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#E Krippel £ K+ 7(Kriippel-like factor 7, KLF7)#& Spl ¥ Bl Kriippel ¥ %% 5 Bl F X % (specificity protein/Kriippel-like
factor, SP/KLF)iii, TEZMAEMELRE P RIEREEREN, 1ZEENE MR/ R AR RS IEL. KLF7 M. T8
BEPRE O ILE BN . MR E T FABEER BN T A3 B Gy PEIRIR 2 S50 A G R . DhRe i B,
KLF7 #4241k B AR S R R 1, A A VLY B A A ARk #8 Dh g, 7E SP/KLF K, KLF7 B FitH
PR, RIS AR L AN 2. ARSI ThRETT 1 PRIk | KLF7 RUsoiilt FE vt g, AR KLFs KR A Fi 42 it

R AR

KR Kruppel FEE T 7(KLF7), #orBl7, M Rg, BRATER, 1 AR

HRHES Q2 Q4 Q5

Sp1 #£4E [(Sp1-like proteins)fll KLFs #3% A1
(Kriippel-like factors, KLFs)RIEum#l A 3 N
LR C2H2 BEfa 45k, B S FR Y Spl #f B
Kriippel F£5: 5% [RF 5 ik (specificity protein/Kriippel-
like factor, SP/KLF)M. % ZX % i b 75 41 g 38 4 .
I TR B 55 2 M A ) e R b k4 A
H. Kriippel F£[X T 7(Kriippel-like factor 7, KLF7)
72 Sp/KLF FR I — N Ee, 72 Bk 25 1 2 KK
Iz RIA, A XK UKLF (ubiquitous Kriippel-
like factor)?. 98.5%[1 KLF7 5& 4w bk /N BRAE H A=
3RWNIET:, RINE DGR, FFIREE. K
ot XM U B B A L. ThRewt
FRW, KLF7 1EME RGK S RGBS 2
HORIEEEAE N, 2 BRI IR, T 2
Wit on, KLF7 2 5V 2 5HiEw it i, 4
an, AL AL A SRR T A i T 4 2R %
PERNEL 25 E e T B, R A A
PR A 38 B 1 AR gk A ] 2 Ak R P AR AR A
KLFs X B 53 W [F) R 358 E . AR SCEE X KLF7
fR) 45 K R0 AE ) 2 D e HEAT R38R, iz ik R B
KLFs 5% Ji% HAth B TR N AIF T 58 A S it A5 1) JE
¥ . fE Sp/KLF FKJER A, KLF7 Bt 5,
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1 KLF7 g5tk

N2 (Homo sapiens)KLF7 % K % 153 )7 51 4= &K
909 bp(NM_003709.2), 5/ (Mus musculus)FH1EA
PER 97%, Fahd 302 /N FE L (NP_003700.1) 2.
KLF7 2 5 0 7 HIAE & P 18] 1) =) P54 8 i 1R v
e KLF7 S HE R 7 F0TE 21 A4l ) 1 [0 Y5 14
|, Fﬁ"tﬂﬂ(snongylocentrotus purpuratus)’)L’ b, H&R
20 NIRRT R XS KT 60% . 2Kz KT
90%, SRS IE KT 70%M. HE K
[FYREPESE 7R KLF7 7 [\ 4 A ml 5 2 A AH ALY
Dise.

¥ 3 B ¥ KLF7 B A #% % AL JF ¥ (nuclear
localization sequence, NLS), f&% 5 N\ % 3k 45
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Fig. 1 Schematic representation of human KLF7 (modified from reference [2])

1 A KLF7 EB&MREERESE TE[2118250)

2 KLF7 B9Ih&E

2.1 KLF7 5HERELRE

KLF7 &4 R G K E KR HE . 2001 4F,
Laub 502 ¥ ORI T KLF7 TEMEA 2% K & e
(B 2), TENRKEHRARME RS, KLF7
LT = ANBY B[R 3L 1 3 7 e 0k e (I R T
BEBB AR HARRRBEE . BAAr
i A AR AR 2T, 38 KLF7 Al e & 5 A3
MERJ LA RIEEZET)RE. TEPES f K
REWEED, KLF7 fEWRER, [0 755 kA s
o v Ak, T A K AR B, KLF7 AE B
N . RAZ . PAX . I8 BN A% S AL S R
KM, X SR T — 4R R KLFT 8 R &
RehREZEERN. BT CWH KLF7 Befe ik
RAK, FHmA 225 2L )5 IR R B — L 42
JCIE B ) o4k

KLF7 ekt 2 u i R 4E <. KLF7 Befg 45
G A E O KB B 1A
(cyclin-dependent kinase inhibitor 1A,
CDKNITA\P2 )R 288 i J 39 a0 0 4 s e i g 4 o 81
1B (cyclin-dependent  kinase  inhibitor 1B,
CDKNIB\P27) [ 3 %ty 5 2 X, 2 ik H Rk .
Kif7" /N P21 A1 P27 ik B AT B A2, 1 H
PG FARL AR R GE . KR 2 W AR TN 45 1)
Mgk, BhR ALK ERZ B9, 454 P2l
P27 Ret AT A0 B 4B AR, 178 KLF7 {2
B R A KIS B /D i (R P21
A P27 FRIXSLIIC. Ak, KLF7 K¥EAMEH L

B AT FBXO38 & 507, /Ni{ FBXO38 il
It F-box #5875 KLF7 £ [ 15 2 IR 4 B 45 M 3 (B8
59~119 fir & H 1R 5% ) K A4 HAE, T A KLF7-
FBXO038 H &4, #4585 KLF7 XF P27 [+ /E
(Kl 3). Sumner %093 — B 3G UFE T KLF7-FBXO038
XTI A K e . 5 i PR L2 4 (spinal muscular
atrophies, SMAs) 21z & IO — M, FBX038
) — 4> SNP ¢.616T>C (p.Cys206Arg) 5 i% ¥ % AH
K. A FBX038 (p.Cys206Arg) A 43 5 i H 5
KLF7 &54, {H4 S8 KLF7 RAE4s & N P21
DR, T S A 2 n i R AR KA 4ERE. KLF7 R
BE AR R R I AR K0, T HLAE 524 A 2 41 i Hh Rk
RN, SRORTEIX RN M b g Kk KLF7 7] Ref
P ZE . Blackmore 25 FLAESE 11X — &4,
TE R 7 J2H60 22 0 20 PRI A /0 BRUPRT 2 5 8 B o rh
T RIE KLF7 e R B AE A & o8 20, [H
B, KLF7 fEANAMAE Rt KX —EH.
2016 4F, Wang Z519%F CSTBL/6 /)N B A4 B 41 45 B 457
R K B 40 M 5 AR #2852 B (acellular nerve
allograft, ANA)YMATMHZAEE, 18 IR 2 2
INRARW I RIE KLF7, RIES 4 B 5, dRIE
KLF7 ‘w2t 7R A . S Az sh &
JCINREMR . 2017 &, ZHF 7R 4HO7E Schwann 41 i
(SCs)HIFRIE KLF7 5, Xb/INREEAT R A k%
M, gRER, B TERIE KLF7 ¥ SCs 4/
AP n1S R E, #78 KLF7-SCs 7 1ENiRYT
PRI B — A B R . FI4E, Wang ZER I
KLF7 X #0 2 4549 (148 S AE F o] B iR 01 32 2
H 2 EH (A 2).
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!ﬁgﬁgﬁﬁﬁ%%%%‘ﬁfﬁl%ﬁ%% 1. 52 B BTG fid BEAH O
A JE%] 17 % E e 2R , S
. 5 o JRBE | R AL P 2017 N A
3 L FIK KLF7 i) VPRET I e 5 1 4. (LS W T AR
pEERNA TG 5. EBE Dt R 2 AR B
FIETH 1. %Eﬁﬁ%ﬁi}%ﬁg-@@@ﬂm%ﬂﬁﬁﬁﬁ
2015 2. 5.0 L& B IwAH
1. E AT miR-146b T 3.5 140 AIP SR / MEAR B %
2. JA B AL S 5R98  BREAE O 2014 | |4 S5EALBERR LB R AH
e — 5. WUELE BT RIK KLF7 (25T i
;. i?gﬁ%%%@%%@%ﬁ% S L1 2013 | |6. BRI RALHE KLF7 RIE, F0HI A8 40 740
TR BRR KLF7 /i, FHEIT O3
3. A R AL 5 A3 2012 || 1. 173 5 e Bt 7
4. 55 IS i i MR AR O 2 A1) 32 100~ 440 i R AE 440 i 3 e
R T T s Z L1 %
00N (4 1 o010| [ O-Catechin £ 3T3-L1 Wk B
2. FERE L 0 % R R D e T AR ] KLF7 %5 BxpEdh
. s000| |2 REMEHERE MR [T
532 A RN | M T
2007 || 3. FEWIUB L 12276
1. 2 5 A 7 A 1 IR & JiFs TRKB
2. Z25MREH 2006 1. 5 T B9hE PRI AH G
3. 5 Brn3a VhFIME AR TrkA 1A 2. SRS R A O
4. 5 MoKA(FOBX38) H /¥ p21 2005 3. Klf7* RIF IR oK KLFT 763
UL R IFEEEEH
KO AR A T 2004 4 gglﬁ }fiftTrkA S Wi e R
MoKA(FBXO38) 1. TERSE AT 2 ] 2003 MR
JEHTEEE TrkA L /NRFIN KLF7 s 751 7
2. A B i 2001 2. RIKVE W R IR AL ETE K
T KLF7 &k LR R LEE

L F

Fig. 2 Timeline of KLF7 discoveries
2 KLF7 W 56T 8 4

KLF7 Z 585 M4 0K B AR . BT 5T
SN, KLF7 157N BB I 1 R 4 28 717 (dorsal root
ganglia, DRG)=RIAM, $278 KLF7 W] REAE B pf
ZH RN . TRKA & # 2 4 K K ¥ (nerve
growth factor, NGF)3Z 44, 7585 A58 A 2 65
ARG TR PR Ty e, KLF7 7] DLE $1E H
T TRKA W5 81 X, (2t Rk, ARyt
FRIR, K7 AN B PR R S R, IR
HImse 4o TRKA WREE B EITHAT,
FHUKH TRKA ) NGF AR IR ke, 51 &M
P22 o 4l Mg A To 0, B W) KLF7 W] fg G i i 4
TRKA F3EREEWEE 58 #h 2 TC R B MIAFIE . R
SR TR IR AR LT A, KLF7 {22t TRKA 1)
RIK TG EE 5 KN - 5 7€ [FEHE /POU 45 i35 2R F it
3A(brain-specific homeobox/POU domain protein 3A,
BRN3A) W [ 1 H (K 3)2. B T TRKA, KLF7 i&
WIS — A TRK FRAL A - JRALER & 3 32 7R i
B (tropomyosin receptor kinase A, TRKB)#*ik. H

vk i # # A8 ) 43 M7 (electrophoretic mobility shift
assay, EMSA). 3% 4 Jii f 9% 3 ¥T € (chromatin
immunoprecipitation, ChIP)H1J3 3l %% ) & B i 75
SEREME T RoR, KLF7 86% 5 TRKB H3h T L
) TRKB Ca* Jx i JG #f 3 (TRKB Ca* response
element 3, TCaRE3)%5 £ 31 3 58 TRKB &L
(K1 3). TRKB A2 i i 14 #1458 77 5 - (brain-derived
neurotrophic factor, BDNF)*¢2 {4, BDNF/TRKB i
%2 5 4 AR A Al il R AR KR SR ik A
{H KLF7 %I TRKB B AE R 75 o mi L iR o 247
TIRAETT.

KLF7 & 5 W& % #f 2 JT (olfactory sensory
neuron, OSN)KH. fE OSN H1, KLF7 {E/NRMEAR
TR BB R RIS, R H TR OSN [
RE . mbR BB FOUESE T IX — &, K7 /N R
OSN W R AEKZH, A2 252 m), i H
OSN F§ 5 M by & A - WL b5 & 85 H (olfactory
marker protein, OMP) R4}l & & 7>+ L1 (L1 cell
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adhesion molecular, [.7)% % K 3R 1A & B #K T8
A ARA. EMSA. ChIP A58 3R Bk 5 2 K 4 i K
B, KLF7 fe4s& omMp A L1 Wk a3 20 71X, JF
Wiz HRIEE 3. SRR, K7 /DR
OSN  — SE L [N (1) 0k 15 B AR B AR LL 22 S W0 35
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Fig. 3 Target genes and biological fuctions of KLF7
3 KLF7 HEERESEYFINEE

KLF7 2 5183k £ [ i&(dopamine, DA)REFHZ
TCRE . RIEDNTRIR, KLF7 7EDE D IR ER A A]
JIl ) DA #0122 T0 K B AR AN A B e e I8, 42
7~ KLF7 o] e i & R A AN Dh e 4 dE . mii
BT R I, ERIE KLF7 ge et 2 Bgiis
& [ (dopamine transporter, DA T) )3 2l ¥ [ 4Rk 15 &
RIEPE. AN, Kif7 /N BRRERFI i DA #1427t
28 5 TR FR AL I8 (tyrosine hydroxylase, TH)MI DAT
RS K 2 35 TR B, X AN E 73 A E DA )
A A i A E E AR, B KLF7 KT RE
S DA M2 e DA 145 . DA Refg
i 13E A2 B 2 B i B I IR 2 (noradrenaline,
NA) DKLEE DA 03 0 57 85 K 52 i) NA BTG, 1T

R REIR . AN, 2015 4F Oren 50K 8L, 14

M2 256 w BT 5 52 44 (mu-opioid receptor, MOR),
P KLF7 iS5 EF, BEJE 51 17 Fhid 5 i M
Jo AR B0, $R78 KLF7 78 MOR T i & 4% 1
H, {H KLF7 2541 300 7 KY5 52 00 DA 73k
AR .
2.2 KLF7 5A8RA 7 A K BEBEHE X5

TR Z MR RER T 7, KLF7 A& 05 R
AL PESE (AR DS IE K. KLF7 ) SNP(rs2302870) 5
A NEE ) T BURE PRI AH O, A1 AR 12 Ik [R]127,
FPHEZRERENBE KLF7 255 )5 317 X SNP(rs7568369)
EREREIRAE DG, H H A AR R SNP(rs2302870)7E
PHEE N AR BESE. 2016 45, GWAS 7
Mrigos, JEE 111 749 NMEAEREAF, BEMER
PEAR 8 (R DG 0 B0 9 T 20 SR s AR i) 55 13
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A SNP f7 pi#H G, Horp 2 S Qe ik KLF7 M)
SNP(rs2360675) 73 {8 5% =1, X4 KLF7 Sihs X 2 3
Pt iRas, FE5 ) AR R W &, K
JEXL A IR 5 &R, gt IX ) 1 A4S SNP 5 i 3%
PRAR % 5 i &% 1 (very low density lipoprotein, VLDL)
oE. EIRESMREIHORA CM(E 2). ERBER
$eR, KLF7 W] RETERE WG 22 b R 5 B ZAEH

PRAMIF FEAESE, KLF7 A2 2L 3h 4 g 7 40 i 43
B S R 7. BB 3T3-L1 /i fig 5 40 e i 5 9
R KLF7 miZik, S8 R R, P8 i [l 0,
PR AOREATIE A 4. T RIA KLF7 2%
E QN R e ST B e = R e 7l
& 14 TH W) B0 % &y (peroxisome proliferator-
activated receptor, PPARy). CCAAT/ 358 1 45 &
5 1 a(CCAAT enhancer binding protein, C/EBPc)
I fE B 8 45 & & [ (adipocyte fatty acid binding
protein, A FABP)%5 74k G BEH T IR IA T B, 42
7 KLF7 o] RE il R 1 1 2 R 1 [0 2202 R0 1 7 i
I 240 L 43 A0, — B[R] 25 0] DLE I 2% KLF7 RIA
Sk 5 BT S BT 40 2 4. 2015 4F, Matsuo Z581%
I — T K IR A i P —— 5 45 i@ 14 2% (borrrelidin) 7] LA
3t KLF7. GATA3 S5[)31A, I B A6 mr i i 40
fa s34k, 2016 4, Shen ZEPR I, WAL )] LA
Pt/ B BRI E KLF7 56 500872 15 107 40 i
SR T 2295 . MiR-146b RESE 1A T M KLF7 %
ik, HET AN SN A E G T 4n R G e, (LA A
(Bl 3)=. g et RoR, Ki7- /RIS
FSCET 24 248 e 1 S I 240 e oA 52 BEL, T [ B 48 L 2 A
H5m, $E7R KLF7 76 5€ Mo b R 38 EH . (|
KBy o BH AR SR AR TS, TEvE T AR AL
L sh P —580 2% KLF7 WEE R dk i o 45 7%
(R g JU 240 PR S B, R B SR T e T L))
Wik e 2%, KLF7 18 lg i 41 23 /E it e # 2 1E
WA FFRERT, RN I D REFINLRIEATE . ST
KLF7 564w/ BROME DAAFSE A BT SR IR i 4
SRR 7 14 e o /D R

KLF7 T£RCNR 7 At i b R R = R0k, S
FEZA M R FE T RE. 2017 4E, Wang ZEH&
TNMERENTH R KLF7 B)ZRIEEOL, 45 R EIRTE 10
JEL % v g I s M ) BRI A A B R I A e N
KLF7 W RIE BB E m TR, H KLF7 5
/% (interleukin-6, JL-6)5% # MR TR IA & 1E
FHIG, $278 KLF7 W RESr T IR 51 RS i g s 2 23 4
PER N . TE BRI D Al B ol Rk KLF7, X

PPARy F1 AFABP W)RIB WA M, (He S —Lk
I I 240 L AL 7 ik e A, 9 R AR BT IL-6 3Rk
T, HEEKZ (adiponectin) 198 2 (leptin) & ik T F%,
VI 2 1 KLF7 A A BEiE BB B R ARPT. 27%
2y - )L 2% & [(-)-catechin] BE W5 @ i #4 KLF7
Mk, $&& Adiponectin FIFRIE T, MM 35 i
5 40 R PR JR B 2R LR MRS, S Ak, TR BTG D7 4
it K& KLF7, S FBERBES R BB 1 1
(pancreatic and duodenal homeobox 1, PDX-1) ] &
PE, SRS R, ICREIECH AR A 2
(glucose transporter type 2, GLUT2)~ TR Z54)5%
A& 1(sulfonylurea receptorl, SURI)F1 A ] F& i £ i@
T8 (Kir6.2) B2, 490 1) 5 60 0 75 - 10 J 240 e >k
JEEE . A, I ERIE KLF7 &g FEARE 5% V140 i
Hh OB U (hexokinase, HK)MIRIE, KOAE T H
B PR S8 ) B L HK B RE AN AR T IR 5
NFE, FTEAL HK BEAGAT B8-S BUB & 2R 8% 32 40, 1
R S O e A I ARE RO R AR (B 3).
Ab, I ER KLF7 iR SRR RIE, TR
HIBEMRAENERZ —. KLF7 EME RS R
AR AT B S BERE R R AR, 1 £ ) KLFT7
i I 5 W K 73 i DA SR AR BE AT A 22 73 U NA,
eI R, e T B I AR PR K
2.3 KLF7 50MERR

KLF7 520 M8 00 A G HE K], Vangala Z557
WHE T 31 A 50 MU R SR bR SFE B, T
EAVRE T IXE S T e s, Tk 211 M4
SRR, AN I 8 2 53¢ DR S A0 DR N I I
W RS ZERRIE, BGEHE KLF7 %5 5 NMERTE
PR BN K KA B OER . DEERE
BRI P o M R o, AT R 25 Re g PR IGO0 ==
H KLF7 W335, JEXT0 2 A\ I7 1. 2015
F, Makeeva S50} [F] 8 22 95 184 A8 53 R IE A0 BT
K, KLF7 %5 9 ANFERI 14 A i8L AR 5 5 0 fiw
BRI, HAET, KLF7 2 5.0 M8 5% K AR
UG 2, ZRE &7 R, A SCHE#H
M, —=&5 KLF7 LU ERA G, A5
R, ARG 40 i O L4E B R A FE T
P KLF7, 7 ACR) O WIECE B 2 98/, $275 KLF7
RE 2 2F R BG40 o ) O LA B 4 LB, =R s
KLF7 76 5 07 1 23 B9 AE LA 9%, 78 BRI 107 400 i
H, RIE KLF7 BER B RIVER T 1L-6 ARG 48
MR B RMEIL, XWAETHZS 5O MLE %R
FHRMIE SiEg IR, =25 KLF7 fEM& R4+
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IVEHAE %, KLF7 RE% 520 DA )43 i™, 1l DA
I AT JRAR AT NA, NA 73 Wb B M £:5] 4 —
ZHN O LR
24 KLF7 5lRAB

FIARE AR, 08 1) krippel 25 [ (KLFs )
AR A TE W B TE o B B8 65 e e JUL PR A2 0. i
R, HORMZ IRIE B R, KLFs R 7L
PIZHE T AR, R4 — RBIBTE 50 K I KLF7
5500 L5 AR ) 2 A SR Es, (H JLTE LI AR 1 4
P37 A% . KLF7 AT DA AR &0 55 77 (4 18 B 48
Jif g Co LA R 43 AR89 A KLF7 758 5 LA g
RFRIAR, PR HAEE RN R R EEA . B
MR 5B, KLF7 2 5MGIULRFHAY. 7E%
H R EEE, LA T2 40 il (retaining muscle stem
satellite cell, SC cell)fR¥FA 2253255 1k, 1 4R
RAR, SCYNPREIT AN FR 2L, R E BB
M, R R A AL, AT LA AR 2016
4, Wang EWR L, KLF7 76 SC 40 Mo i) i 1k 81 &
Fik, W H KLF7 §k R (2t SC AfuiE ik, &
B KLF7 Xf 4 ¢ SC 4H fa i b 2 — e EH . ML
WL &I, KLF7 /3 TGF-B i i1 Notch {5 5 i
5 SC i il, 78 KLF7 RIE(ERR, 7F
T Lys227 % & Lys231 L BEib &4, &1 5 /Y
KLF7 e 45 & 9% P21 WIRIE, 4EFF SC 41
Frib(E 3). H2&, BT KLF7 75 SC 4iffniGfb G &
KRN, R, T3 KLEF7 FRR B
P21 Fik, KLF7 fEUIEME S e A H S
P21 WK R A it — 27T,
2.5 KLF7 5EMmMERA

X187 AN SRR AN A (1 175 B LA U R B,
JEHIEE 19 K, 99 NEFEARN KLF7 FRIEET =,
HH R KLF7 3R 15 F 09 2R B ST T,
UbAk, 1SRN A A P R ) RS AN B KLF7
RILER IR AW 55 79, $/5 KLF7 o] fe7EiE
MAG T REEH. SRIE KLF7 23 5 E M 5 R
FHAH AR K R BA RN BA B AN BE VK ), i 2R AH
ST 170 5 17 3¢ ot 4 M RRR ER AL AR A0 Ak, IR R
BET AU R g A B0 R M IR A A P A v, (R
XL H AR IE I s P21 5E . KLF7 X 1B
I T2 R A ZE B DR FF A R L 7F 1), (HRAE
KT A  rvE A,  RE A H E  E
ik LA i R A PRLAE 75 . 2015 4, Oren S5 3L
HRE RS EMEY J5, KLF7 RikTH e, dEmissm
— B BRI Rk, X R PR AT DL BB A A 1 4y

fh. XUEHF 7T R IH KLF7 34 2 n] DL k5 i 40 i 5>
b, Hi B BELH B G 5H .
2.6 HitbIngE

FRN Z B WIS T BR, KLF7 2 1
Y B G55 14 J IR %% (autoimmune pancreatitis, AIP)
SEFTE R/ MV IR MR A G RE (K. 2015 4%,
Oguchi Z¥VEHL, 78 50 AN # HOIR I B
SNPrs2284932 £ 5 C 5457 5= [K] (1) H I A0 26 1ot v T
S3IATI B, e KLF7 & 1 4 AIP S #H
JUR /W IR A AT I R L, S A, Bt AR A
BE N 1gG M 1G4 HE %2 7 W%, 17 KLF7 Al g
ERBERG T RIEER. RO E g, A
DA KLF7 315, {23tk g fa s sme. 254
KLF7 nf LAt T 4R i fif &, v LAHEN KLF7 n]
e /bl I R i e G TR 2 5 s REK
H. {H KLF7 75 %3% 5904 (14E H & ICALH] i 75 ik
— .

WAL T BN, Jang FIMURE - HiRos & 1F B 3%
etk KLF7 BRAL(Q2q34) B2k, XLEEHIMBEE
SN R S aGS ChIP-seq 2> M7 A RER B, X8
KLF7 (R 2 5Tk il fE, $#&7 KLF7 7]
e 5L SRR E, (AR
REWT A Pt — TR

MR IE AR 2R 5 AN (4 B R, 1 g
N A B DR 2H N 7 45 B oR,  KLF7 (148 DU
5t (copy number variation, CNV)-5 = 14 A& (¥ T2 A%
A5, AR ChIP-seq 7> 7 A BE &K B, KLF7
MERS SR RREER, $n KLF7 RI15 575 68
e SEUZ AN, HEAREEIEE R
A

2015 %, Vander Lee ZME I, SRR 1L G
Fea e s A 5 IR N AR LE 684 M2 RIBEN,
Xof I 8 5 DR i R U 4 R AT O, ORI T
KLF7 % 6 MK, ##78 KLF7 25 SR
il % . ASSZI S8 ChIP-seq #3 K /> #r HiEsE 7
X— s, Y KLF7 MR 2 58 AR (b i i .

KLF7 S5 RBFRER R A FUR JEAOC. %5
BRI FR 64 7K S AR Ak 5 9k 08 B 15 s PR A K Jie
G, JEAR A B AR KLF7 I K B3 &
TR G, mHAEREESES, Kol EH
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Advance in Biological Function of Kriippel-like Factor 7(KLF7)"
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Abstract Kriippel-like factor 7(KLF7) is one of the members of specificity protein/kriippel-like factor(SP/KLF)
transcription factor family, which play crucial roles in diverse arrays of biological processes including cell
stemness, proliferation, differentiation, apoptosis, and energy metabolism. K/f7-null mice died within the first 3
days of life due to abomoality in nervous system. Genetics and epigenetics studies showed that KLF7 is associated
with obesity, type 2 diabetes, cardiovascular disease, leukemia, diffuse gastric cancer, rectal adenocarcinoma, face
development disordered, oxidative phosphorylation deficient, and type 1 autoimmune pancreatitis. Functional
analysis revealed KLF7 is a key regulator of neurogenesis and neuron development, and inhibit preadipocyte
differentiation and promote proliferation. In addition, KLF7 mediates muscle stem cell quiescence and suppresses
hematopoietic stem and progenitor cell function. However, among the SP/KLF family members, the roles of KLF7
in these biological processes are only beginning to be understood, and most of the mechanisms remain unclear.
This review summarizes the latest research progress of KLF7 in the structure and fuctions, and highlights its

importance in tissue development, cell proliferation and differentiation, and disease generation.
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