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[ Abstract ]

important for the study of the pathogenesis of acne or the evaluation of the efficacy of anti-acne drugs. According to the

The choice of an appropriate mouse model of acne according to the experimental purpose is very

principle of modeling, mouse models of acne were classified into three categories: Propionibacterium acne, chemical acne,
and androgen-induced acne. Taking the classification of mouse acne models as its starting point, this paper summarizes the

modeling method, the scope of their applications, and their advantages and disadvantages, to facilitate the selection of a

suitable mouse model for acne research.
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1 P.acnes FSIEE

1.1 /MREMEEERE

P.acnes &5 2% FHVEDR AU , 208 1Y) 32 2% i
W /NERELER K RS PLacnes BB /N BRH-
R YL AT P.acnes B RE S0 015 1R B BERS Ab
PRI AN TN, (H 85 TR R AT 181 K35 s T T 2%
1 AR N = W/ N v < 173 £ S T o
(triglyceride , TG) , TG R #% P.acnes 5 Hij i 5324 H
IMAE R, M 2 PLacnes 4K Toll #£5Z
A& (Toll-like receptor, TLR ) & FI 2 % A AR xC i 51| 32
RE WYL E N P.acnes W& Z 1K, TLR2 7£ P.acnes
TR 14 £ ST FSC A0 B P 200 i R A v 0 3R
ikThEr . TLR T AR #F 1 42 & 40 f B+ #a b A
T ORISR E A =k A=A Placnes il i
MM T TLR2 W3R A2 75 5 S A% A0 ML X 1 7 A= 18
it TRL2 5% H A i A % -12 (interleukin-12, 1L-
12) P40 JA 3 7-id PER IO , 75 5 I U BRAZ 40 i 7™
Az IL-12 20/ 25 -8 (interleukin-8,1L-8) . IH4h
P.acnes i AT 38 1o A= B 22 TG SIS 40) 3 43 6 K o T 1
PR, B RE B IR R RRE R I,
/NERE- ST Poacnes AU AL T AR B R A5 19
PR 2 I TR R AE

FH PBS 2% M e B R 6107 cfu/pl [ P.
acnes BRI &I, T B2 N 53 8 JEE aYEME ICR /MR
(AT H, ATs S/ BROZPE AR M 8 N7 /DN BR8Pk 98
FEABTIR ) R AT D /N LA R il | 2
FZLHE, i H e ERR I EL W 40 i CDA5 ™ 1 41 it A
Ly6G " PR 240 B 55 32 108 1 48 A 200 A 1) 450 6 b 35
INEST AR AT 30N BRUEE P R 4N B E A R A8
i, 31X 5 N i 28 AL, L PR ] B 5 | A
WIPR S H AT P.acnes 5 8UEE I ALTH KBt P.
acnes Z5YIHIFSY, AR/ N B/, @R FE 25 5
BUZEERLE-, IX 52 1 X A5 70 1% % T WL M BRVHE R
K S5 AME ST R BT, /N BRCE 2 980T B g 5 | S 1Y
Ak ME U A BRI, 75/ B M 5 Placnes T
25 5 WER G RE VERRE R IR 1 A e
1.2 /IMRANERIEEEEER

ANERON 2 H2 R e ot A 78 2 3 o R A B P
acnes FEFPARIER I 5 N B2 Mg o3 15 R AHARL A A
TR R ST R /N BRI B R N R bk 1) T A
B8R T TR IEEROLAN &5 A B AR IR, I8 i

PRARA  , Az BRI 2 i A e i 5 5 TG
NEIWTFRZE AL . $EHT 24 h AIBRTES AW R B, 5%
K IR A IR TR TG 25 % B 1 A1 A 06
il # N3 KR, FE) 8 Ja i i) CD-1 M/ INBRLFF 7 e
NIESTZ) 50 L HEE R 1x107 cfu/wL 1Y P.acnes )
PR, TE 5 J5 7 BITE /N BRI SR AR AL IR K 20 L i 6
N3 BB IR BRI R 7 4V N
R AT AL BE B2 U BT P.acnes Y J8EHS B R 15 22 A7 7E 1
Jilo A RS AR T N R, HAK
TET PSR S B i A B e v, (HANAAAE T/ B R
T EL A 80 A SR AR K TP R AR T A T
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o R PSR R 8 2 (EL B TR AR B o B R g B
SRR SR, AT R BRI AN AR E M B A A
ot BRI HAE S5 TP AR
L3 SMIEANEBRINEHEE

A=) TR AL PEAE T PR 555 5 8 ( bioengineering
a humanized acne microenvironment model ) &% . J7
41 M 4l 2K R 4 ( dermis-based cell-trapped system,
DBCTS) VE NS B 5 A 25 &, I H P.acnes
P55/ N R AR B SO R /S BB AR

FIF] DBCTS i3k A B2 B 4 AL, R4 3K 00 A K
JiE 4 i A ZH 2 ] AR UL R R R o B 5 A B

RN JC T AU B P ALA ICR /N U B Bk 7

d J& , B ORAE BT 358 rh 58 o/ B 2L 22 5 1
B4 20 mL ¥ JE K 107 cfu/mL B P.acnes 2 357
FNHBUE b5 345 e S, T BRI 4
SR OB NN L fL 2 () DBCTS 771 B N
B T A TR AR 5 A7 20 i R ik 1)
A B H LA FE B AT T T Placnes | NI
2400 /DN B G 28 0 L =2 D F AR B VR Y R
A2, A AT SR/ A RE 7 A 0 M A 1 47
TR 1 Jmy B, FH T 0 8 7 1) BT 88 s 245 ) g
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2.1 ZHREFESHEE

TR (xylene ) & — SRR A0 7 LR
TEWFSEHTRE 25 W 0 BT RAE b )iz ], = 1
IR0 5V S 02 pR R B A2 A H S A R R T AR
(transient receptor potential vanilloid 1, TRPV1) 52K
BAG AN F19 B TRPVL A2 5 RAEVE AR, 1M 2
FH SP 38 £ 0 I A5 PN B 40 RO KT 32 4
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HF MK EINS | MRS R R A 5E K (calcitonin
gene-related peptide, CGRP ) W75 /& I % &7 5K , Jf- 1%
58 SP 7EM 28 SO IX A RAE T, e, B2 ik v iy
A HLES 7 7 A 0 M AR/ B8R B ) 5T ( carbonyl
species) T o TS RO R O 2 R A R
TRPV1 S5 RAE

B 0. 03 mL — FHAE ST AJRARHEYE BALB/C /]
B H-H S I LATE S/ B2 e E K B ST/ B
REWHERIAL Sy T 9 NG 51 1 /N B
LKl Bl - o 2 1, AR SRR R R R AL
R 20727 T ZUpg R - ARG I 81 7 2 Al
B BT I i) e R S E A Y T2 9 | i 3
HEINE . ARG/ AR MRS A Y AR
AR, {H L BE S W 2 S 0 B BEAY K b
Ak, RHGZASE R 8 e ok A 1 4 38 a2 ARIE S B
LGPITEAR N BT RAE R
2.2 BEHESER

B o= o b & oA B s B (12-0-
tetradecanoylphorbol-13-acetate, TPA ) , TPA il i 34
152 1 C ( protein kinase C,PKC) ,f1f%5 P38 5
2y 5y S )R 0TS B BEE ( P38 mitogen-activated
protein kinase, P38MAPK ) M ¥ AT kB ( nuclear
factor-kB, NF-kB) , A KA H AN 2  FAE A
WA A= A R 7 25 T, SO 5 S B T A2 Tl 02
VEFIT A& A S AE , DT FE 1A Az DU 9 T A5 7 40
WK = HT PR R (IL-6 MBI -«
(tumor necrosis factor, TNF-a ) ZE 42 & K F /K F Tt
15, DABTHDLEEAE S e 5

3 A7 - AP /N B TR IR 20 wl 5% 12
S, LA/ N BRI AR i ST/ B 58 P AR A
RS BER 24 h 7B/ B ER K 20 pl 5% LR
TR RFEEE A 9 d, LIs S/ NRAEPE A,
FENT /N R PR R 2H S A T e
7 2 R0 22T A% 1440 P v i | 2 g R L 9 2R 1 R
TRCLA R i A7 368 325 P B K i 9 T, 2
TRV AT 4 A0 2 24 ) 7 e R E i AR R A
K e P R S T L 29 22 ey AT T PEAG 4
RELN )N P SR S B K I e, E S S A
AR, A R R R B
2.3 ANEKRESRE

i L3E BE ( carrageenan, CG ) J& — Fi5& fb 24 49
J53 , T ORI 58 ik R 28 A0 ot (BB TS IR 3R |
=0 AL TS 2 IR AT TNF-o0) o RAE RY
WILRBTEBL(0 ~ 1 h) J2 i 4 i | 58 €03 i 01 22 3 SR R

HIRA ) CG T EE I Al Sk 15 K
T 3 h N RAEFGECGR BIWEAE , )5 3 h, PR AES
X ) — BE B0 ] 4> F R, RAETE 24 ~ 72 h N TH
B CG Bl AY 2k e SN LA TR MR 1M 2% 2
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IR e E TR AE T 4L U T, 7N B Bk o 3
K e R L B, R 30 pL WK EN 1%
() CG HS KM F/NFUE R, L S/ U i ik, 2
SE/NER A MRS AR AR 3 A B B
P, B AT 58 5 90 M 38 H S A 6 I 400 it 32 10
A3 5= A ad & DL K a0 TNF-a, 3 % 1L -2
( eyclooxygenase-2, COX-2) Fli75 7 I — 48 1k & A il
S SRAEA ORI JRE Iy BE
2.4 2 4-"WHESKHFSEDR

2, 4-— fi§ 3 & 7K (2, 4-dinitrochlorobenzene
DNCB) J&—Fh 5 O BE M B 2K , DCNB ] 3 &xf 7= A 2ok
B R S BUOR G T R RS R S R TR A S
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FfErE /N ET B, 7658 0 KAIEE 4 KX, HCH %
25254 100 WL 1% DNCB ¥ 3 7E /N BRI B X e, DA
ST /INEUBE AR SRS BB, IR 254K 100 pL
0. 2% DNCB WR4K 2 /)N U B X, 3 8 IR, Hp 4k
38, LIERFZAR Ak AT 1% DNCB %
E7 S AN s WE 2 vl N e K { WA = L 2 1
Fe Rk b2 3K DNCB J , il HRETss 4590
Y E B K b LT CDA* F CD8* H F+ 5 , M Ji 48
B MR ECE R TR DNCB SO0 F wk ]
VEE AN A T G e 19 7 v B A FH A 98 9t
S 245 W KRS T I G R M A O T FE

3 EMRFSRE

¥4 Z (androgen ) J& T A 18717 K2 HG 23 O R
rh i T TR AR 1) 7 A R I L, B ik
TR BRI SR 14 ey ¥ A 0 A AR/ B U R 2 A Y
P il A A T W) TG 2 AR-C 2 AR
I e B AR ARG 7 4 L 434k T 308 s At e AN
£ A0 0 34 6 24k, AR (BRI I i, B AR
) T 3R 2R A 0 T PRS2 T ( tesstosterone, T) | 5,
S21 ( dihydrotestosterone , DHT) 25 i\ E N5, T
BLIE i R R Ak A DHT it 1 78 S o34 J5 e i 2
e AR /0N BRUME 8 3 AR 18 0% 4 &, WD DHT
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Xt SPF 2% KM FfEr: /I BB H LD TS R R 52
Ml 0.1 mL, B ] RF 2L 14 d, #HE 37 /N B AR
BT BEROR /N BRULYS SE RS SE IR AR B A8
JIRAE R W Tk AR T RN PO 25 )
X HERCR I B A AN, e A , i i LA N T3 4
JE 7 KRS A 2 AT I CD-1 B L. BSHE 4 S,
ISR FE T 2 DHT #9545 25 R SRR S B
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XSRS s AR (T

4 5

EVHT, /)N B B Y 1 3 A5 7 U2 B L R
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XIARBAR S AH /N AL RIAE Placnes &M 5 R AE 7
LT R e MRA BT ML BB A 5
ARAFE v 4 /) BRUPE A A 1R A KR A e 8 24 )
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B BAT AN [F] A 58 3, PRI i AL 114 52 2
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DABALIREAE 114 B Sk o SRR AR, T 8 S A Y | 25 Y B
TCBRAGRY N AT AL, PR 80 2 14 65 L AT
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