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[Abstract] Cleft lip and palate (CL/P) is a prevalent congenital malformation of the craniofacial region, with non-syn-

dromic cleft lip and palate (NSCL/P) representing the majority of cases. The development of NSCL/P is influenced by a
combination of genetic and environmental factors. ARHGAP29 gene plays a pivotal role in the pathogenesis of NSCL/P.
ARHGAP29 regulates biological processes such as cytoskeletal stability, cell migration, and proliferation, and it contri-
butes to normal craniofacial development. This gene likely exerts its function through signaling pathways, including Rho
GTPase and Wnt pathways. This review highlights the findings about ARHGAP29, focusing on its gene structure, expres-
sion and role in craniofacial development, as well as its mutations in various populations and its interactions with other
genes. These insights are essential for understanding the pathogenesis of CL/P.
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95 R sh A . BE4h, ARHGAP29 if & 5
WNT i 28 8 {5 5 3 B M2 I 4 A= 0 #5 . ARH-
GAP29 4 & R BS54 . AL W58 & B,
Arhgap29 6l 2k 0] S HUN BUH B EEC FELZR AR (AF
WRZEEF AR —IMERTIE — B ML A1E), $#1R
AL A IR RS e b ] Be R R

W Z RIS 2 kb A EEAEH . B
RPN ESROL . 25 B SER R T s
R EZEMAHEER, LFERmRILYEE™. H
Hi & T ARHGAP29 5 [K 55 PR 855 PR 22 1 [m] 4 T %) A
FA AR . e L R, s A i
TE B 28 0 28 A5 5% Ji5 i 5 S S 0 A P 2% P R
I 55 A AN Bl 5 T TR R R 1 R E S
G0 ARHGAP29 it 5 25 5 BN K 4t M RGBS i |
TR 58 S A8 A BB AT, $ i L DR v R 2
PR AR IS A R RD R W R R B . 4 HT ARH-
GAP29 7E NSCL/P H iyl 57 22 4 v - Bk [R] 58 A8 % o
SOigemi, sz X AR IR ARE; A8
PIRLTY Z2 o 15 54, 55 AL 48 S r i
) NSCL/P RIUAFAE 225, $o/n EA I 22 R REE 42
1 55 ARHGAP29 78 A 28 i i 7] & 7 0 2 3501
P4

KA FE ] LE5 HgH e se Al 2 . 25 2 256
FAR, 2% ARHGAP29 7 /i i & & 1 72 o 1 s 25
FiARE, T H o Rho GTPase [ 5@ g 5 H
fih 3 R EME PR 4R A T A ARG B L o [RIERE, 2T
N5 22 B8 T 40 LR A 1) 5 1T % 7 S A B RS AT R

FMEGE SRR ) R PR, 454 CRISPR-Cas9 £ A
W 1 2 B ARHGAP29 FE K], A5 48N [R] A8 S X6 i
RE B, K NSCL/P B M EARIA T 25 5% 5L al .
Z¢ ., ARHGAP29 J& NSCL/P Hf 5% 43 Jaf fit) 5 2 %k
R, AR MR R A% O F R 48 7 9 TR 2 4 it
TR R M GRS R
M, AR A i B L EOR AL, S NSCL/
P (G HEIZ W 5 A PR AR TR AL IS FBOR SRR .
HBEFREN: HEEPRILAEZFR.
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