i E A AE Y 2424 9] Chinese Journal of Cell Biology 2024, 46(2): 300-307 DOI: 10.11844/cjcb.2024.02.0012

IRF67EFNHE B % B P HI1ER
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WE T Z AT B F6(interferon regulatory factor 6, IRF6) 2 —FF =G L F A2 9 712 K
RO FORER F. HFR A I, IRFOReBA4x 0 s bR it 38 74 5 o4k, %06 B R5 6 B kA,
F AT BRIA BT T A5, B B8 A G A8 sl ety o4, IRFOIRB 496 X Rt R EAFH
FRRL Tk, PREER . FHERBF M@ RT ., ZXEETIRFOARDHL T T o978
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The Role of IRF6 in Craniofacial Development

LIAN Yiqi, HU Xuefeng, LU Yi*
(Fujian Key Laboratory of Developmental and Neurobiology, College of Life Sciences, Fujian Normal University, Fuzhou 350117, China)

Abstract

expressed in embryonic development. IRF6 can control the growth and differentiation of oral epithelial cells and

IRF6 (interferon regulatory factor 6) is a kind of transcriptional activator which has been widely

the epidermis, affect the normal fusion of lip and palate and affect the normal growth of the epidermis. It also plays
a role in the differentiation of cranial and jaw osteoblasts. The deletion or mutation of the /RF6 gene leads to cra-
niofacial abnormalities, such as cleft palate, tooth loss, craniofacial deformities and bone defects. In this review,
the research progress of IRF6 in craniofacial development was reviewed, in order to understand the role of IRF6 in
craniofacial development and craniofacial deformities, and to provide reference for future research on IRF6.
Keywords IRF6; cleft lip and palate; craniofacial development; craniofacial deformity

10). CXCL11(C-X-C motif chemokine ligand 11)7H
ISG15(interferon-stimulating gene 15)°), 3 H RE 06 3%
IFN-0/BJA %) ¥, BAAFEMEM . THIRF2EE 55440 )

FHEZE 1 K F 6(interferon regulatory fac-
tor 6, IRF6)/& — M s BOE R 7, J& T F &R TS
5 M. H AR L3 K I EIIRFs A L

Fp: IRF1. IRF2. IRF3. IRF4/PIP. IRF5. IRF6.
IRF7. IRFS/ICSBPAIIRF9/ISGF3y*?, IRFZ &%+
BUE Je R S % ION kAR OB E Y, OF B i 2
ML FE, BIEAN A T DL R AR SN, H
AU 7T CLAIIRFIAIIRF2Z 5 1 NK4H g (natural killer
cel )R A, &M kA M EE 2 7. IRFIH
T3 &K (interferon, IFN)i%E S, 1E 54 i #2 i
i kIR 7 CXCL10(C-X-C motif chemokine ligand
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IR AL s A IRF TR e 5%, (et 22 ). IRF3
AIRF72 5 Y5 R G BE I ML TS, BLAE S T Tollf:
4K (Toll-like receptor, TLR){E 5 i@, 1E IFN-o/B
FEIN 5 B R AR . IRFAZEBIH 2 4
PR R SRR 20 fif v 2 3k, AE B L 4 i AT B2 4
JE R 5 o A B b k3 AR Y. IRFS2 5
> R A 0 R R A IR SRR 5,
MyD88(myeloid differentiation primary response 88)
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WU TLRIE 55 @B rh e st h r B8 7, e 2
FhAE 2 P A7 [5G TBY IFN . IL-6(interleukin-6).
IL-12(interleukin-12). IL-23(interleukin-23). TNF-
a(tumor necrosis factor-o)Fl H Al 5 5 B Fo 2% M5
HH DG R 40 H ER] 1) B AR IRF8S 4 K
e SZARAE S TLREL T 0SB 15 (K] 7, 7636 I 4L F)
KA RS Z M IR, I HAEThOZ i) 7> 1L
A AR M. IRFOTE 48 i B 25 p il i S IUIFN
FEAE AR FHUL thAh, IRF108E R IAEAE T S22
H, HOE R TR AIITRLIRN, 7R 35 e i R FE B 1
PERIM, SIRFER o HAd R 53 AN TR )5, H i T
IRFOLE Gt (1R IR AN 2 $L/0, K& IR 7 R B
PE LRI A B LA AR A OB IR A PO
KEWIRF6Z 5 1 i M i B 4 ig i 4>
WAE R SR, IAER BRI IR K E Mol i
R o FEE R, OO A D s IR R A
S JER S5 B T RE 1R T ORI 4E 47 22 OC B 2. B4k, IRF6
TEANNEIGTE . A0H ). A g oA 72 b H
A RIREEAE T,

FILTHI 348 2 8 A2 8 P IR 0 s () A KR B
Al W AERME B, A2 M, &
PR 7 A0S Sl B P4 R B R B
PE, W02 L0 IR AL B 0 P8 R S o PO TR S W TR e B
WL S R AR I 22—, 2 2 PS5 R 3R 38 A%
R SR, @HUHERR. MR, Gl
KEAR. FRKE TSR, SRR
NEGEEE ISR EAF R B IE R 15 2, IRFOFE R KR

RN FBUS ISR Za AL F I 2 —, AU
A BL SRR AL A S B 2R A A, 3T DL ARl R
ARG E Y BRUE IR ER G BeAbh, W5t
RIURF6HE K382 51 1 i A% i i 4 L (1
AL, IRFOHR I 2 T B0/ SR 5 2 BRI B e Bk
BERO, PRIk, AR SCAS A SCIR IR F6 ) 45 44 Dy g DA &
FL T R B IR — 458, B 1E B REIRFO/E
PO 1 768 A R AR, D4 JE P 8 O B T
FRAUEH B

1 IRF6HIZEMIFN 5T 7

IRF6IERAL T Yetiih1q32-1q41 X3, JLH 104
ST, HGmAS R 46T N R IR R IR FEH ™. B
A IRF 51 53 0 B A AR ALK 45 74 2224, TIRF 6 2 A
DXFPAI3E 1 404 bp, 4> 2 LR ST B N-dim B2 i€ —%
i —12 i€ DNAZ5 45353 (DNA-binding domain, DBD) A/l
AR SRR AR BRI C-3if IRFR RS, 533 (IRF
association domain, IAD)ZH 1%, C R % 45 7K 1
IRFsANFA) I RE . 5 HAMSK R AR 172 , IRF6
ANE 1% E MG T (nuclear localization signal, NLS)
% % {5 5 (nuclear export signal, NES)ZE #4) (J&]1)12,
X WIIRF6 AT fig e it iod 5 HoAh 2 .9 AH FLAE F s LAt
L 1)k i B0 F 7 240 A 0 240 B o 2 T 114 x5 A it
i

WEFUR B, IRFER L A & B Az
Rk, EEAE o P A MR G g 2 B e s B
IRF1. IRF2. IRF3FIIRFOTEZ Fdi a2l (U E

v~ el C (349 a)
res ~ ]|l . mpt C (427 aa)
wree o~ | i bk C (451 aa)
rEs N | W oo | C (488 a)
RF6 N WWIWIWIW) IADI J C (467 aa)
Re7 N | i) .~ wmpi C (503 aa)
mrs N |l . 1ADI ) C (426 a)
IRF9 N W@ { IADI (393
Poeee ] | [ N

Regulatory domain  DBD (DNA-binding domain) Tryptophan (W) pentad NLS NES IAD (IRF association domain)
Bl AXIRFRIEGHRNEE
Fig.1 Schematic illustration of human IRF family structure
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G200 A TR EL 200 A« A4 M ) SR Al R 25 3R
IRF4. IRFSFIIRF7(13R1L & BR T S 240 iy, IRF8F
AR M T40M . AHBhTAHM . BBE. B EIE.
IRFORTEfARL . BE. FFAE. MERARSSE 2 Fhas
WA e B AEE, B, T,
ARG AIAE T 3% AR ok A 2RI 7K e i 22200,

2 IRF6HIINEE

BT 7% 2% BHTRF 5 e 1l 571 =5 B2 A G 88 I o7 P R A%
1EH, (HIRF6 1) Dy R N ARE(FR1).  H ATIRFO7E 4
925 S N HR 1 IR A B A, (H B R B IE R R B
oA AR B, R MG K B o 8 i A K AR
BB . BF9T R I, IRFOLER AN, e b 1
11 L 3¢ I AEL 200 P 25 22 ol 4 M 110 184 5 1 o e i
T s B2 R TE A TR A i R A R
ik, RERE TR A 3G T . A RERE PO R

THEANRZERIER S, B TS #E K I IRF6IE AT
FETHORIVEAAE . B AR SRR, 7E R 2
B (lipopolysaccharide, LPS)17 3 1) PN 5 2K v K 4
HEAEH, £ T HEAHRRER. 1A, KOW-
ALECZPI} 7t K ILIRF65E ] 1) 7 S5 18 5 IFN-Bi5
TR A 0%, B v 2ERE d J ATIRFO AR 1 1)
ZYEEER, B IAIE T IRFOXTIFN-p3E R 2 AT 56 5%
WIEER . 2498, IRFet 78 JE Be A= Wi 72 DL Je e
R R, S 5ME K G488 /A
KRB BB, 78 140 f P IRFe sk 2% 23 I = - i
97 A8 1 5 BN A U e R, IRFoId A i) ' i
HH 41 B Je (clear cell renal cell carcinoma, ccRCC)4H il
HAE . 1RZEAIT R, IRFOLE B IR 41 i 5 (squamous
cell carcinoma, SCC)H 4] fifrJag v P3O 04E

IRFOX VR i 5 391 73 46 I AN 23 77 AR SR 1A S W,
ELIRF6HE PR R B 1R /)N BR GV EAT TR 5 I 28 R 434k,

&1 IRFZRAL R INRERTIA
Table 1 A summary of IRF family member functions

FARF AT Kik fEH SCHR
IRFs Expression Function References
IRF1 Macrophages hepatocytes ~ Stimulates expression of IFN-inducible gene [5,41]
Dendritic cells Inhibits the occurrence and development of tumor
Activates expression of inflammatory cytokines and chemokines,
participate in the inflammatory response
IRF2 Macrophages Attenuates type I IFN response by inhibition of IRF1 activity [3,41]
Hepatocytes Negative regulator of IFN-mediated gene expression
Dendritic cells
IRF3 Macrophages Induces type I IFN and chemokines upon virus infection, TLR stimula-  [6-7,41]
Hepatocytes tion and cytosolic DNA stimulation
Dendritic cells
IRF4 B cells Competes with IRF5 and inhibits its sustained combined with MyD88,  [8,41]
T cells plays a role in the TLR signal negative feedback regulation
Macrophages
Dendritic cells
IRF5 Immune cells Binds to MyD88 and positively regulates TLR signaling pathway [9-10,41]
Production of type I IFN and various proinflammatory cytokines
IRF6 Hair follicles Mutations in the IRF6 gene are associated with cleft lip and palate [19,24,41]
Tooth embryo Necessary for keratinocyte development
Oral epithelial cells Regulates epidermal and oral epithelial cells proliferation, differentia-
Skin tion and migration
IRF7 Immune cells Binds to MyD88 and induces type I IFN upon TLR signaling pathway  [6-7,41]
IRF8 Helper T cell Binds to TRAF6 and is required for TLR9-signaling in dendritic cells [11-12,41]
Bone marrow Pivotal transcription factor in the hematopoietic system
Spleen
IRF9 Macrophages Promotes type I IFN production in dendritic cells [13,41]
Hepatocytes

Dendritic cells
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TEANE BRI IS 78 . B RGO A, BT, Je i
FMEEEE. EksEENSg, £2ida IR
AL 56T, N RIRF6HE R 4% 5 Van der Woude
ZEAiE(Van der Woude syndrome, VWS). JHFE ZE 4
fif (popliteal pterygium syndrome, PPS)FIAEZE &1 M
JE 1524 (non-syndromic cleft lip and/or palate, NSCLP)
X e NI RAIEZTAFSET, Van der WoudeZr 51k
P EZIRRRIWABERMEOER. FEMMFE. 7
KEAA, MIER LA WA R R IE 2L
JE#. JE4R. ARTEAS AR R . BHAUER I, VWS
ANPPS A& HIIRFOAE N 2% 45 5842 5| ) H Gt i 2 4k
AR, AR LR AE 1 IS 5 2 2 W L B4 P 1 55 Mg
Wz —, J& AN A% BRI ZA T A FH B s L&, wif
TR BLIRF6H: [K] 1) 52 28 Al 2 257 5NSCLP I K A=
FEYIFHREY . HI AT W, To iR £ /N BROE & N AR
W, TREFG6HE R (1) ik 2K B 5 SRARH 2006 i 1] 38 K 6 i
B 7€ HI 5 o

3 IRF6XIfilE &R A B B0
3.1 IRF6NfSHIRREITTE

5 ) % B HH T IR SERA A % 5% 1 8 73 2R 1k, 6 %
FITH R B IR R R AR TSR A KR,
AR E T, B OS8R E 2RI, B2
2 L R 22 O Y T A BT A 2E R, FLAE KT
5% 22 B 5 8 s A A S DR A ELVE R R .
F0E R W A R R 2 —, Rl TEERE T
PR 2B AL . MBS R ma Wi S 8IS K §
S o IRFOREFR /N BRI ™ 1 s ) b R 3
e DL IS A, 1K S 8 T S i B ok B T e e
SEER, O A RIXE BT IRFoR R/ R 10 L
¢ A0 Bk FEE G BT b 5z A S5 T R TG R AL
FT G2 B, GIROUSIZE ¥k 1 i B IRF67E A3
1 b i mb A P, %ot b A 5 R S 4 D
IRFO:E DR 3EAT Rt 2 IR, TRF O 53 1Y) £ 5 % 1 4
e HL b B R, (HIRFOIR = £ S EU™ 1 f
JR I %40 o Ak BB . KOUSAZEBIRITE 57 B A
KRTI4J5 17X EIRFOLE I s JL i b 7 A iy ek vl
PAAE — 58 B8 FE B TRFOR F /) BRI 1 Ji 386 3% A kS
. CHENZEWIR IS 22 38 B 85 72 W 78 1 IRFOLE NS
e FE R E R . 45 AR W, IRF6ZTGFR3 M H
AT, 25 T IRBE KRR TG/ S
fil 4, IRF6RIE N S B(TGFB3 14 [ = il & £ 1R,

[F) B A 9038 J IR F 638 I 1 45 SNA T2 3 K] 52 1) %5
filt A ok B2 ) B Rz 18] 5T %% 4k (epithelial-mesenchy-
mal transition, EMT)id #2. b4, ANTIGUASZEHI%}
IRF6FE R B AR 1 R I 3R AT 1 978 R W, IRF63E IR 2k
IR RE A B = s R 2, H R I HE-F5 36 8 A
FL A A M 5 B R R A, B S B T B R B
HA I 58 ARl A - BE AR B, IRF6 T i % E-
05 28 B 1 LA ) B A A T R 1l B R 4
[ (A A ELAE P

IRFO ] DL i B 42 5l 3 1) 422 1 07 2R 452 1
KA MRIE RN B FIE. X LI K ) 1E 5 R ILRE %
By b s P b R A AR R A, RS A T 2 I
HEAT. HAETH A O A% 0w - IRF6TE 7E 1 1
P2 #0 5 ——GRHL3. WDR65(CFAP57). SPECCIL
MKLF4%, KA IS K B WAREE, I 5 N3k
5 24 B R WML A 9¢ . GRHL372 Grainyhead3&
FEW— 0, ERESIHEVTEFZMEN, iz
RIGREREER. GO @s. filAkE%. GRHL3
AT H K B H OB Y R, 2 IRFOLER [ 4y
1 v B 5% 4 2508 4y T+, IRF6AIGRHL3 3L [H] B i £
J5 R A L 4 A0 5 3 B 2 R] (1P i, KOUSZE M
98 < ILIRF Ok 2% (¥ 40 il GRHL3 R ik i ik /b, %
HHIRF6 B #2500 /A Y Bl fig H GRHL3 [R5, 1
3 00 b Bl 20 P 1 A AL RSB B R 4, GRHL3
B R SEUS RV KR R E 7. WDR65RZ
% IRFOURTETEAE T IR, RS R A I A2 h a2k
ik, WK B WDR6SH 9748 2 T 8IS 5 & Fgah &
I FE A e . KLF4SE —Fh & A B4 45 1 1
SRR 7, J8 T Krippel#% ¢ B 7 50% , Fo02 JE kBt
B Dh e 1E % R 8 BT b 75 1, KLF4FE R 5838 ] g 330
JEREE R R . LIUSE PR L, IRF6A. T 1 3L
YA E b HKLF43E 3k 19 _EJiE, IRF6RE % 5 1
i b B A R K LR A3 5 1285 4, L0 B Rk S 5
KLF4% & i, Ui BHIRFOE 2 0K 5l 1 i b 7 Al Rz
kP K LF4ZE I .

e ] DL, 7RIS Bk B AR, IRF63E R 1 A7
TELRAIE T s b R 40 i 1E 3 38 i 5 o0 4k, Bk T
FIJs N b B 2R 1R () B3, PRAE T i Al & i 72 1 1E
WHEAT . BLAh, IRFOIE Y518 £ 11 55 5 2 HH OC 1) 2k
RIER, BAEIs K B AR F A rE T8 ), B
FIFRERIERRE. Hik, fEEEEE LR F, IRF6
of s b R 20 B e U 4% O 22 D0 SR, IS IR
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B AT IRFOHE R 32
3.2 IRF6FNIFEHIEELAEB

FHRBIRE 5HE— R4 HES e, W
R ZAME Tl S s KT BAEA . BLACK-
BURNZSEP @ I 3OS 14 iR A7 4458, R BT /DN BRI
JEBY B, IRFO5E ZURIA T 4 15 F0 O b 5 o, fi
IRFOTAZNN 2 FHUNR T S0, TRARRITTF B
FEI A ) PR 30 RS2 1) 18] 78 )53 T 2 ) R R 2
REFRI O, FAEIRFORA /N R#E T 1
Js J, T A AT ISR GO, AR = 4
R, FREE . D ERAF .

IeAh, AR ILIRF6 5 NKF h K A4 B
F-UVF MR A TR FihEE A4
(tooth agenesis, TA)/ HH T & & JIU1T 5 EUH 4 i dik
&, R A RECE R T WK E R RIS —P,
VIEIRAZESEF 97 K& I, IRF6IH AR e S NE T
VR B A4, IRFOE N RAS [ B E B 7 IS5 2
ZHb, AR TV A T s 55— AR,
AR N BRAR A IIIRFG, H o B o BB IE IR . B
FEBRAK, A RILT-FH, IR — B 5 F WA AR
BASE. MIFREAE. BHAEMTERS. [
i SR /N B A 2 FR B HS A [R] 1 2F i 2 3R B Bl H A
HERMFWMIER . B VT BT A4
(molar-incisor hypomineralisation, MIH) & — Ff 7 i
JFR IR, FLRFAE A2 2 el 5 €8 M\ € B AR B 1) R,
S IUPRH I R Ok P, R R AR — R RN OF
BEZAMAT4 I 5 i 30, BE V) 5F R 1b A 4
Al A 5IRF6 5 TGFAZ [AIFIAH AR A O, AEf1Z
[ A e K EL A FH 1) % 5 BOMITHL R A= 1 EL AR LA e
R NGRS

M2, IRFO/EF Ui R B IS FE it k4% T HEAE
o IRFOI)FAZ IR I AL 22 500 Rl T (T B, T
ELTE /N BRI B — B OF 1R F AR RN A ek S5 o R 7 L
YER, SemaPIF AR BE A TG, S EUF K B =0
3.3 IRFOIFIEMENAE

B HESN DI LT R B W MR R E W R LA
[ FE R A A K B AmEA, X — R 2 2
FERG IR AL RN 2 T . P HIR B =2 L P
VA AAE BORBE R, HIEH K Ed 2R TIEA S
SECE R A S K. ERGEE T
T2, IRFOLE M I HH 28 T8 Rt P2 v i =1 b 1z 400 i 1)
HEHE AN 534k, IRF64RAS 2 5 fiTH H 26 K B 1) 5% [

T, IRF6FAL T4 K EP IRF6FR | L[5 H
Bk FR A A G R HR A FH DAL, I 2 5 T 3
TR (T 1, LR 4E RE AR 2 201 [ 5 R A0 DA
T T RN A B A PR B IO R
IRF6RE S LA L H F= AL 2 5 s 40 il o Ay
1k, THOMPSONZ5CTE 5t % B it BR IRF6 55 Rl 2% 3 B
/N B PED S, LA A 2 A KT R, HoE
4 AR A 0 KR kD . FAKHOURIZE YR 58 K
PURFOLE [ f 5 & & 1ok 2 5 5 Tvise 2 K A HAE H,
IRFOAN Twist #1252 45 /)5 BRI HH 7™ 11 /)~ A ey 72,
Twist it i 25 5 TRF6 I 34 5 o A 4 1) 221X, IRF6
(ke SEUNRREE A & AR B A4 LU Twist]
FERRIBIKFE T Beah, 75— R I PR
AR R AR € AT A5 IRFEFEIR o ()3 A 920 A 507,

IRF62: 5 Fil 11 BB 40 B 1R 434k, R4 R0 1)
RE, B Z IRFOMAE L R H A K P BRI
SEE- YoinR= N Ok G RN (TR TR k= ¢
G e ] B AN T e SRR = =
W R B BASIFIRFO AT -
3.4 IRFOIETIFREMARIIETE, ST

RANEN R AN, B2 2SR KA
(R b S 2 5k, IRF67E R Y & B il b e %
ZOREBEMAIEM . 15 R KK E 5, IRFO1E K 5 Al
SN A P A A, IR IRF6LE Hp R) ik L 20 g o
AR ALK 2, IRF6IRIE 32 0L T
RN JZ, /D 5 LT 366 TS 40 i R R 41 220, 3k
B B EH A Y BOA PR AA R, B TR IIRF 62 £ I
TV RS2 0 164 5 43 A 1) DR R s DR 2R, %) 3 B 4
(I35 . AR A RIS EH . IRFORENS @I 2
AR Y AL B VA TS . IR U ThE e,
MR N 236 Je kB I #2 o 4l B AR s, IRF6
] R /N BRI 32 B SRR AR 2 B 2 TR R R R
J%, IRFOERK (/N fR 3 Bz ELEF A RUNR S, 2 d T
FLILJE 2 A 0 f SR R A i TV 15 L A, B & Sy
R . TIIRF6FEAR B V) B Sk S5 A KL R 4 & 7 1)
/N B A R I L 3R R I RS B LR, A T R4
M TR T AR ik, SEGZ Bk E AR Z,
Wi & 7 M IE R R B -

IRF6IER FARIE Z Ak R 745 G A0, RE
i 55 % 55 K 730 5 [ 20u(transcription factor AP-2
alpha, AP-2a/TFAP2A). %5 [A-F p63(transcription
factor p63, TP63)EE4G G, T 45 2 Sz 400 o 1y 184 5
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504k, AP-20)8 T ¥ 5% K 1305 85 H 2(activator
protein-2, AP-2)F ik, AP-2FK I N FAEKE
SRR R A R iR AR . AP-2002 —F
TE T B A B HH kS B A R R T, e S
b 2 SR ELAE YL [R5 2 B R A, SR M T 8 )
KRB WK, IRFOTER [ K B ik fE A 4%
AP2ATE H MK IL, IRFOI K 3 EAP-20 8 H K ik
. KOUSAZESF] FHIRF6 i ) 45 A7 5 [ /57 47
HHAER LR E FRHLAFRAN, KIIRF6H
FIE 5 ()38 I B> # 2 I AP-20 R I AEAR N 3R
IEATEE L%, RIIRFO/ER R Bk fE A=y
AP-20 H/KF, XfAP-2aiE H R A EMEH . s
K7 p63 & 4% s K T pS3FK R i 2 —, BF L& Wp63
e = BRI R B R A R AR SR . p63 i
BR /N B T L 56 Ak = BOaR e, A2 L 3
i K AE TS, 1 B e ATTE B ™ FE R R A A P
BB IRFORZ AN Tp63 N Jf 5 % B 4 A K 1) 4%
SRR, H AR KP 3G I 3 381 3 R AH 4 i ) ik B
43P, THOMASONZEEE & Je (0 5 434 T IE H
A(chromatin immunoprecipitation, ChIP)F15&1E 73 4T,
FHAIRF6/2p63 1) B 3L K, p63id i 3 5 ¥ Jo i
WO IRF6Y% 5% . {E 55— W 504, MORETTIZ K 3
p637E K B 1 3RIA, IRF6I Kk 3 Elp63 i AH 2238 i,
5% . IRF6IE 75 FANp63 £ [ B 14/ 5
1) i 47 15 p63 1) Al 1 7K1, AT 1] 43 Joi I it
2 ) 1 5

HH ] WL, IRFOLE B JER U5 1 A 5 T B4 i

ik, RAETRFOXT A A= K 52 /N, (H R IRF6
IS T A0 M K G TE B8 JT . IRF6IT) 5 Rk %
IR 73R R an M e BE VR e, AR TR R B i R
A MARES, AT S8 T 3R A& R . AU
IRFOSER A B ¥R A . i 51T,
1M HLIRF 63 IR [ 38 5 - X3 i 45 45 R e S R - B PE
KRR E R RIEEZER .

4 R4

IRFOE N5 NEIEIE AR R 2 —, 751
Ji b AN FRTE RGN AN R 4 R
. TRFOURYE O b K 4 MR35 7 20 i 38 5 5 4y
b, MRS IE R RS . AR R RS, [F
I TRF6AH 22 55 i T 35 o i1 B 400 PR 1 PR (1 2) o
IRFEEER B R BE RAL S ES R Fihhae. fil
TR M T < R O 5 T 0 1) S 5, ERL U, IR0
R4 PSR =0 4= R R 4=
W A& 24 RO F 7E B, BLFE B R AT 78 22 0L
FUIRFOLE & 115 2L 9 7 1 1 42 1 S AR, % XS IRF6
AE PO T 50 R B LA S G Al st T <5 e T A FH 00 F
B> o PR I R B ¥ M 2 PG S IR 7 R 5 d 2,
BLLLIRFOHE RN RAZ O RIS T W T B K8
SO, I B O WK HIRF6 LAA i H F L
12 5 B 40 A AT 1, 2B T IRF6LE /il [
MERE SR AEBENER. (HiE 7 —
AR FER T ARIRFOLE fH & B 7T HL, BA
5 R AR R SRR N . HEliF R Bk

Palatal fusion

Oral epithelial cell
G e é&
I \ / &) _
Zinc finger protein f— &J 0 "TGFA Ameclogenesis
> . . \ o
O — | KLF4 l \ \ /”\//>—]\“\
: A =

\ AP-2q
Epidermis / /

3 =
\‘ § 1z |
\\//\/\

Mandibular development

N7

E2 IRF6FFRETFHEAM PRI
Fig.2 Transcription factor binding sites and functions of IRF6
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PIRF6 5 NEF KB A e BA-V My 1L
AERIEAHIR, (HIRFOLEIX LE B A (111F I K ML
At — BT T H 8 ZIRF6 2 T BUi4E 1]
AN UK B AN A A R, XS IR
PR B P2 8 Wit R B — B, TRF 672 75 51X 48 it
T WS FE2 5 00 HH S L i R W ERTatE, AT RAAA AT
AT BT, BE— LW FUIRFOAE il if 5 A & AR
REESTIN I
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