o BER) G TS
oad \West China Journal of Stomatology
ISSN 1000-1182,CN 51-1169/R

(A ORE2RE) MEERIRX

H e R AR 3 2Ly £ FK IR

= AR, P, BUML, SRRIHR, RS, A, S, R, FERE,
RBeHt, WT, R, RE, ANk

WA 3 2024-08-20

Mgk Hi: 2024-12-26

51 R ARG, P, BUMNL, FRRIHR, XUHES, Ba, S, FEZE, FIEAE,

R, W, REET, RE, B RROERAS B RISIT &R
WIOL). HEPE MRk,
https://link.cnki.net/urlid/51.1169.r.20241225.1045.003

@NKit s

www.cnki.net

MEER: (EgEI TR, FrENFH B R ER TSR ER. Hoefa. B0 e S
B ERERBNACSHE, HIBSRTITF. EmAad AR, HERse e A e i i
TR CRIEM L LI HERUE R, AT AR . WIS . B e R R
FRAFE 45 W1 DUIL8) O e (0 ED R Sl Hh AR A B T S 1 o S e R X 468 1 R R N 2 L 2B & (il
SR FLAG) A T H B EE ) e FARI AR BA QIR RHEERGEE, FF 6
BRSO R, AAETE S AR AT g S HARZ AT s R ) 28 BB A & [ 5 R T
HAR R AR R, ERE MG —HEIE S 7 f9 87 AU BE 1R E T AL Mo B AR S
DR T E R 2% R i, SRR — kAT, MBSO SO H & . WU AR AR N 2%,
FURHE T YmBRa AT /D S SO B .

HERBA: 400 T g 5 (P ESART OefBo) BraELGRARZY, £ (hHE
FARIAT (WD) R & LA S 40T T P9 25— B 4 i, DLE RS B A O 20, 7 B
W /TR SO s i HERCE R B e Ae . R R E AR (2RO ) 2 [ 58T H
PG FEL R TR 1) R 2% S S R H YD (ISSN 2096-4188, CN 11-6037/Z), Ft LAZS LI 3T (1 44 i J4 4 1
KRS IE AR



2024-12-26 09:39:51 https://link.cnki.net/urlid/51.1169.r.20241225.1045.003

XXXX-XX  XX(XX) AT 115 = 2 4% & West China Journal of Stomatology

0].

¢ XXXX

FERABERBD RS KSITEREIR

FARE M OB ISR AWML Fao B AEES

IR’ REMC T
lLoERmAGEEEERRRE BXORE

KT REY Bk
b BR O KRR R EFI P S

W KFEF/oEERERZESNF, RA 610041;

2T RFEME H ZEIRE

oA, b7 100191 ;

3EFEERFUEER D EF LALEMATS, B% 710032;
4.9 )| KRF T H ZERAHA, RA 610041;
59N KFET/E ZEREFIAEAZATLE TS, RAE 610041;
6. 79Il KA 5 Z ELAL B AL AT 40 P s, AR 610041
7. 88 KW A BRIGHF TP, L 200438;
8. 2B XKFM A HEIRARE4, L& 200090;
9. LETBRFEFZHEFNUARER 2R @A, L& 200011;
10. F & K e dg B Iz o a0 @ sh A, Kb 410008

1P L RSB —ERAR

B ESFA, S 510080;

2.t AKFolzER 2 M & M4, L 100081 ;
B.WNKkFEDHE _ERERH AP S, RE 610041

(FEZE]  SEIK I T SRR A0 T S d 9 DL ) ) A e, R R AR B e 12 R PR AN [l A 5 AR A 20 . b AR

RS ERL SR 1 T A W R B e ELVR AICR A, 2R

WIPMERE RO, PR EE . AU A A = RS A9 S5 K
2K, IR MR RIS TR R, o B ARIEE X i O A 45

B, OB R T R i T A R A | e N R e SR A R

(@R EROWL; UK BT

[FESZHES] R7822 [XEFRER] A [doi] 10.7518/hxkq.2025.2024306

TIRZY S TR 1 AT 2R DR AT B PR 2 1 S5 6 i ol
1T 2T TR AR ) 70 9 oy
VR R RS

FEHCR: b0

Expert consensus on classification and diagnosis of congenital orofacial cleft
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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

XXXX-XX XX (XX)

preventing serious birth defects within the development of population.
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