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FilaggrinERF R EBAERMLEBR
ISR YIR N

XgE 27T
(N B2 ERL R 2 T 2 2 g 4L 2 IR B 2 80T =%, ATV 4 010110)

WE  Filaggrindk B(FLGI A), 42 T AXF E4R1q21.3, Z—Ft 5 oo E e X oy L
B . Filaggrini B &13%F £k 4 I A & & % & ATk (Profilaggrin), /& # i i KallikreinS(KLKS5)#9
YER, & RIR A& G kL& & (Filaggrin), 48R K T 69 T 4. mFilaggrind Caspase- 1458 &,
DNoFHIR, R ARFERNK. Bkt R . FLGAR R S TR EMAR, X R ERAH KK
1% Filaggrin £ s, v, X JE % — 4R A & A 9R AR B . % LK FLGH B 69842 A Filaggrin 5 48 X
TR 0 KA KR R RAE—42A,

KEEIE  Filaggrink: [N, BRI RAF, BAE AWML E D, SRS, 3% 2 065N

The Actuality of Filaggrin Gene and Filaggrin

Liu Xiaofeng, Wu Yan*

(Department of Histology and Embryology, School of Basic Medicine Science, Inner Mongonlia Medical University,
Hohhot 010110, China)

Abstract Filaggrin gene (FLG), located at human chromosome 1q21.3, is closely related to cell differ-
entiation. FLG can translate to Profilaggrin. Profilaggrin is degraded by Kallikrein5 (KLKS5) to Filaggrin, which
is correlated with the integrity of epidermal barrier. Filaggrin is broken down by Caspase-14 into small molecular
substances, which can play the role of waterproof and ultraviolet rays (UV) protection. Mutation or deficiency of
FLG results in decreasing production of Filaggrin, which is the basic causes of some diseases. This article focuses
on reviewing the regulation of FLG and the relationship between Filaggrin and related diseases.

Keywords  Filaggrin gene; gene mutation; Filaggrin; atopic dermatitis; ichthyosis vulgaris

=) TR A FLGHE K FAZ G M 2 A5 52 KB 1 D g
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filaggrin)Ze [ fif 79 5 #f1 82 (1 22 4K 1 (Filaggrin), J& DRI 2y SRAZ, AR P (K R 2 R R S DI OR, (R4

BT RS UR, R BRI ORI BRI, AR DK BAT EE TR
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1 FLGERE X Filaggrindi &1y
1.1 FLGE[EFFFilaggrin

FLGH: R F1q21.3, A =MMET. HAW
TR TRS AT, Z5M=5, Hi—
FAM (15 bp) AN B A B R DI RE; FLGHE: BRI # 1%
AR A AT 5 AR (159 bp) s =54 ET
(12.7~14.7 Kb) 2 e fH N EE H IDNA L. FLG
FE R B0 3 £ 1k AProfilaggrin, Profilaggrinfe FL A5 = &
WAL HANVE T/K AT A 88 B, 75 3 B2 ORLJZ 20
W& G 2 5T 0% A UBRL . R ARG
I, Profilaggrinifl s 2 i W2 14 4 22 2 R 25 1 il
KRN AT I VE I Filaggrint, Filaggrinse 77 T A&
JZ £ 5 R 4H i (keratinocyte, KC) P Y — F iR 14 5%
R R [, S S T5.18~7.14 2 [H], H3244NE
FRMI Y, 7 F B RK/NZISN38 kDa. Filaggrinse 4 il F
ZA M BN B R L, 2 5 KCZ R 53 I 2 i []
A RS R E P
1.2 Filaggrinf9IhAE

W A& ff I 20 B A 5 K, Filaggriny 8 A= B
K& ) K SR AR ¥ K] ¥ (natural moisturizing factors,
MNF), 3 % O 457 57 1k (1) 7K A F AT R ik B i 22 5%
#HE, Filaggrinit v] LS SIKCHIF T2, MK CM
A 2 R 1 ROREL 2 48 i 2 A8 Dy T 2 I A% 1) A = A
Jitd, IR thFilaggrinfE % K 480 i 4340 vtk 35 B 224
H, BRKCARMMMEE R EZ —. FLGERF K
FIE T UL G5 52 Bk BRBE T Re, 3802 MR P 1) K
AR,

AN, FLGHERIIE AT §e 5 Jz JBk A i Ca? A
Koo ELBREEAE R Ry I R R, iR
FE RS Ca™, W] £ 53 40 Mo AN B A S BB Dh fg, 1T AN R
I3 e FERIERECTRN A e gl VB o, B JBK o e 52
A [FIET, Ca® T ARIEHE 252 0 . MFLGHE RIR R IART,
5 B 115 5 0 B AATPZE & 18 i R i 2 R AE U,
UL BHFLGE: R 5 45 5 115 5l Bk AATPZS & 18 il &
G B VAR FLGE: RIFE B2 JBK 1) B B Dy e vh R 4%
FEENER, Hko 2B Kb Re sz 1, 1
S IR B A 3R R B ) AR
1.3 FLGERAZRZ

FLGHER 5 T RAZ, HRANL i EEALTFLG
BRI =5 4MNE 1. H H0 AR AN BRI ) 28 B
PR K I FLGE: R R A2 A7 i H402 A4S, IF H
FLGHEN T8 J& T I ARAE, LERRYN AP, R501X

F12282del4iX W > T A7 f i WS T Rl
FLGER 4 & A MG A R R B ™A
DX, 78 N SR PCRELA 43 73] 43 Hr 13X PR A 5%
AL A SRR e AR . SRR I, FLGHEAIY)
ai & TR R AR A TR I D ReAH 2. Ik B
T FLGHE R 5% 3% 1y 2 & T XM e A A AE D g B
T2 R,

PR AR TR0 K2 Ik A, B 7T N 0 R - RNAGE AR
fEFLGH: R FRIE, F i FLGHE R 5 A48 B 2k A s 7Y
K FLGHE R 5% 38 Ja 0t e ksl 45 SR, 4
FLGHPRMIRFRIKIN, 5z JBR (00325 BH A o ka2l 2tk
MBI SE R AR, B E RS N, INMF. tUCA
/NG T A R, R IR 5 2 B R A R
S EER N G R A, R 2N AR A
FrBRPEFLGEE R o, A 12 4 PR 9% A8 X6 T Rz Ik 7
SO, RINKBTEAS . B T2 IR ST Bl 45
¥, UL RS2 BB S Y WA A SR, BE AT
UESE, Re N F7 % (atopic dermatitis, AD)F A& A=A
N FRFLGH N RN 45 R, kKRR Z R Rk
B o

2 FilaggrinZR1AH)H1E
2.1 KLK57Kf#Profilaggrin AFilaggrin
KLKS5(Kallikrein5)& 7E A J8 57 ik Hh R B 22 5
12 25 1, 5 Profilaggrintt [ A7 7E T-Jiki =, HR)Z
WRL 43 Wk . KLKSTEFilaggrin ¥y 34 A= J7 [fi {2 % & 2
I F, 1 JBOREBE R R B i KLK S PR K LK 5 A
Fe3k, WK F) Kk A Profilaggrin/k *F- 14 £, Filag-
grin/K ¥ ¥ />, GE BIKLKS ] 7K i ProfilaggrinE h%,
Filaggrin''?,
2.2 T iAFilaggrinfY X FH0i8 3%
Caspase-14/2 R IE7E 7 KK X2 105 H B, &
T-CaspaseZ e . HF 78 &K I, ik /D> Caspase-14F] /)N
2% A B JUR 1) B B Tl e, 9 HL /) BROGT 58 A1 2 1 R 55
SR, /N R Bk TNMF. tUCA. PCA%E /)4y
T £, [N 1S H Caspase- 14 7] [%f#Filaggrin A
NMF. tUCA. PCAZ/NIF 7™, XL/ gy
VIR AE T B2 WK A1 5 =, AR 3 R TR DR VRI 7 46 Ak
AARTIRIVE F, W RLORRR KR 16 7K & R FH A R Jik
FERBE AR o AEIEDRIK P, B 70 R I A Rt i
F 2% B¢ Filaggrinil /b () [F I, 38 A 748 A TNF-a k% (A
(Fyid e ik, 18 i X INKCE 2% (¥ 58 % I, TNF-ocii i
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INKGtlH % T FLGH R 3R 1A, MM 1% 753 Filaggringik

At

3 FLGERESEKERMXAR
3.1 FLGERESHNMRER

R Bz 98 (AD) SRR o MR 92 Bl a0 A% e v
B4, & HRTHGE 52 105 FLGIHE DK 58 45 AH 5% i 95
95, FLIRARAL S 2, RS R AN R A R, ek
TR AR A7 5 ER501XA12282del4 . K £ B 4%
SO R S ADI R R R A — E X R, kil
6T AD S AR OG0 1) 0% R IR Z, BRATFRATTBE IR
ML T fREFLGIE R T fE .

ADIGIRSER EZ NG . T8,
BAZHR P B g% [ N, PR G2 PR 7 fE AD H R E
BHER . B0 BB FLGRE R I RAZHI R, K
ILFLGHE R 5748 0] DL INADI) 85 2687, IL-10A0
IL-13FE R 22 25 A0 AR B G AD I 3t i o5 58 KA
H, FLGEE R %78 i 5 45 by Wk FEAD, 45 IL-10F01L-13
RN Z AT EAER, WK EADRIREE, FLG
BRI RAG 5, R bk Bt b 52 40, fAh R PR E AN B,
WOR T2 M G2, e AR e R G 988 B2 e 8, -
ADHR AN,

BT AD I WL BRIE T2 A 3, 2% R I e 2 g
(JTC801, ORL1ZZ A4 HL 57 Al {2 ik FLGEE I mRNA
FUAH B B 1 Rk, HIHRE R MEAR @&, 78 Bk A R
f 4 i B TR A K Filaggrinf 2%, JTC801 I 1E
B B T FLGH IR FIAP-145 4 X, A i@ 2 ITC801
PIAE A HEFLGEE R 1) % 5%, {43 AD/)s B4 Y Fil-
aggring ik . [A ik, X FADM R KR IT,
JTC8O01 R S A FRAR (1) 24547120
3.2 FLGERASEEAMER

-5 B 97 (ichthyosis vulgaris, 1V), HLFLGHE
() 2R A8 A7 15 AT R501XA12282del4EL £ 3321del A
HIS2554X14, TV ) E I R R I A R kA« B¢
JR AN A AR . BTN AR IR R E1 541
IVEEHATHFE, A0 AFLGH R R A8 4l 5 14,
SBIRARAR I A, NIEF XTI, R Ak
FRH, RBAEERERA. A RKADKIVAHR
TR ADITVA, 43 BRI J2 K o B R Bk K
BRI Rz JR 6 T pHAE, K IWFLGHE PR 2R A8 i 2k S TV (1)
FERA, HEERFLGH R4 &R E0R, VS
S JHK 5 B 52 437 7 )k ADP24,

A SR R V2 Bz P i E (junctional epidermo-
lysis bullosa, JEB) & & Gt A Bath 8 4L 95, I RIE R
& R R MG A 2R 5 2K JEBF B 5 R
HEEXVIF RIS A K, W & 2| FLGHEE R R4
£ B A R501X, 2282del4. R2447XF1S3247X, W 5T
N A3 5 MATE 85 %o R 2R TEB 8 25 1) B Jk B A Akt
Yo AL SESG, LIS I Filaggrin ) 2515100 . SEI6 45
RLB, JIEBEFH Bk A Filaggrinff) 1A B BAK T 1E
TR, AR, X ANEE B AT AR R R D oAt
IR R A AR T 520 T FilaggrinI3RIAFTEL, 5FLGHE
NI B K R, ik, JEBSFLGHE: R 2 22 Rk
T — Wi,

BE F(alopecia areata, AA) & — Fh 4% B Fr 7+ 4T
A5 00 B B R, B — N R AT R
5, (R EA B KFLGHRN 5ADH & VIK
K&, K AR, FLGH: Rt 5AAG %) (1) %
Fo T XTFLGH: K B N 7 SIR501XA12282del4
BAT o Hr, RINFFFLGHEE R 9747, ARG . ADAITV
SRR A AA, SR B EAFAEFLGEE R R
A WIAER AARY X — 45 FAb 15 B FLGE [R 58 4%
HAARRAERK
3.3 FLGERE5SIHMER

FLGH N R 5 &)l 8oh %, BB L
P RMFAEFLGE R AR, AR AL fi F EARS01XA
2282del4™, i it % afi BE LR SR I B LI 9T R P,
FLGHEH R 558 )L aWid iz mA %V KR, 1
afi B LM SR 0 ) LN ) R IR B e 2D, Rk
5 FLGH: R 978 FH ¢ 1) & i 80T R 2 Jd . if i
TPEMPAN TR A, AR AE .

3.4 FLGEE5EMHR

B W FUE I, Filaggrinff /b 552 0 bR FLCy
06 I8 2R e A ORI, e LI R P R i, — b
AN BT FLGHS PR R AR A8 45 1 ok Bt B 2 43, 5
S R IR A, T 2 448 o £ 2 b R 7 Ao i 1T 7 AR
GBI AR, 5 —FR AR, BT FLGHEER 542 1fi
f# Filaggrin B BETE 5%, {5 15 b 1 4 A4 D RYIK FE T+
151, X AT AE SN R R 11 B B T R, ARG B R %o T
HNR RS R R . IR L, I3 R 25-OH-4E £
DA B I 2K SRS RN 5 L7 28 48 1509 1) X
B2, fH U, dl i — I R AR 158 $778 2 1]
(13 37340 A AF B 35 IR S 36 & A R I, BB A7
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TR, FLGEER RAZ 52 R PRI« O ML R
UL S BB B T A T R

4 NEHRE

H#l, X TFLGHE A W5 K2 &5 X FLGH:

P55 B2 IR 2 1] 5% 28 BRI T 9, 30 3o o 3o e g 4 A4
RIBIIEIL, (ERATFLGEER M DI H T B IniR
ZIB) Tl X LR FEAMA B T 50 1012, & n]
DA PRI 7K P38 3o 508 FL GRE TR PR 20 R e 1 ik
HIBFFE DI RE . FLGREDN & — A RAEA KR IEE A, FLG
B[R] RAR R R T B R AAE, A FLGEE A 1 75
5 AR RAEM DRI A K, A FRATRARZK
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