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[ Abstract] One of the most common birth defects is cleft palate only (CPO) of which
non-syndromic cleft palate only (NSCPO) accounts for 50%. NSCPO is a complex disease where
multiple genes and environmental factors contribute to its risk. Unlike non-syndromic cleft lip with
or without cleft palate (NSCL/P), previous genome-wide association studies only identified a few
common genetic variations achieving genome-wide significance. This review summarizes the recent
findings on genetic epidemiology of NSCPO. According to the current evidence, the candidate genes
are divided into three categories: candidate genes with strong evidence, candidate genes with
suggestive evidence, and candidate genes with inadequate evidence. The findings of epigenetic
studies, the next generation sequencing studies, interaction analysis on NSCPO are also reviewed.
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JEE %4 (oral clefts) ETEM G L Bl RS HLUL T
PN N S R RN R S SWN Lo | AR 1K
A7 T s I 2R 43 A B4l Jrs 284 (clefit Lip only, CLO) , 5
4li Jf5 %4 (cleft palate only, CPO) DL & Ji5 24 £ §2 24 (cleft lip

with palate, CLP)"™ o 38 5 R 4y I A6 AN 1 790 27 R i 1)
AR , K CLO Fil CLP 5 Bk S Ji§ 2L0H SO F1 5 22 (cleft
lip with or without cleft palate, CL/P)"*' o CL/P i Jui % 5 F
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1000357 L, B L PRI g 1:29 ) e, IRFE AL AT 43y
GAMR SR AMmBMpmI, EgamiEsH
(non-syndromic oral clefts, NSOC) B UAER HAL R o 5
W LRI B . NSOC HIRT T-4545 fE T
WL, 2970% 1Y CL/P 523 Tl 509% 1 CPO 3 AR L A 1R,
AT — 30 Meta 43 B 25 5 1 7 3% 5 NSOC S R 29y 1.67/
1 000(95%CI:1.53/1 000~1.82/1 000) , H Fr=lE 25 A& 1F 1 e 4
544 (mon-syndromic cleft palate only , NSCPO ) 3. 78 £ % Ay
0.27/1 000(95%C1:0.24/1 000~0.30/1 000)"*', B2 F R
INEEE e N 5 N Y o (L R S S N - k= g A
SRR FEMO 6 BB T AR A HE ) BE RS 7 If ELJR
LT, NSCPO T i il i 22 b A= BTy e O FRBRAS, 4 0l
SRR T U BERE A AL, S XTI B R ARG 2 T
PEHF R AR o AN AN, BE AT 2 B NSCPO 23 i
O BEPET U

JE LRI IRYNEH AR & F &K, 5 CPO.
CLO I CLP 1) AU A [H] , 4 BT IESE NSOC 19 451~ 1. #4
A REAT AR A 3 A5 5 BRI KT B A 5 UE 46 K 22 Xk
AR ZE A HE T 2 A Bl A1 % 24 (non-syndromic cleft lip with
or without cleft palate, NSCL/P)iX — i & W% , NSCPO iX —
R AL A AL B E AR R R TR D i s o . &
3 K 21 S B 5T (genome-wide association study, GWAS) &
R PIREOR N R RCE N T s . i GWASE 2 E D
BILT 4345 NSCL/P A G 7 s 18 B T A 5L R 4 g 5
(P<5x10*), T GWAS & HLE NSCPO (38 5 07 s AL H A TR
HEERBEEWE 1. B, A SR 6 R & 3 5 NSCPO 1
RUA S 384406 B K IEA T 2538, o0 J& ST e s R 2 T 5

AR,

— NSCPO gt & fa b R %

NSCPO [B#H A W R AR, WA FIHR &
BRI O AA - 14 K9 — B0 T 5 BWAE F, NSCPO 1Yy st
& 15 R 909%™ o R )G I — TR 58 2 B A5 MG s 1) — S/
A2 NSCPO Ry AU J2&— e AFERY 56 7% . 5 A 9
AR RN XU 23 W SR 2 R U B AR RS . H i
X NSCPO it s R R R R AT T 246 : GWAS ik
FE R B0 UE B 5 | 4 L 2 I )T (whole genome sequencing,
WGS) 24k T 7 (whole exome sequencing, WES) . zh#)
BRI T Re S 40 55 . AR SO H iR B 5 NSCPO AH Gk
B35t % 2 IR 43 S T S IR AT LU 3R 7 o i i 2 I B —
T 5 31 90 1) % 3% i PRLRD B A5 F 9 40 45 /0 104 ik 2 L TR
3, HE AL 2,

L. BFSRAEE LA 50 43 (e L TR < 3k S BE R LA 1
FEUEPEALHG : GWAS FI/EK Meta 43 W 55 & L H 5 NSCPO 11
B9 RS Wik 2 DI 5 AR PP oA v O e 1 T 9 6 T G P v G
s A R AT B T AR 5 Se R AR o T . ik
B FE A GRHL3 F1 IRF6.

(1) 5 3k R PR 7 3 & 5] (grainyhead like transcription
factor 3, GRHL3) : GRHL3 v F 4% (.44 1p36.11, J2& S g ok
R 755 R T  — B3, i s (9 7 S DR P A R iR & 2 A
TRE S RGN I EEAE Y. Leslie 55102016 4F- & TRk
P EH 78 4~ NSCPO J& 191, 1 700 4 1E 5 %6 B8 LA K 165 4
NSCPO #% 0> K & JF B T GWAS, #f 58 & B GRHL3 1y
1341268753 (P=4.08x10") 5 3| | 4 3L 241 W 7KK i
FEINAE T 2 7 TGS RS S, 76 KM RE 246 1~ NSCPO

F1 GWAS K ILH NSCPO fa i &84 L

SHEICHK KR eS| FEA & EDIN NSCPO {3 K
Beaty 21 2011 4F FEWIE  550(SEiE# -4 kk) TR AP AR 25 Tc
Leslie 5510 2016 4F FEWIE  165(SEiFEH -0 kE) BN I 9 L S S5 GRHL3
IR 78/1 700 (/%) i)
Leslie &1 20174F Meta43HT  78/1 700 51l/%t ) W I AR GRHL3
616(SEilE& -5 1) SEI 4
Butali 5112 2019 4F SR 20572 159 (il /%t 1R E[ 1] CTNNA2
Huang %7 20194F FEHIXTIE 93075 068 (R {l/%H IR ) R AT GRHL3 .POMGNT2 ,WHSC1 .DOCK9 ,PAX9
724/3 265 (33 f5il/% HE ) DLKI .FOXC2 .FOXLI . MAU2
417/1 832 /%) )
&it 2071/10 16
F2  HB5 NSCPO fis ik 3 PR 1 B A2 F 58 3
frE eI et [X dk GWAS FlI/5f Meta 537 ML FEARBAEF S MR e IS Rk 0T M shpisi il
GRHL3 1p36.11 \/[w—nJ \/[lxj \/:10‘19—20]
IRF6 1¢32.2 NiEa! JL24-26] JL7.27-28)
PAX9 14q13.3 V! Yo
CTNNA2 2pl2 Juel Y2
PAX7 1p36.13 NiEJ
SYT14 1q32.2 NES

T VR R B SRR 45 3, 2 S0k
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A/ 685 A IE 6 R E AT B0 E , 45 5 & 9 141265753
(P=2.8x10")RARIEFN TR IE I B9 Wl MK . 90 £ T
TEPESE g T, rs4 1268753 28748 T GRHL3 i P 24 2 BF AR T Y
=z B RIG SIS R rsd1268753 1% — 57
TTREEE . XN rs41265753 28 55+ 5 3 NSCPO %
AR EYENLERIBEAE TR . 2017 4F4 Beaty 25l Leslie
S0 F ) GWAS 25 5 HEAT Meta 43471, 7E NSCPO 3l 4 43
B L9 AT 78 4~ NSCPO 3% 5] , 1 700 A4~ 1F % XiF i LA K
616 " NSCPO . K Z o 45 W/R , GRHL3 1) 1541268753
Z Meta 23 M 2 8 7 2 R N 41 B % /K . Eshete
ZEN018 47X 3k A AU 34~ 5K 1344~ NSCPO B0 5 Z Al
2704 1EF X IR Y GRHL3 E47 40 710 )3 LIR30 vl e i) 5
AR S ZE LRI T 5 A TR BRLE R TR A0 SR A L 4
SE PR U PR B ASTEAE I R AR 5 (2 AN AR (1A
G ZRAE I AT0 X FEAE 1A Y81« 2016 4F: Mangold
28I 69 4~ NSCPO 1 GRHL3 5 X BEATIN 5, IoKr 4%
WS AN FFRARPEEA 70T L, 25 5 A B 18 A DL AR S A 124
FWAR ST o rs41268753 B P W3 . A T 8RIEX —
L5 AR 3R B REATF 5 T (477187 .94/177 .51/94)
PEAT I I 5 2011 4F Beaty %' % 32 A9 GWAS 4l &1 it
17 Meta 70 M7, 5 5 % W 1s41268753 (P=2.73x107) ik 5] T 4
FEH . [FAE A /N B BE a5 B P A A R
GRHL3 5 NSCPO %55 RIGIEA &

(2) T 9875 B F 6 5£ [ (interferon regulatory factor
6,IRF6) : IRF6 {57 T YL {0 R 1¢32.2, 1% IE R i % TP 45
e (IRF) FEM — 0 . AR R 5 R I 2 10 0k
L7 2 F 90 FP AR BITESE Y (E AR R 3T AR
JE W IRF6 % — KL A 5 NSCPO V. %It 77 16 . 35 C Ik
2008 4F Rahimov Z57Y % ¥ IRF6 I 4 152235371 Hl
rs64296 1 ZH i (1) B A 15 NSCL/P AT 56 , I 76 38 5 rp R 47 56
UE, &5 5 s 78 K 2 BT Z SRR NSCPO LR &
A 78 2p 48 5 AR 5 1) & AH LY o 2010 45 Nikopensius
4SIHE 104 > NSCPO i 191/606 /1 1E 3 %o B X GWAS B g
A AFFFE A 2 B 40 4~ NSOC 83 56 PR 1A 7 98 01F , AFF 5% & 20
IRF6(1s17389541) 5 NSCPO & A=A 5. 2016 4F Yu 2™ %}
R ATEIL T 7 404 4495 151/16 059 44 1 H %t BR#EAT GWAS,
TEBGIE M BE & 3 IRF6 |- rs861020 7E NSCPO FI NSCLO il
I PAE F 7 182 A0 R B9 o 2018 4F Gurramkonda 4520 %6} 3 I
T-EREENBERY 176 45 NSCPO ¥ /176 44 1E 5 Xof BR 14 17
5%, B IRF6 N & T X 1 rs2235375 5 NSCPO W KA 5%
M5 NSCLO & X 2019 4F Huang %57 v [E A REPIE T £
B B 9 GWAS ¥ i1 IF & Meta 43 1 & BU IRF6 £ 11
1512405750 5 NSCPO 4 % (P=8.8x10™") . [al i} #F 5% % 3K,
A 5 AS () 45 37 5L PR % NSCPO F1 NSCLO MF T4 FH 2 4
SR . 4ENTTE 64 4 NSCPO i35 F149 £ NSCLO i3 R
IRF6 IR, & BUAHXS BRI IRF6 3215 /K F- /& NSCPO
A fe b R 3, & NSCLO MR R 3 . A/ BB RL i [Rl BF %
BLIRF6 [k BN IS LUk B i 5, Ke &2V 1

SIS BB 2H 235 37 4 W IRF6 7E W 2 R Rl 4 3k 75 v i 3]
BAEH . D EZAWEIE R IRF6 (13635 8 X% NSCPO
NSCLO W7 f /8 5 1) A0 S, AR ATy 7 72 ATE X IRF6 TF
JE 15 T o P 3 UE AT SR B DA L 5 NSCPO B Y G &R, I I e
T K ot RO O s 5 RS [] NSOC I #6452 1) 1)
W% .

2. HL A — WS U 1) 106 35 5 P < 3 21 66 DR AT )
FEUEPEALHG : GWAS FI/Ek Meta 43 55 & B 55 NSCPO 1y
RIS AU Sk 2 DGR s KB b o BT SR Y ST A )
2R (AR i Bl = 8 JoT g A9 AIF 98 90 ik L BH P G HK
IR FIE A PAX9 FI CTNNAZ .

(DBEXREFER 9 (paired box 9, PAX9) : PAX9 i T YL,
14 14q13.3, HAE N PAX FE H ZG 1) — 5, BT i 119 7 St 1R
FAEMNG & B HEH 26 EE, RS /9 i AR
KB, 5V RLE BRI, Huang 57 Z HrBt
GWAS I 28 Meta 43 M Ji & Bl PAX9 1Y 15730643 (P=2.92x
107'°) (12415363 (P=2.76x10") ,1s60708031 (P=4.39x107")
IRE T AL B . Maguire ZEPOF5Y & B SLA25A B
S /08 GRS L i P A PAX9 114 2 35§ 8UNSCPO [ & 4 o
Li 2R /N USRI rp BIF 5 2 B PAX O B A (R VR G 7 S 28 4
1R HEBT R ) 5 A A BB, % B TR (—Fh 2 5 s 28 4h
150 P 150 43 A0 ML A1 i TR e RO ) 1) R R I ek O R
Wit {5 538 B AE PAXONF I R E B MET T &H
FAMEH . PAX9 5 NSCPO W IR AKAT i B 2E A/ P IF R
fen T i FIT A T BT

(2) ¥ 3 3 H o2 3 K (catenin alpha 2, CTNNA2) :
CTNNA2 i T a1 2p12, J2& 5 28 BUAT 35 25 171 AH G 9 2 Jify
HRA D EAEAFKER T . 2019 4F Butali 55 2 JFJE T
S5 — A HEMRER NSCPO F K GWAS. BIFFE 9 B B 1%
i1, f03% 205 4~ NSCPO Ji I F11 2 159 AN IR %R . 48 & PR
Bt CTNNA2 11 rs80004662 (P=7.41x107) 5 5] T & H& K 41
W, 283 B UE By BE I 28 Meta 73015 & B CTNNA2 1Y
1s80004662 (P=7.29x107) Ml rs113691307 (P=7.33x107) Y33k
BT AL RIFHZFE &I CTNNA2 76/ R
RIS 145 RO Egmh ik, BAMREEN
CTNNA2 72 /N3 v () B R R SE R 5 b I i B o
I, 2019 4F Huang 55778 H ELAHE R 1 GWAS &
ER| o3 O S N (E R 0 S/ O bl TN e - B et
CTNNA2 L1 o B ARSNWIERL J& 0 CTNNA2 5 4 Jfd B 4%
WA EYIAHG AR K R F R R 2O E L OF BLAE
GWAS W5 TP 45 2 BHPE 25 58 H B i e 2 i o 19 oK
FEAWFFEUE S H 5 NSCPO (19 2CHK .

3. A ST UE S B (A R BE A < 3k S DR AT ()
FEUESE AL 55 O AE A A 50 0F 52 i H 5 NSCPO f77E ¢
I ; @R AT L B AL ST SRR Y2 D RE R IS
BB TG, A 5L A PAX7 . SYT14 . ARHGAP29.
DLKI .POMGNT2 \WHSCI1 .DOCK9 . KLHDC4 %%,

Duan 255 E T R 2219 GWASBFFE Pkt T 38 M7 4,
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769 FE DU AE 144 4> NSCPO B0 K B P HEATERAIE . 8PS
KILPAX7 1Y rs742071 F SYT14 1 rs2485893 5 NSCPO A
Ko LinZEP%—AF FE o 5 44 NSCPO 34 UE 17 WES #f
7%, K B ARHGAP29 J2: NSCPO [ — A~ B B vk 3 [ . %3
PR FE A0 T 2 20 e S 35K JE I 2 A T BE SR IR UE 5 13X —
B e/ BUR A 44 28 R % Bt G ik X vh B B
ARHGAP29 1t J& 5 4 2098 pi 2 8 v e 2] & 22 4 JHPY
Huang %57 7 FFJ& /9 o0 ETE NSOC GWAS 3 it £ B B ik
THITRSE G EWIAR B2 50 X BT R B 2 IR A T PRI AR (A
SR W i A, B AR NSCPO W R rh L 2 B0 T 11 4N35
BT A LA KO R SE R, R 102 80A 1k R
i1, 404K DLK1 . POMGNT2 \WHSC1 .DOCK9 . KLHDC4 %5 ,
H A3 5 A7 HAFETF 5% 4031 1 26 3L [ 5 NSCPO (1 Gk,
R R T e BT ok L AT Al 35 2 40 2 22 DR T R i — 20 1Y
FUEPERT ST o

i SRR

H il & L 55 NSCPO AH G IR 1 5 R 067 5 {3 Al fiff BE AR
SN — TR AT IR AG IR T R ) st A% VA A5 B A
B MTREAT LA = i IR - — A A B R 11
43 T B Sl 1 F B AL L AR I Y 5 55— 5 T NSCPO 1Y %
AT RE R 1 22 HLA S/ INRRORE 1 3t A% o7 A5 L (R BT 3,
A TR T Horh—/NEB 4. 84 7] §E NSCPO J&
P — S 2% AR S (57 S5 T, LAY GWAS SEBIFFE TG 1 46 DU
XA L R T AKSE 1 oA & BAAG R ST T B SR A
A g R FTEE I T A s IAh , NSCPO AT RS2 H 6 PR Ak
a2 BEAEH R - e sc EAE NS . E A WF58 & B3k
PRl - PRI A8 EAR D R 3 PR - A 58 58 AR 43 8 in NSCPO 1
K AR

1. W8 L2 T ST DNA 5 51 R % A ok 738 1 1 10
T, A B BRI R SR A R A U 24 B A 3 A
15 DNA HJEAL 185 B4 e e T 98 AR 4 T RNA 45
FMIBAL ZEWE G L B T 2L 20 DNA Ab , —BE AR 520 DNA
JFAI A B SRR E . RRE
GWAS \WES., H R XU 7 4058 & LT —LEFI NSCPO &
A I I RS A LR 3k S PR (R i B st A XU, v
B0y, AR — 43 1T R S 8 2 WL st A AL )
YRR o SRWLIE AL S PR P AL ) 408 3 fb 25 G F 2, ik —
SRR AR R W R A KT R i B AR SF A . Mk
o A A 3 R % ) 2 A2 3 AN IR B S e e 4
SEOE R A O, T B RS . B AT NSCPO
AH G 1) 28 W 35 A% ¢ I 5% 2 AR vh /8 DNA F 3 Ak AT B0/
RNA (microRNAs, miRNAs) 5 NSCPO % ZE Y& & . DNA
R AL BB DG P R L R 9 75 1 , 1T DNA 25 LA NE S T
FER G . REAEAILHIAT 9 38 i sh P R [R]85
AL KT RS 2 A 22 [ A AR DG R0 B R
TF 9 DNA F AL AT NSCPO 22 (8] B4 )6 R I BF SR e /b, A
WF 5% 3 AR W15 B 2 T BEFSE DNA FF 564K /K SF- 5 NSCL/P
Z BB 56 RO (H M R & B £ X NSCPO 7 A (19 2 {RLF

¥ Sharp 551X 150 44 JE 15 24 )L 3 (JL 7 NSCPO 50 1)) i2F
A7 22 0 3 IR 2H S BRAE 5% (epigenome-wide association studies,
EWAS) , & B NSOC -4~ W 1 2 [ia] e Ak K A7 72 2% 5
NSCPO 5 NSCLP # bt & A7 17 3 7 B (824 45 H
AR K- TF7E 22 5%, NSCPO 15 NSCLO A Hb & BL A 294 4~ %%
A B (1063 4437 1) B AKSFAFTE 22 5+ o Joubert 451
WFFE 228, B4z JL DNA F BG40 K ST R0k 25 20 S I AR A7 8 6
ok — A 0 2 4 45 NSCPO % A 1Y FREE 16 1% R 22 7T fig
JEIE TR DNA F ALK S 3 NSCPO Y R Ao 3 dhls
A A HE TR 9 56 T miRNAs Fl NSCPO 22 1] 56 2 1Y #F
9%, Schoen 25414 54~ NSCPO .3 Fil 10 >4 #4047 9 %)
WEPEAT LA, WFSE % BRAGET ZE 40 miRN As (1 2 A 7E P2 22
(8] #77E 2% 5% , hsa-miR-93-5p 4 3 /> miRNAs 7£ NSCP & #
F3k 1M, hsa-miR-29¢-5p %% 6 1~ miRNAs /£ NSCP B h 4
AR, AR R LI NSCPO ixX — 7 1T Jié KRE A & il B
FELA K BN BE Y FEMas AL 2

2. B — AR P B AR 4 R« T GWAS BHS S a2 R
DL vl LU R T N 55 34 45 6 5[5 5 2% (minor allele
frequency , MAF) KT 1% ()5 WLt (648 5, A LS R TT
Te 1 2 B AR AR A B BRSO 500 1 55 WA AL AR 5 L)
T R 9EAR ) RSB GWAS 4 ARSI A BT 04 57 15
JE MAF KT 19%~5% W01 5, REZBURHALTF 1% 107 5 5F
A G T A e 9 A BT, AR Ko 26 B 5 e B0 RG: 45
o FE PRI AE 1 & R 7 59 3455 (3 25 (minor allele) H1, Ju H I 7E
MAF B AIRH T ILAE S B 37— A5 B R i i &
J& P FH B AR T ) 4 e, Ao A5 AR S R AR AR O
BT Y32 S PSS . H T 3R NSCPO 168 1 3 ]
DE KA T B R AR X P, B LW A3 JE H 2
TFIE WGS i NSCPO i R 2# R X 4R (L T Bl g 5
GWASH H, WGS HLA 5 = (19 7 T 38 50 M, vl LU b i )
o LR S LA A SR AR R, IEAh, WOS iR 7 25 3
HNET BT AL X AR O A i X k. B
SRAFAE A 25 T35 I ) K DA B 7 A s A B R 25 )
PR, WCS TR A 155172 /Y0 (0 WGS 78 3 R 41 78 2
VLB & SRR 5 AT AR A — DL L A= Bl 4 4k
v, 2018 4F Zhu S5 A il ) Dk 9 e 9 2 I 0 WIS 1) 9
B v AT WGS, #F 5% &K 2 5 Wat il Notch 15 53 % Y
SOX17 b AFAE 5 WA S )T Ge 08 BE 24 3.2% Wi 4] . H i
TENSOC H, B X NSCLP 1 WGS™™, 1 R & B X NSCPO
WHRIA WGS k3, AR A4 X NSCPO LT 1) WGS R
R IR R AL BB T LG

3. BEPH -SRI B2 AR SR - RS AR B S R
B A P IR A B R 3R R R R T RE A AR AR AR L
FHT NSCPO M &4 . — AL & 5 T 1% HELATE 5% 1) Meta
ST FE R I TGFA 5 MR S AE 5 EUNSCPO & A: 7] R A7 A 5
HIREE S TAE S, BEFEA B 9T A& IR0 R b 70 76 A A AR 6t
RS2 TG VE T, Beaty 2512011 457E GWAS th % &
T ARG R AR N 2R AR F AT, R ACBE R B
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BB A R 3 = TR R R R R - R R RS BAE A
WF5E & BLAE NSCPO T i) (8 35 v BAALC M4t E F A2
[BIFEAEAE H AR, TBK1 . ZNF236 5+) 35 78 W 1l sh W I 2 [
FEAEASHAE], MLLT3 R SMC2 R 5 B R R AE 22 BAE
FH o W S5E5 R T2 AR o OCHE i T AR F 9T,
SLC2A9 JE1H 11 rs3733585 1512508991 L) K2 WDRI JL1A |
1 156820756 157699512 3% 4 7 i 5 RE SR A2 10148 21 W AR 3
— R IR 2 FT RE A A B R - 58 28 HAE . Nikopensius
ZEINF GWAS BT 5 Hh & LAY 40 4~ NSOC 156 1 5 56
WEREFE & B NSCPO & 3 MSX1 F1 BMP2, FGFI fil
PVRL2, COL2A1 M FGF2 Z [AIfF{E SN - S I 22 HAEH .
Duan %52 7EE & M GWAS HF5T Hr Bk 1k 1 38 M ki, 7E
[ D05 N BE 144 4~ NSCPO R & P it 47 B8 3IF | WF 5% % 2
DIEXF I SYT14 Z M7 F L 22 BAEH . SR Lkt
FERANTEARR W B, ATy = Fofh i r ABERF ST A P24 L
WFFE A I TE o A KA 75 B2 76 A BE v I R AR DG BIF 52 56 iF
EEE N

= g s RS

NSCPO hy 2 5: R 5t (59 | ot A FI PR3 IR 3 44 3 5 i
KA RS . 5 NSCL/PAS[E, GWAS & PRI 5 NSCPO A1 X1k
BRIE S5 A H A B, 3278 NSCPO T B J2: 1 224 Mo RE R A3 5,
YEHTATEC, B AT 5T 45 R 2 BEf# B NSCPO AR /h—R 435t
11 J5 GWASIHY, WES \WGS 25357 0 15 H AR T4 137
T NSCPO 5 K 2= AF 5, 3506 S # 78 NSCPO & A= )i 1% /6
6z M 2 R HAE FHALI R TR ZEUE e . 5 2% B IR 2 4ff
GEARAL G B NGE T2 7 S e DR AR DG I [, T B4 /R
LR S AE AT 2 590 K A RO AE 2 ML . BB S ARG
IR T B0 b 5 W A e e 6 TR, A SR AT T B 4 0 57 BORS 137
R R A W2 B AL
PR A EE A UIARATER 25 o5

& % x #
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