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[Abstract] Congenital orofacial cleft, the most common birth defect in the maxillofacial region, exhibits a wide range
of prognosis depending on the severity of deformity and underlying etiology. Non-syndromic congenital orofacial clefts
typically present with milder deformities and more favorable treatment outcomes, whereas syndromic congenital orofa-
cial clefts often manifest with concomitant organ abnormalities, which pose greater challenges for treatment and result in
poorer prognosis. This consensus provides an elaborate classification system for varying degrees of orofacial clefts along
with corresponding diagnostic and therapeutic guidelines. Results serve as a crucial resource for families to navigate pre-

natal screening results or make informed decisions regarding treatment options while also contributing significantly to

preventing serious birth defects within the development of population.
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Tab 1 Syndromic congenital orofacial cleft without intellectual disability
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- HERWEIT -

ERE, W RFEFHaBEEFRIZ. LEEIF, BHERIAT LH BT,
A EAL. Wl K F AL EZ L EN N Baylor B2 ¥ S BB BELSZAEL, 28
#&Z A& Cincinnati LE E F P+ S #EHIFHELE, AR BB RFE, RIERT X
FLARELEMAXFERTSEFSARGRY CipF. WIEFREHERF KA
(&), THROBEFXARIAELERAE], THOBREFAEFA L LE
Rl iEER, TEERDAARSHELFHEMEK, FPREFLAENI 4N
SRR, MESNEFYRABERAEAEROEFERERRIFTHER, MEPRAEL
EERERLFTHER, FAMAOARLEER. LASCIIEX 404K, EhESL
GEZI0. IRHFREAMIABRALAETLERED, K GARES —FL—R (HLF5=), Kt E
4 A~ PSF/smile train £ % 4. Ql#FEEHALA - FHEZRLEH R, EREMESURLSEHY “TR” &
A, AN FTHRREEIRF.

Lok, W KFLAKIL, WNBERWNKFEBGOBEEREREER, G4
RAESTH, W EFREHARERA, WINEEFLE, PROUBEFAUBEHAE
I FELERATEIMAER. PEUBREFLAEBEZ L LERL2ME, $EEIF
avu EHaEmtAHEREREAERACIMEER, PEERMAUREEFELEHK
FERASEMEER, BROBEAET S IE, #ENETEERALERAE
FERERAEN. DAFNIHEM (D EHEIFFE) 8l £%, ARAEHM (B
BEE®REY 2%, (BFRuBREFLE) 24, FHLEFIAST LB REA
%, RFEWKRIFE, BRTEFRFREL, BRZAHTAZTARE TR T HF
R, RERXRAAHFELETHRAGKR (LB 1K), EhFEFHRT (BHEEAGCEZIHFY (&
B F KB &) (BIFE %4E-0657 %) (Primary Cleft Lip and Palate Repair). £ & &3 5004 %, SCIIE
WL 100/ H. RFRLEFE (ZF L) v FAREF LAR, )l ZOFriEipdtE. g ZERM
BHEIZR., BESFEIRFHEALFHERC ZEA TR, TEHRH 6 LELEREER LRI
Bl AREF TR RETHEK., F7EH0HR.
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