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[ Abstract] Congenital hydrocephalus can be classified into two clinical forms of non-syndromic and syn-
dromic chydrocephalus. Frequently associated with other congenital anomalies, syndromic hydrocephalus is
caused by gene mutation. More than 100 genes in 8 categories are correlated with syndromic hydrocephalus. This

review summarized the latest literature reports. The mutated genes and the characteristics and recent advances in

the treatment of all types of syndromic hydrocephalus were extensively reviewed.
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IRERUK , 22 Hy ke PR 98 728 i 350, 24 o3 I A7 2 R AP i AR
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REL BRI BUK AR K EUR 5L ] 35 100 24>, A 4fs
PRIFAAY , PRI R 58 728 BT B0 255 AE B A ARUK 73
HNRZE, B RAS Gl F#55 ( RAS opathies ) Az P 5
5 IR IY FHE (lysosomal storage disorders, 1L.SD) |
WENETELEE 3-8 1 i B-ii L sh ¥ b s R AL
1 (PI3K-AKT-mTOR) {5 5 38 % 5 % 2F BN i &
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rh i AR R 1 2L AR, I o0 45 2800
R FRK i R R iR I o
— RAS j# %% ( RAS opathies)
RAS 3 % /2 B Sty RAS-22 24 )50 28 10
( RAS/mitogen-activated protein kinase, RAS/MAPK )
T T I T R 2 R AR IR R SR T g | A Y — 2 45
e, RAS/MAPK {5538 i 75 i 12 40 i o0 24 Jo 1]
AN AEAC AN S A A0 B o LA R AR N 2 R R
AN & e Sl FE v R R AR . RAS Ja %
ARG ZE G AL | BIPH 22T 2R ( neurofibro-
matosis type 1,NF1) ZERGZE41E (noonan syndrome,
NS) NS PE£ %& P4 BE (NS with multiple lentigines,
NSML) BHr % £EG11E (costello syndrome, CS) /0>
- - W HRZEA1E (cardio-facio-cutaneous syndrome,
CFC) .25 | BRI & 21 4E 9% 9% ( NF1-like syndrome,
NFLS) LA K B 40 18 W 2 — S B e T 255 5 41E ( cap-
illary malformation arteriovenous malformation syn-
drome, CM-AVM) , RAS i %5 119 I PR 3% B2 A 17
Z AL AL , AR RR IR T2 DA BB iR 2 ST
BMR/NGE . LR LR A AE i FR K B8 H 35t 1% i B
BT, Bk R T oA AR b IR . R B
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REZEG A RAS/MAPK {553 #% (1) ) RE e £ By
O AHAZEGAE IR UK 159 & BIL I & 5, 6 I Y
BITITEWRA

(—) B F 254 1E ( Noonan syndrome , NS)

B LA L H Jacqueline T+ 1968 4 F U4l 1H
N G R AL , 15 RAS/MAPK {553 #%
8 AL PR (TEZR N\ 26 i TR 35t A% B4 22 OMIM. & o
785 163950 ) B E A4 5%, 43 5l Sy PTPNII  SOSI |
KRAS NRAS .RAF1 . BRAF ,SHOC2 #1 CBL"' | D I
AR HE PR e 3 e [) 1) o L 51 R Ml AROK,
50% LA F %5 255 Ak 2 th Bk PTPNTT [ 55 3L
UIRESRAFESE AR BT o e AR A A A R R 1T 2
b B 3 KO8 ) Rk H IR G, MR 2 R
G RGH UALMR  E phs R GRS
FEMBUK | aE B A R R R
BB AN R A58 RIS

Zheng'* SR IRFEAR e T 5% W 45 4 GE K L
KA R IEAIL ] , 7655 1 255 AR /)N BRI R i B v
T4 5 SHP2 25 /Yy PTPNIT RN R7Z, B R
WG S A 25 P 25 48 68 4 R v 2D % 7 TR A ML 41 &
SRR L, LA 0 9 O 3 T 5 | /S A ARK, sl
Rt AR UE S 2t BN [ 72 B2 1 4™ ke 5 (EL A o
A0 BR300 % A L SR REL 7™ 2 i A 9 1) Ik 2 DA 25 A8 7
RIS 83 SHP2 4 [ 58748 5 HAME A 1 PR 1
T, kT A 2 AR K B A R, CHE T, i SHP2 2
IR T ol Ay BEL BT 55 1 25 6 E A8 7 IR BRLK o TR 1Y
BITHE A S — D EZENE S, S 4 G e
It Arnold-Chiari BGJE , 5 EMFHIEKBIK . 12452
1k, SCRREARIE 8 B

BRLEGIERE PTPNIT JEH A 528 5 R 1Y
AR KR Ay 2 e8P i K fii 2 S 23T AR kg 1 3
BIT % . M T B LA AR IF & Arnold-Chiari
WIS 1 B8 3, L s 5 B 0 AR % e i FR 7K R
WA

(=) T B 22 2T 493 975 ( neurofibromatosis type
1,NF1)

I BB 2 27 4258 95 (OMIM 162200) J&—Ff i 4
R 5t A8 5, AR - B S AR SE 2Rk (Von
Recklinghausen ) , (i Jif 5 10 i) 2 R NPT 5 78 3 5,
NFI BEPRGERL TR 1T q11. 2, VERHEDR NFI %5
T 1), PR LT 4R I 7E RAS/MAPK {55 3d i vh
X RAS Jij ik RS 111 1) P54 o s 2 e 21>
RO, WA CEE VIR LR A RRE,
M VAR 5 I PR R B T B IR £ A

WhIMESE | B ik 22 A 4571 M Lisch 257 s M
WGBS b v PR R HAL R G MR . ARG
E-32 W] P AV OIS ST w AF N (i Y
JUJEE B il 2 2T AR 2, b Il BUK 28 R 280k
FERR PR BUK

1 A0 22 2 i 0 5 OF I BUK 1 88 O A 2D
UL AR K 0] W F 2 13% 1 T 70 22 21 24 95 95 R
H IR IR PR I R R AR M R R L S
B E ARG IERE EARRG % SR NS, E
PR B R TR 1 R 8 s 3 T B, A R O o DL AR
KB T L BT 55 0 /D Bk R 9 0 95 ) , JLT e
A 1B 27 AR s 5 I ik BRUK S8 T DL T G AR
PR BE AL IR 5 YOCEE T PR g Il 1 J SR A b 7 G 3%
RN ER RN GRS K s ] 28,
AT 2R BH P i AR K o 5218 22 A A 1 3k Sk it
MRI, #5525 25 R A 7R Il 2= 47 K i AFUK B 2, 7 4
IO S K A T 3 9 DX, R ik 0 L /0N ik K
DU AR o R ARUK B3R ST I A I A I
PEAR (ETV AR) , Roth"® B 5845 4R /R 76 R 2% 1 A
AL 4B 5 I AU 1 B b BTV O i 28 8
HIBUK LA IR ST 5k, R 76% (F
HRaEiImta) 59. 4 A~ ) AHAEAL 8% 5 2 Monro
FLIAZE | = i = P Ak fip ) 45 ) A0 S i — i =5 ) S 1
A B 8 of ETV 938 Ji 5 Roth™> fy 55 — 15
DR AR — DR 1 TP 22 Yl (8 3, i
T3 R IRARUK 9 I PR 22l 224, 50 AR K 1) 4k 3 7
LEEH B IR MR AT | ik BRK Ak B 45 22
T-Be SRR AR A 7E Tk 88 M DA 9 i UK ZE A
G I = R R S T, A8 P8 EAT ETV
ARG AL n] 228 SR, DAR s 3 6 1 26
B TFARIING; T 70 4o 22 25 20 9 2 35 10 400 66 e I
I 2 Monro £L A ZE , 5 |2 UL ARG 2 4™ 5K 1 fiki
BUK , —Fp b 315 202 B AR VIBR &, 55 —Fh oy i
SEAT I = IS 43 T AR 4[] B AT 0 B N B
A B AR AT

AR FE TR (growth factor disorders)

AR RAE 2 55 50 R AN
W 52 A2, I 240 B A R At A T g A 2
RS Z IR o, th 22 Fh 4 i 23 W6, V) T4
PRI i 80 79 4 i 0 Bk B S A e
AR RIS 2R, ani MR AR R A
KT AR B A e A AR R 2R
BEAKHEF MEERKEF HHA REERK
P LD AR R VTR R 1A o kA
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ARG EARSCA A R 7 D e S T s £ G ke
R RR KA R B R #5620 65 Hy 2 A FGFR2 (OMIM
101200) 58 42 51 #Y Apert ZE5 Ak, th HE P FGFR3
(OMIM 100800 ) % 725 5 | 3 1) BB 2 B AN 4, H ik A
SKI( OMIM 182212) 2& 75 5] 3£ ) Shprintzen-Goldberg
LEOE, 3 TGFBRI (OMIM 609192) 2845 5|5 [
Loeys-Dietz %%?EU: °

(—) Apert ZEH AL

IRFR AR IH48 (k) B ™, & — i b et 4 40
N e K732 1 2 (FGFR2 ) HEPH 2878 5 [ 1 28 DL Y
SR MEMIE | G G 0 44 0 st A LA, EEE R
N SR PR TR R R AN B IR ARUK SR AT
JETAE CBE) WHE B IR 28 4% . AT 4 i A= <
T HA LT AN M oy B¢ A B IR
FEANMIIE AR Al S U T2 S5 VR, 5 T 4 40 i A=
KHETZIK2 45652 5880 R B RH %
i, 21 TE o R A2 BEL S DU AR I 4 B0 Ay i 4 e 4]
FAE () Wi

27 60% 1) Apert Z5 5k £ 5 7T BUIG 97K,
Horh Z2 8500 g e i ARK, 20 B8 AR K s 3
J& HETARWIT o WY R S5 AL A A
REAR FUKE PR % S IR AL 2 55, H
TR WL AN, 50 25T e Jk FL e 7 il 3k 1 o 5
I Hs 3 LA B 5 YR 1 3, S A A VR ) T e, T
JSCHRTZE 4O ke P JIE T s ) e AR 7 P4 X
IR Z 17, B AT 0 15 1 P S0 i Jk ) S 706 24
(R k) ST, Bl BUK AL TARER IR 2, Sk Bl
AR 25 RN PR T o i 38 5 AR 25 3 3 7
B S B LUG A AN U] 5, 5205 15 ik & & S )
SCAGER ST S5 T I A BETE s 2o 78 o R 4 o A
Flo % Apert ZEAAE B E IR BUK 2 0 AR,
Fa LA (U R ARG ) 2 s 1Y 2 SRR AE , 2145
PN S A8 T A R i P 4 w4 A R, DU AR K
REPR I . 5 A A6 TR 42 52 Pt 1T R T AR (Pt o
TEAR) AR BB I b it 82, J5t DA B af
WREFARET . FAFRXERNEEESRA

( =) %l & B A4 (achondroplasia, ACH)

ACH AR fin LR R 5 IR AT RS FF FbT
PEVRT , 1 FGFR3 JEPR 587055 |2 1) 3706 o e £ 14
BB S R IE 255 AE , 5L PF 9878 T 8O
BB BE , 32 B, S R IRCOR 1 0 A e
WIE . e PR 2 BE AL 45 B b1 I /0N | DU JR et JE e T
TRRUK RUBRZE B2 T RS 2

B KBARBETIRBUKA KRN 15% ~

509 , i1 FF: 2 o R AR K i 2 40 BT 8 240 o B
BAEEERN S% ,JLTFARBEREAREERN
WA — R BE 5K R R BUK £
KA 2 % LU B TAEELEDE B Can i iy
SRR PR R 57 ), AR 3R KB A2 B E
02 AR IR AR Ak AR A, AN R B iy
JE 34 85 B SERE IR FAAE 5 30 R B A AR 1Y
AR K 53 DAy 5 o8 A i AR A A BELAE Jii BRK bl T3
HREAEEE T A DU KL TS k1L
PRAETEAE 20N 8 IR SE IR ) T, 52 e i Y
W WSCRIAIE BF , 51 A2 3 PR i AR, 3xX 0 H i 4
PR LS, AT KB AR EE D, )5 m
B AR/ N AL 75 5 | ) 5 Y Y 996 3 2
BHL /KA B2 A5 DU fiki % 1 1 (Luschka LA Ma-
gendie L) P4 ZE 2 5 BOREBH R Mk AR 1) B 22 I A 5 4
R E A B I RN AR 2 — A ik 1 1
A R IR S B HEA T PRI RO A ISk B
Jh pt ke A5 P A S 3 R 4 RE IR SAARE , B3k R CT B
4 MR A A5 000 fili % 72048 O, X9 3275 S8 4k 1 I AR
KA SR B B, i PR TR T 1015 47 S8 AR R 45
KR(O>2 %)  BUKEEA G, FLift e AR i, B
PR AT AR, X FAE O T ARAATE— & P i,
e WL AN BARBCR KB A B R )
AN 32 AR PR S 1), (A 9 A BRUZK AT 52 i) 8 50
HIHREM AT M FEE h R E R . R
DAYt S R i 55 J0 ) 3 — 20 s 38 BORE il B e R B
A JE S AT ARG YT o e R T AR TS
VTR I I B TR AR (V-P AR ) A (B0 AL AR
FLIEAR , A28 B — ik 2 AR S IR AL K
AR e Gk S50 k- LI I A B8 0, B
RIS 4 Her VP B AR T S 0

= VAR FUAE ( lysosomal storage disorders,
LSD)

VS AR I BRI 2 — 2 3t A5 AR AR , 248 Bk
PRl AR B A T 60 43 Tl 1R P K A T G5k 3 AL
PRHFRIE 149 25 ) K G —F AN BB LE 5 A A 1 A 7 it A
IR, ARG | A MY A 28R B DR A . HRTE
SRR P BT ARUAE Aot 50 22, i AL o R 58 42
Ve B, i R 6 IR 22 b 245, 12 I8 1) 46 s 1 Sy Tl 935 2
AL, i PRSI AT B 7 B2

A £ B I FHGE ( mucopolysaccharidosis, MPS) J&
—ZH I WA I ARG , i i T T A K AR il SR A 3
FRVERE 20 (RIS I ) B 2 BT IR N B S
M5 [ — 2 m PRAEIR , 32 46 B AT/ RRak T
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5 NFBUK BRGSO B IR E
A TIEIRGE AT RS R AR VA0 56 o i R AT
433 MPS T .MPS [[.MPS Il .MPS IV .MPS V MPS VI
MPS IX7 27, HAAEREIRGFK RS MPS 1(OMIM
607016) . MPS II ( OMIM 309900 ) . MPS I ( OMIM
252900) MPS IV( OMIM 253200) ,[% MPS I3 X Ze i
TRBAEBE SN, Hidx 3 Rl ol Je iR patts £
HATC 2R3 2 A~ MPS £ & I FRUK B9850 L 4 : AR-
SB(OMIM 253200 ) I GBA( OMIM 231005) .

FR AR K ARG 22 FEUAE B R L I IR ki
BUKLE MPS T MPS 11 i Z 0L, HADREH B
G 22 B BURE HE 19 I UK U R G208, 5 I N R
ST, RS AR AN 2 ) B S TR g 2 v R RE
ARARAE (Ui Sk 2L Sk oK B AR B EE ) | AR X
LRk FEIE R X ek s e R B IR g R
7 B SE08 M IR FRUK BRI IR B AR AR o Rl S
FRUIE 85 I FRUZK 1) s BIL T 5 2o 22 A o fie %) ) %8
WL WA OC, 1% W ot mT 8y b 4 O FRAE R Mg 4
JH o oA B SRR | ke X B e B A B A
b, 5 R e oo B A A Ak i R 7K ) A AT B L TS B
W B2 (] DL St Bk F LB A8 ) FNAE i R34 I, I o5
AT SR i RS K 5 7 vy MR K Az B e &
PSR FRK ; DU H T Magendie £ Lus-
chka FL I3 2 S B0 HE BELAE IR AR A R Xk 0 L
Skt CT 5% MRI &4 o] sy ik I = (=9
ik G LA B 2 R L ) R K S | IS TR B A4S | ik
B 2545 (AEXTFR BT IX S BH AR ) o 3097 B 2 ==
GRS, PR ARl Z2 I BRRE S8 2 K 2 500 2838
PERRFRIK, A4 30 A A5 BELAE o FELK 5 o 22 40 I BRI AR
G FRUK i e 218, TR AN fig el 3 A A AR S i
B TARES SR PE R . HATE RS E3A X
FPFARB ML G — bRl Aliabadi'" £ 130Ul % 1 1
S3URA N TEAT 20 MU R AT H 58 B, AT 2 /5 T AR )
L GAGs VE R IrF IEAR 528 2840 45018 , 35
O3 TR AT KU 5 [F) B GAGs TV FHAE M 1L 48 2 5
SFOH P3G I e 2540 55, IR S i KU, AR
Jei I VISR I s B 17

VU BEAR IR LEE 3-8 Uk

PI3K-AKT-mTOR {5538 i 45 5 15 2 HE W
A=Y e R, WA E B A L R A K R
5 AT AT 20 AR R A DA R i A A A
PI3K-AKT-mTOR {553 J§ 76 KM A= 1 & &7 1 i o
KRR, IUE 58 50 55 2 S 83O H 3
AEEAR R, B R - 2/ ik E - 248 - xR

IKEFAAE (MPPH £5 404 ) 1IN — B 40 1fi % W
ZEBAE(MACP ZEAAE ) |, [R5 50 S 2L AR
VR - B 9 S bR ST AR O

MPPH %% 4 1iF 43 2 MPPHI ( OMIM 603387 ) .
MPPH2 ( OMIM 615937 ) . MPPH3 ( OMIM 615938 ) —
FhIEAT S MPPH 5 43 iF S — il AKT3 (fic L
OMIM 615937) .CCND2 (615938 ) ,PIK3R2 (603387)
SANER R SN & PR, W ek
WAL, HRE AU BRI RN B AR ) VR
Tibi Kz T 22 /0N i 8 R 268 R R B B o 5
NI KARUK 2248 LK R T WO B R R
FeiB BT, B Sk B LE AR N s R JL 3 0
~6 NMFRUEZE B A KINAERK LT, Sk BEERKR G,
g N L3 3 ~ 10 MR LT A
MPPH ZgA1E 8 & ¥ B B R R B i = 47k,
50% B F BN W B B BUK IR 0 Sk Y
AT g 3G 28 57 (0 2 0 I 2 01 =l 3 R
K 5 B2 22 /1N 1] BREIE /N IR A S 300 5 4 5%
F/INRG i Ak 1A% 53057 ( Chiari BETE ), DG AAE T . i
BUK BT LA IATT , B R o 055 /N IR A 30
NI s WA T A PR 15 PR T ) 389 T o R s — 4
T ARG 7 0T 5 B ) T 3, TR T A2 A /NI
i MR A 14 8, B 4 K MRT A By A i T
AR TR 30 B0, 1R AT HEBR O & 09 B 2
Mirzaa' ™ 338 1 42 4] (Horfr MPPH £5 41 19 431
MACP Zi43 ik 21 {5 T & % 2 1)), 34 ] (Hirh
MPPH £343 i 17 i) MACP £E45fiE 15 4] &k
2 9 AEAE R R G Z 4, b 17 451 (CHid MPPH £
BAIE 6 ] MACP ZEG1E 11 4] 7775 B i ALK, 1
TR RA , BF I TARER 9.7 4 A,
AR S B TR W 5 A5, (EL AT B B A v B R
K, RIS A A JE AT AT L 2 28 B PR3 A=

MCAP Zz451F ( OMIM 602501 ) ff PIK3CA JE[A
RARIrEL, 5 MPPH Z5-5 AR FE 2 5 ML Al PR 28 30
EARZARM Z AL, T R E KR R
R IRARK |20 LA W T (I AR L I A R4 ) it
JFE AR X FR AR (R AR 1 3B P TR AA) (HLsK )
VAR T AR TE \SE 4R R B B (R R IR G
TGS ) 4, MCAP LA 1iE 4775 T 41 1 45 1o
T, i X T MPPH 2345 fiF 1) 3 B2 4, A
FUKHE 15 B Ab B 7 1 5 MPPH —3"

T 2T B9 ( ciliopathies )

2T T2 ph R A T S 2 {0 7 £ 1y L 2 1 T A %
T B R 200 M 2%, LA 3B 3 F (50 5 B L S0
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RE, AL I AR5 R B S, BRI R AR 5|k
e ES AT NERINH AT RIS S €2 NS iy 3 T = R )
X BEPIR R LA S MRS FR N 2T BN . 1998 4R LK,
ORI UE ] T 2F B 4548 DI RE 5 1 5 i A1
KA K, EEWL BN TINE, 2 BEIEED)
PR R ] 3 3, R B 2 55 i B K A L
SE SRS ) IR WU Bl KN TE & R R R
IKAE T ) T 25 T P55 V8 0 3 e ) 3 30
TKAE P ZEG EINFUK . HAETE MZA 20 Fhlk
HRAS S R E L B BRI 5%, Z2FP 4 BN
AR BRI

(—) Meckel ZE51iE ( Meckel syndrome , MKS)

MKS ¥ 44 Meckel-Gruber 45 & 4F , 2 —f & 0L
AL G AR B 35150 , 255 ik v 5 i AR
KA 5 9 8 A8 3 ] O MKSI (OMIM 249000 ) |
TMEM67( OMIM 607361 ) . #F 58 878, K EB 439 1l
(90.2% ) fE2# 11 ~ 36 Ji w] i o 75 WY aff 12 Wy,
th 2y 2/3 PRI R, TS AR S Y R B 2 R AR
JE WIS ERBCR N AL T SR TR R 2 0 il K 5 A R
I E3E , H RC 55 2 A doe KA B 17 o 28 0
FER I R 28 0 = HRAE, B ip A M 28 3R 45 Y
IR BUKFAL RN i d5c WL ) 24 B R 248

ARIK hy Meckel £33 iE P AX i 48 R &8 B 23R
P, 22 5 BT 4T ORI 300, Al 1 B 3 T R K % B
WG HE , $&/R Meckel Z5GAE 835 I FHK Ky
FE A s Meckel ZE A8 INAUK & HLAI
I, FEOE N TR R LS 2 B4 IR
SRR IGFRK ; OB IF T4 H] Meckel Z5-51E £ 35 1 N
HWHBEETm,CL KT Na ™ # B2 m T,
H 18 3% A B 118 728 A AT 57 £ B8 22 1) o VL, ik
26 DA T R 240 Jf 3R T ) R H AF B R SO 4 W U RE RE
ISR, Meckel £ 40 T UL A5 P A4 I, 33X 7 g
S FECSHEMERBUK RN Z— 1208 /] 4k & T4
FMRiNEZ 1 Fl Dandy-Walker BB 45 5 /i i A2, K2
B Meckel ZEGAE B A TR LS IR GERIN A2 5 L/
BHECRNAET, HIF R IR AL B 5 /0 ARG

( =) Joubert ZZ&4F (Joubert syndrome, JS)

JS & —Fh /b WY 22 55 R e (R B as A4 0
FIWAE X EB IR E, T 1969 4 5 K HRE,
LL/IN s e a8 & B A 4O E AR AR, BUR AL
HlZE LT Meckel ZiG1E, HBUW 5 H 5 Meckel £5
BAERER S B A, EI R 2 BUAH X A, Bl
Meckel 5L & Joubert £ 451k HY — Rl R R S Y
LRI Joubert ZE-GAE RN AR (REILIRFFAE 14

B AR LR IR PRI R R T IRSR) o
pA S LI E R EUNIIEE 2/ /AN AN
45138 % B A 4, % 5 5 Dandy-Walker £ 45 1iF 1R
V& ,1H Joubert ZE5 1Y Luschka £ F1 Magendie £33
DI TCRAS 7 5K 0 AR 1 i A R 3E /) il 1)
AR, EECH BRI T AR, Ry Joubert Z5-G1E % 9k
AR RERLA 2 — ) s R AR S R AL A ) P 2%
BRI IRFE A7 5 T v /0 o 1 0 ke o = % A 4
&5 ;s Joubert £ G 1E 22 0 I 0 iR L E0HT A= JL ik AR
IR BB Ky 5 B UK, Fehrenbach ' 3 58 45
— M Joubert £ 5 AE £ 1 P L B I ARK
JRGAL AT 2 I 53 T AR LA AR o

75 LB BE (neural tube defects, NTD)

M2 S T (neural tube defects, NTD ) 235 &
JR S 2 P e S O B 225 TR I, 7 T SR
BRI, R AR T e RO RS (29 171 000)
T EAUKE IO A LR N E R A5 R B, NTD
O3 RNIFTCE RGP . 51 NTD fyfE AR 2,
T ERi =z T A DR L B 2 Y R | 35t 1% A
R, FENTD Jf % ik B K 1) 2% P A 46 : VANGLE |
VANGL2 .CCL2 \FUZ''*' (OMIM %% 45}y 182940) ;
TEICPE 22 48 ke g B A R B Bl i AR, 155 38 80%
ONTD & I FFUK T ST ARIGYT , M AS e
SR AR DA I R BN AFUK B 4GE

T A 28 7 BRI A A A I — A B A
BUK, & 7E AR 5 U 204 A B8 i 8, H 55
AR B AL TR 32 202 )5 s R B A 2Ll — &R
G S50 0, e BB & Chiari Wy JE 1 i
KB, Chiari WS | 2R PO AN % H 101 P 2E, il
Wit A2 BEL, AT U s 0 i RS 7, S BUR B IR TE
TN LA W AN 5 T s A B N R S
WRIER RS 5 G s ) EJH, B
NS T N S A B A ) N1 IR o= A
KNS X R R R RUK YA T RN A A
AR T ARy i AT Y A IO T TP i 22 B R
MG o (EAFERE RS , 7ETF RO B R Hh 18
S5 AT I 2 I I 3 R, It O R A R
PERECERTA S PO Y R 1AV PN
N T I B B B R 4 O Y A T AR S WL T
SEWIREYT " o 7 Elgamal "™ {238 (1) 82 {51 FF it
P8 B FE RBE L 71 B FRUK i Chiard i E 51
B, o 57 IR Bk e A AR K A2 T M
IR BT s UGS A e . 2017 48, i SEE I
PRI E IS BRI B o [ kA T E R L
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FARIGS B REE IR 46 v, HERER I ARG IR
JUF BB A ), e SRR LA R B O s L
ARGy KRB AR ST 1 AR 5 RS 23 3 At
TR B & AR N E R R TR
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