
BEF ol o} 3hed ERAE
prostaglandins(PGEz)2] 4E-S MFsied X
¢ 5z 9ot

RiEe] AR AE prostaglandins(PGE2)Y] 4
ol MBSl AFHEFEQ lipopolysaccharideo]| 93}
o FHHE interleukins(IL-18)ol ¢]3}e] #lE =
t Zlo] ¢4¥A interleukins(IL-1p)9] MMEES
wEshe Wt #4838 gaEn A9 a9
il prostaglandins(PGEx) & A&t S8
HAMmKE FE3 &S FEEQA collagen
EABEE HMEAIE collagenased] &S FH
N7 SEHSE BEAGT,

Prostaglandins(PGEz) Fol|A 53] PGE& #
BafEol {5 Y-&Al arachidonic acid 1R
—fEo2 wel Bigel Yol BREASIE HE= &
GRS gich Aspirin} indomethacin-&
cyclooxygenase-22| sk WEHEHRoR
prostaglandins(PGE2)9] 4 RS #MHEs Ro=
SEA gy,
control 2 IneRE _EB5 RS
glandins(PGE2)®] 48 MHMRE HEI} HR
0.04%LAF BEEAIAN AR MEHHRT e Re
2 YERtH(Table 4).

Cytokines®] —f<l interleukins(IL-1B)E %
JEFBAL 9 MmpE 2ol HolA st
prostaglandins(PGE2)2] 4 & #Edle Ze=z
delA glo] siEel BRESIE $8% cytokinel
2 Fiol interleukins(IL-1B)9] 4mRE& #fIst=
R kel BAgEel B WU S #4T
g1 lom™? gmmm FolAe XKML, H
BT, AGF B KB mliwel KE BAME

oxygenase

Indomethacing  positive

prosta-

9 cytokined] A MES) “EF A2 WE
® v U™ P. acnes LPSZ ## ¥ human
monocyte?] interleukins(IL-1B)¢] 4=pol ¥3+
posksE EBFEIB S M - SRE ART BR M
tkig BB RIS 0.08%LAT S BE, 53 0.04%¢l
Al interleukins(IL-1B) £ #HERIT A& A
o 2 veyith(Table 5).

TNF-a9] °]§& #ed ag&AdAT U=
2 FlERe] o8] BiymiEel 4pRE MMM I
pgaelA BHEI Aoz MR dd s
HEY AfKEY  stueltt. Ed  TNF-a
SourceZx uWEaol o3 Flerde BEikdi
(Mononuclear phagocytes)2 Tl &R
IFN-vol 2l &kl RiEEt o 5F7F a8
B wiEd s MU BX ¥& 25KD =79
Mg EEHZ gEEY 2% 712547 Kimd
&3 17KD 2719 Bires 4wsol Miast
2 W oW % FE—33 17KD 4F 3747
re w9 ZEd 51KD 2712 ERSHA Fo.
TNF-aol W&t EEKEL oS Trmer7t &
(2t 55, T5KD)el BoB2A Zwslsd oy
BAMEE HHEMSE w9 e HAKDIG
1X10°M, 5X10°M Zzhelut B2 Fo] 4R
22 F4347F T #@MAY. TNF-a8 £RE
ME= F=2 NF-kB L} AP-l19]g &=
Transcription factor®] & &mo] 2§ ekl
Genes ZEHRAEY EEAS. TNF-09 HRE
AR A @A d 10°M LTS £
EAdAE AAZ M AEMEE s A2
& Surface receptors(Adhesion molecules)E& %
FEAsl SKIEArol Neutrophil, Monocytes 2
Lymphocyte®} Z& BRI} REEFAY] Rolx
£ 3%k, E#=2 Neutrophil, FEosinophils %
Monocytes?t i< 59 & U=F EHAL A
. AA=Z IL-1, IL-6, TNF-az}x 2
Chemokines®] 4m& #HRUE WAZ Virus2
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e {Ri#sle Interferoned) 4RES #Estxn
Class T MHCS] #H& #AAA VirusZ AR
H MRE MEANIIEE ZeFEo

TNF-a9] 5ol £HHAA0°M - 107M)
AAZ  JEe] BUKTH AEHre  MfaelA
Prostaglandin®] &8-& #mAA FHES FED
o EAZ BEZAamRe] mEAEKMER FAs
o IL-1 2 IL-69} & Cytokines® FWE #
#3t. AR=Z Hepatocytes(FFHIf) o) 1A 3t
Amyloid A EAESY &H% #BmAA IL-1 %
IL-6%F tlEo &M KERES dot uA
2 mEAKEMEY mREES nREREY] B
e FBHRALD. AR FEMRS Ao
S MHlste RERZESRE FRAUG A
2 BREW TNF-oE BRIH KRY o meE
ERsls BEEOEZYY BHES kiist
ol %3 Lipo- protein lipased &#-& M
tel FA st Bsisfst Wk =lE Cavchexiaghe
FEBE FEAZIth TNF-a9 4RfF) AVAH
a0"™M) RAA= LS Mol s Nitric
oxide synthase(NOS)¥FE F#AA Arginine
22 Citrulline®t NO9| ##& (g3t L
9o WkEE MEARDE EAZ LY TR

rr de

ol

a#5e  sgAstd mESE WeEln Eie
Perfusion& WA R, Al R =2 A

Thrombosis(ii2fE)E Yo7 Mol Perfusion
€ B AT, oA mE MMt B
ZEmERe] BERELR FYYEH7] 9o
o} opx| gt o 2 TNF-a2 el 9% Glucose®
BIEE L Y Glucoselift HZ & K3t m
BE B 22 A48 RERBE FEANY
o}, InekEE LBFRG S TNF-a9] &AM EE ®HE
& KR, 0.08%LL L BEA sl MEIRCR}
9l 53] positive control?l Dexamethasone
o MER7E A H(Table 6).

=

Hamster ear sebaceous gland € FJH%

Bzt Vol 15 No. 1 -

acnes FHZE W HERAA mokiE LGS
male¥} female hamster 25 4% A9 ERE
BRI 7 A BAHRIT gl Aoz v
st

sebaceous secretion®] Hint AE=FHEE
AIA YEE REHY FHEHOZA androgen
receptor®l| dihydrotestosterone®] binding3dte] }
Ebdct. Seki %9 @Gl 57,
€ hamster Aol 2HM HEEISIFE o
sebaceous gland®] A7|7} EAF A WS &

F7F A}t o] B E testosterone propionateE

spironolactone

intramuscular  injectiondl®  andro~ gen&
stimulation®-& ® EFHREYL o Bd & 3%
AE A7 EmPAL o B ERyE
androgen stimulation® 3tA 2%& wWR
sebaceous gland 32719 BAKEE o HEIA
B Aoz Agad.

Hamster ear sebaceous gland® FIf3l o=
E# A% adrogen dependentdt F{EHEo)E=2
ZTEEOE ASFE FRANL F I BRERE
2 9t HidMe BE/@EMBEREYECY 9
EHES FEAGE] 2 £ A& ZHoldth a2,
E7 s NS EHLEZ FHE =
9l A 8t sebaceous gland®] =77} E7 9 AxrTh
Zolrx REEWPN BEEAAN BES okt
Z BREO7E HoiAx, 3 HEIME &
Axol hamsterEH##2] Aol 54idtE sebaceous
gland”} local variationo] Z7] wlFol HERRE
7 o AABZR olF #WTH & Ae HHY &K
#o] v ket

Pke #EE e B ek EBRGS
1/10 &8 L LA Sa-reductase T&bE-S 4
sl A2 2 Uelga P, acnesel ¥dle] #HT 9
FENE Vel o, sebaceous gland?] = 7]
L2 BRI 4 Y= A2 Hol testosteroneo]

dihydrotestosterone©. 2 ${tE§ B3l Sa
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- WL R mekel Eifl vIXE RE -

-reductase’} {E¥E(LEE @R [ HICIA R
glort sebum® #inet Comedonesd] H Kol
o] ol i OMIAME F3 T #R s
Aoz FEEY =¥ EFMY M
0.08%LAES BESAN Mgkl Je o=
Yelyton] Prostaglandins(PGE2) 9] 45 MHIRK
Bt s TNF-a9] 45 MHKRE Hole
Ao g2 ¥ol P. acnesdl 93] o8 7kA] {L&HE
Trr mEES A mEREReIY RitgHol Ao
U mE O 2
BEed

Ll EEBFZERZ ok EBFRAGS HEES
I3 2 mif MY el FERshE J#ead A2
2 BEEY, @R O BRde 538 428
Holx] ¢folx nHr HEdn FHELE AHRY
HoEsl imiadl WY BEEY WRI ZFEA
solzot & olth,

V. & &

ek EBFRIB S HEM, & A=8 A
BAsA3lE  Sa-reductase B¥RIEAY IR}
Propionibactrium acnes®l] #3 ¥, EH B
MeFmiaol X o Mm#EdS RES FRAIE
oz HWF F  Prosta-  glandins(PGE),
Interleukins(IL-18) ¥ TNF-a2] 45 ME, 2
2 Hamster ear sebaceous glandE FIFE
acnes®] HBMERE BET R d 22 &
WE AU

1. feok#E EBFAIB S In vitro 5a-reductase
inhibition assayel ¥3 EEAA KK 71%,
1/10 HB¥%S 20%AE Sa-reductase 8¢ HEIEH:
o] HEHU.

BRI dE Hoz2

2. P. acnes®l H3F fnskis ERFEBS BED
EEROI A pnskiE EBFRB S clear zone diameter
7} 12mE 2 iEiko] vl s Ak

3. pnokis ERFRES 0.08%LA L] BEEIA
fafgttol e Aoz veigth

4. P. acnes LPSZ ## 3 human monocyte2]
prostaglandins(PGEz)¢] 5ol ¥3lad mnekif E
BFRE-S 0.04%LL T RENA Prostaglandins
(PGEz) £ #{IHISE] e A2 Yest

5. P. acnes LPSZ #|# % human monocyte]
interleukins(IL-1B) 9] 4ol H3ld ks EB5
BRIBS 0.08%LL T BEAN MEEE el
At

6. P. acnes LPS& #1483} human monocyte]
TNF-a8]  Apgol 3l ki LRSS
0.08%LL o] #EEEAA MEIMNE] dATh

7. Antiandrogenic compoundZ A Mok LB
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