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Research progress on the role of primary cilia in psychiatric disorders

HU Lin-Lin', ZHANG Xin**
(1 Department of Clinical Psychology, Hangzhou TCM Hospital Affiliated to Zhejiang Chinese Medical University,
Hangzhou 310007, China; 2 Institute of Clinical Chinese Materia Medica, School of Pharmaceutical
Sciences, Zhejiang Chinese Medical University, Hangzhou 310053, China)

Abstract: Primary cilia (PC) are microtubule-based organelles present on the surface of most mammalian cells,
primarily composed of the basal body, axoneme, ciliary membrane, and ciliary matrix. As crucial cellular signaling
devices, PC in neural cells participate in regulating various physiological processes, including neural development,
neuronal activity, sensory functions, and biological rthythm, and are closely associated with the pathogenesis of
several psychiatric disorders. This article reviews the diverse physiological functions of PC in neural cells,
particularly emphasizing their regulatory roles in the mature nervous system. It discusses the involvement of PC in
the pathophysiology of sleep disorders, schizophrenia, autism spectrum disorders, anxiety disorder and depression
disorder. This review provides new insights into the pathophysiological mechanisms of psychiatric disorders and
holds promise for new approaches to the prevention, diagnosis, and treatment of these conditions.
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spectrum disorder, ASD) 25 k55 1, £ BAR S
[ 2235 R T R S A R U AR SCE AR
R AH A PC 1) A 3 Dy g S AR RS B A
BT FdE g, DA ARG s s B AR BRI SR
7 PRI () LK

1 ¥IRAENFISLE

B MRETHMMERR “RE” FERrb
gik), mMEER. Hhez, RS ABETME, >
NIBBNEFER PC HZE P, PC [1kliL2h 9 M —
AR B Ge IR, dipk “9+0” g5 UM @ g g
()5 22 B 9 NI BRI 58— o o e U 2
“o27 gk U, Mo, JEpR i O AREEAR TR, il
22 \IEAR [ AR GEA, HBTE N PC, %S K&
Fs AN LA P R B R ME R Y AR B
(8] 77 7E 4F & 3L P [X. (transition zone, TZ), & FEhk
gy, SiiEarge— R Em A BE A,
i B SR B A, (HA R — AN AR 57 1 4
faas Y, HER, FRMARMIA 2B E5
s HLRImIR Y, FEAET BN RF MR
siga Y, g R EKES BN IZE A (intra-
flagellar transport, IFT) 5 25 [ i 4>+ 25 52 W) 75 5l
ZE MR i, AW REBIZHEEY A
(IFT-A) FLE R E 44 B AFT-B)'. IFT-B 45
HURBNEE -2 F I N B R AL ¥ s B T, {2
W22 1 e 5 TFT-A 530 )18 A 45 50 Te W) N4
BT i B4 B AR AL, (R IFT H, fRIE
IFT S 5 ia ", fE R A it N 4F Bl R2 o,
IFT-A &Y SMEEQSS, W ZMIEEAR
4 E e ™Y, BBSome AR AW EETEN
15 IFT MR YERc#s, 5 GTP Mg Fliz =4t
MRS G, B G A2 K (G-protein
coupled receptors, GPCRs). A= KA 25 5244 3 (somatostatin
receptor 3, SSTR3), (R ENIMNLFE+HEH . H4b,
24 Mk ] 2 T RO A BRI, A A Ry
B EEANSZ AR, TR T A B AR A AUE A%
i, LB AR A4S 5 Rl ds B sz o
TR, T HL AT DL R 4 M R AE S 5 1 AR TR A i
55 B2, W MAEE. ML ABR
AR (E ).

2 MRMERRNRTENEIRIEE

21 HERH
PC fEMZ KB PR AE AR T 207

RS, HESHSRMTRSHRZMHEKE
PEfG . fE TR BT, ORI B4 (radial
glial cells, RGCs) 7EHHXHZ To A Pl I 78 24528,
PC RGBT ) S d M 8, i%id 252 ADP-
i pERAVFER T 13b (ADP-ribosylation factor-like 13b,
Arl13b) 5. Arl13b & —FE&ET PC R /Ny
T GTP Mg, HRA/NREI LB, Bom il
JRCSHE R J5T 248 S B2 T o AR 5k JER A 11 1) 2 35 S e
SEY R F B AIMERERI P ARt A4S
TER B ISR I R P, BT TR I 2
oo 4 B R R IR B K% R 3a (kinesin family
member 3A, Kif3a). IFT88 A1 VY %4k £ ik & 1 21B
(tetratricopeptide repeat domain 21B, Ttc21b) 3t 17 T
FAFERL R, UESELTBAE TR IR I 2 AR
IS O AT OR B BoRE 2. AR B R RRAE
N[ ) A SR R L B AR R AL P 4
1, 75K S FH#, Foxgl-Cre IKZ [ IFTSS ik §
BOR ARG K s R, 4 E K E J5 I B Emx1-
Cre WBhMHIFR IFTS8 B, KAGAAR I T0 & % A 4k &,
HoAm A 7T R W], RE £F B W R S8 (Hedgehog,
Hh) {5 5 % 241 g 3 58 A = 2252 m, (HAE /N R AG
KA (E 105 k) MM (5 13.5 X), hiX
& IFTS8 B Kif3a Xf K 2 HOAH A1 M 3 58 ) L ~F- 5 A 52
ma P, oAb, AR R B R R R AR N R R B R
7] PR 2, R o) B 25 AR P4 GTP i 71 (8] A
HAEH A 1 (retinitis pigmentosa GTPase regulator-
interacting protein 1-like, Rpgripll) # A N #& 75 i b
R TZ EHHRER CHEE, RAREEDE
fry (ERELF BAEKMIEM B, L2 R -5- 0
1% (inositol polyphosphate-5-phosphatase E, INPPSE)
ke £ BRI s E Rpgripll 587484k
H, EEMARAER B SIER, BAEKE EIHE
B 7 AME ), TLE INPPSE S48, B RE Gli
KGR S K 3 A1) R ] DA 3 oRopi 28 AE 1 ik
K PO PC I I s 4 i A B B ) ok im a4l
ZHfifl (neural progenitor cells, NPCs) )X 7 FIJEXTFR
o354 B, R B BE, NPCs il i % FR 43 2497 K
ST s MR SREY, KRZH RGCs @
I ARXI R S FE AR T B FE ARRERR 4 25 R
o, B BRI E AR Ok b, S
S5k 7R rp 0B ) T 400 A R 1 B AE 4 AR A 7 A B
HCM A P4.1 #1955 A (centrosomal P4.1-associated
protein, CPAP) & — M T4 B KEKH -+, S
DR KA R, CPAP RABSSHLAERE
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Ve, K G/S B, Ml NPCs (1386 58 3 4 =
PAT 3 BO HAR B SR B, CPAP (1) 414 b
25 FRAR 3 A TS R R J5 4L 400 B PR T RGO 4 O
MEEAN T, BRI R B T X e TR
Bl, PCAEMAERKE T AEAERERENEM, @
ok 4 B R B S S R A R, PC
JEIR T Z AL ThRE . XL R I A — IR A
PC fEMZ KB HE R T E 77 .
22 MMEITIER

PC £ # 22 03 ) o 09 B 2 H &8 52 31 987,
HAEZAZ I F & o DIREAIT N . 15045
PR 4o, PC M4 I Z 44k SSTR3 1E H AL
AT LA SSTR3 HEHU 55 A sh 7 75, KL E
TS PR 1 28 JIK B AS 5 75 TR 1 5% Ml 2 A0 48 o0 %
wtE oy H A EEAER P B4, PC B 5R
Wnt/B-catrnin {5 518 B, {2k R Ml 52 (10 T8 oM £
S, XA RS B EE P, i
St fEd, PCHREREBIEM. ZIBEW
S A 22 T0 AR BGRB8, PC It
W5 I 12 IR (cyclic adenosine monophosphate,
CAMP) &5k, F2M T4 oo 1) A It 40 i ok
TR AP OMES) J15 . # PCIHRALE, M& UL
T3 P55 A% 2y BT R I8 4 T RRAR e BRARAL 5 WL
WAHHE J6 2 (8] (84S 3 B A 2 S i s B, (H

W FE s T — Rl 1) 5 firh 45 44 g - 4 B 5
fi, FF CAESEAENN T 5- 2 & HE (serotonin, 5-HT)
B9 53 T CAL HEfA 450 PC 2 [A] i IX — 52 fith
gER, ZERBR S-HT ¥iE 5, v LLJE 3)
Gog/11-RhoA @, WTTAZNIZhE A, Ml ngl
WA LA R K. VRN — R 4l i %
(s S E, Hh5e - 27 B 5 filiil id J8 i 24 3 0k
AR SR il i A 42 L RS RS B BhAh, PC
A TR 7 7R 2 fih - 4 1 [ A 4 s 4y, FL R
TR AN AR Bl 22 F 435 g DR A i 2 284 F0 S [RD T o
Ak, IXFREE R LR T RE R LS S S RE D),
F IR T4 AN b 22 70 B A 48 50 5 200 R £ T R A
2, IR R Bl ph 2 el B (s sh Al fads B IR,
PC il DL EZFLGI, fEMAERF P RESZE
R FEAE T, R 22 70 Th RS AN 22 (0] 8% ) 1E %5
Bk,
23 RBYEINEE

PC EIR'E RGP REEREEMMER. £0
W, PC d I A O UK SZ 48, W ER 40,
BEDLE S I IR EWA RG . JLIRZ R4
B UL I 4T 6, BT FOeRRe, FER
F 5 PC AL 4 T ALl kA i A e s by . 7E
IR 2 AL AN R (T e Ar R, PCORAE T oK
VERS ¥, 540, Meckelin 25 [ 76 00 4T E Th g
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M O UESE, B RZE H 2 B IR 1L
A S EAMEREM ™. ik, PCXTIREH
ARSIVERH, H/NEM4YH PC 5 HREE 1178
B DI W Er R R girh, HIR B4
(1) -2 A B AR B 4F & (kinocilium) F1 2 % 2F
E (stereocilia) HREMLFEHR . H, het £
ERNEHMPC, DTS EARMNMESHE.
A BAEWT 50T B BAE 32 EEARILAE PR AN T T -
—J71f, 1N PC 84 BN T B ML B R FIHK
PR E, X 3 O 48 % 1 (planar
cell polarity, PCP) {5 ‘5@ #%. fltn, HEEK G &
H1& 5 1l X7 2 (G-protein signalling modulator 2,
GPSM2) iy I 22 R i fkfk e iR, 8
PCP R385 I Z A B RIT . @l EH GPSM2
BB/ NREM B REEER S A, |
093 5 0 M 2T B R AR I R S 38 AR e )L
— J7 1, Wi i PC i@ it Sonic Hedgehog (Shh)
BEIEEG, EENMKENBIEHIRIKE. PCH
IFT88. TBCI S5 38 5K R h it 32 FEF B K AE AR
Wl 1 (ciliogenesis associated kinase 1, Cilkl) ff)584%
233 Shh (55 WGk, I 51K Z M N H A E bt
B3, 0350 T8 A 4 R RIRE A5 E A8 T A o S 1
Ak, N E AR RS Cilkl 2 5 EBURAT 113%
S, 31X 5 A ST RS R ) P B T 1 v AR A
I WO qx — 2R T JR St A R T AR B R
R AT J1EFE I R A
24 £y

PC{E N— Mg s, HAMSEEE
Yeh IR T R A AR AL W, R AE W HEAE PC %
RN R oy e AL AR 2O B, [R5 L R B
ZREABHRERRE, HTSE2dEE
o< B R A 5L 7 40 ) i R A K sh i a8 Jk
R 3R I8 B B oR, K2 B4 B s A Bl 5 A1) B
e 7o s M X A7 B A S FE IR ) 3R TR i 5 4 1 34
T2 2 10, G AE 5 B 2R S R AH O 1) i
X, IXZF T PCEBAE AW s SER ™.
B R A N FE AR B AR T 24 /NISEAT R AR
HAERG Y. N A AE X _E A% (suprachiasmatic
nucleus, SCN) 14 4P (F) KIS B, P HIALAA A
HR I o 5 A SR BT [A] [R) 22 . PC i@ i i AR
AR 1 0T S 2 AN Al PR S5 A 5 e 2, 35 B SCN
P TOORFE A A 5 1M A B A A L5 ) e T [R)
(4n Perl. Cryl. Bmall F Clock) FiEHIRG —3,
R BLEN GRNFE A 2 AGEEERR D,

—H PCIhRERZ A, XMFEMESHIR, SBE
B SRR,  TT 5] K B FE G . Ak, RHZE T
PC 1 B R4 % 2 %2 K& 1 (melanin-concentrating
hormone receptor 1, MCHR1) (555 | BRI
Fri . ERIRG R IT, N S R AN S S5
PC 2 MR AL . RN, FEHEWZ,
K45, MCHRI RKIkFFG ; EY=N, 5%
B, KEH N, MCHRI ik Tk ™ [F i,
SURMR LT BB 22 2 K I Bl D g . R Y
NRARA KINCAZ MBI IE B3 RE, A TCik3R
IRz shREe, RINE R BT MR FEEH,
LI TR 32451 B, ek BRI, R [F R X
BB Z BTN, TR Mk
PRI B AR

3 MEMBYRAESHHER

3.1 FEARPERS

Fe AR 55 A2 i RIS P 5 0 o B MR I, B
TEREAR IS AR A LR AT, TR i R BN AR 5
FEATA 2Rl BT AR W N 7E TR B [ R 455
MU, e g 18 5 AR AT S 1 ) AP AR A R 3 B ER
BB E, AL A e R, IRz
Qe HEORI B S5 AN TR 2R B . B T R I 2L
PR SR - R TR RS . I ZE AR R R A |
{5 BE T A AR, - 5 I P A 46 (1) R 2R, I 4 ] 0 5 e
NI o B AN (] R 4R 3R 25 DI AR O, T RE R N E R 32 0
B [R5 53 BN IR R 3R B e IR AR Ak 51 i B, PC
FE Y 5 5 AR RER 15 A DG 1) 2 Bl 5 il % h R
FERBEAEFH . SCN 2 W 7L 30 1) (1) B 119 R AT 48 2%
PC 7EH PRI B E MR, XX T 4 fr
BRI R 2 REE, HFRER, SCN H
FAEKER PC, Jf Hixss PC £ H 0 & 1B R T
AN, BRIy AR 8D, %5
%2, WFEFRE— BRI PR A B AR 1k B,
XA S PC 4ERFp & Julal#E A BL A SCN H
BUHERER R, WIMHILR SCN =i A I
PEIRG (55, ARSI AR BRI T4 . Bmall
YER—AEER ERBRIER, HEk o e il R
AN EWR I T TS s B PC KB RIR Y
5 Bmall RGBS VI, @il Bmall 508
25 Y B Wi R Ak Bk, #4 $ 8 SCN
PC TG 2, HET 5] K RIRSE 515 &
BLAR S e B Bk Ak, PC KR AETE ) GPCRs
WAEBRCT AT R E B OCEZEER . Fln,
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s SEAR Sy Wb B8 PR 2@ I AE T SCN s &t B/
GPCRs {i¢ #EREfR . MCHR1 /&5 —Ff 2 Rk T K
i 7] GPCR, BB {0 2K 43 (melanin-concentrating
hormone, MCH) 1 /] -T- MCHR1, i@ i 4% #i PC 1)
P SR T 71T 48 B R A1 38 2R 85 ) OB 2 B B
i MCHRI B}, 2> A0 5 Hb 5 85 PC 44 5 81 AL K,
HALH 5 MCH R4 Gilo W) Akt BERR AL AT
7% P, GPCRs 7£ PC L IEHE M MIhAES T &
PR B R 20 A0 I BE AR B ) 4E HF, X L2 4k
55 S IR BN 2 S EEAR 2 0L 7. PC K
5 FNBCRAEAR AN FAR P 3 Bos B B2k, 1
W, fE DG I R, M A AT AR A T
PC WK B, FFimifn O @A, X 3R B ah 2t
DRI 42 1) PC K 2 1) B Bh A8 AR A0 LE LA 4 40 i
B 7 OCRIER, R ERE SRR AL TR
R ™. 25 FPTik, PCiidif{s Shh A1 GPCR {3
538 % DL A% O i Bl R R ) SR IA MR B, fE4E R
BT HEANE F BRI A U R IE AR, 4R BT
REMIIIA 2= SEBE R, AT 5| A HEERE ] 25
3.2 fEMORE

SCZ & — MR AR IR s, HOw R s ok
SEA R, (ES AR DR 2 AT IR 1 # A A R TE L R
o R B G AR o AR 1 1 A 2 4 WO I ST 1
SCZ /N 1, PC BT B A 5T I S 8Bl 1 P
Z AN H) R RAF B TUESE, HURS #0250 EAR Z 875
PC &, 3 T HRIR/INER ) SCZ AT R BY, Kt
ZIREWTZLFEA 1 (disrupted in schizophrenia 1, DISC1)
ERN—Mi kMR ek E R, 257 PCH
e, 15 SCZ & M vi #h 2 ST PC T i
EAALEBLE 7o N- HJE -D- RAZ R 1k (N-methyl-
D-aspartic acid receptor, NMDAR) 5 F1 7, 41 4 2F
LR BE A MK-801, e %5 57 1% 46 A g 5 CAL X
PC K&, 12 Bl HIM A tkEH. [,
AN COIRAE M2 B 25 25318 T 175 PC TR K
R F Ik, X8 NMDAR I G R 7] 6842 & 23
SRR 5T N THE il 5 M F0 ) Be I 42 7 5 TR G 2 4
ELA, XS T RE Y SCZ st AR RS AR 5
I B NGB R, 2P A
I3 AH 2 ) ik DRl s 52 PC TR RN Sh e R FE/E H
TE M AFEE R Erh 5 SCZ. ASD. XUFH 1 I i
(bipolar disorder, BP). ASD FI1E E I (major depressive
disorder, MDD) #H 5% i fiz 126 B KL I, 70 51 42%.
24%- 17% FI 15% £ i 20 o £ 7 35 K] 76 3 28 5 0
hEIEFRRIL. SUHREAMASCZ T, 75% KL E

GPCRs JE[H 1 50% [¥) TZ SER R 2R ERIE,
SRR T PCLEEZRE i R I AR A YL ik
Ak, 5- ¥t 6 BY52 44 (5-hydroxy trptamine 6 receptor,
5-HT6R) ) PC & {28t o) #1228 0 7 (L A 225
AHIG BRSO A & L. 7 5S-HTOR %% 5L [
AN, SZARIRIEAE KN K B W BUR R34,
T W % 1% 52 14 42 9 B PC 46 Ji7, KW 5-HT6R 7E4F
BIREPREEE LBEE M . 2 LR, PC1E SCZ
fp AR S B B, IS PC IR BRI T
RERTRE N SCZ R IT HRALHT I % .
3.3 AIRAEIE RERS

ASD 2 —RERMME R E RS, HREER
458 .5y AR 3E e A DA S B A1 AT D R Y R Ak
78 . PC £ ff 48 J0 ANt 22 A4 20 i w1 D RE T T~ K
WRKBEMESHEFEREE, HIRRE RS
ASD [1)5 BEATLA 25 UIAH G o I FH A 2R 2% B B A 11
WA T PC DY REBRIE 5 2w 1t B2 2 #h 42 T I Y
Rz AR R, Wox i PC /R R Bt & Kk A it 72
mIy R EAA . KEFBHREEXRIE
ASD HIRFIETEAT I MR, 540 Orofaciodigital £5
A 1E 1 Y (orofaciodigital syndrome type 1, OFD1) £l
Bardet-Biedl % & 1iE (Bardet-Biedl syndrome, BBS),
X LA B H A A N RN B AG A AL S R A, HARE S
PIOMCRE B8 35 RER 24, OFD1 & —Fh 5 WL 4 &
i, HAHEEFETER . TS T8 A0 e 7 DL %
ARG . OFDI JE K 9% i 1) & 1 75 PC ) 5 44 b
RIEEH, HAEAENAEKANLER. OFD1 L&
TR AUMELT A, $2R1ZAT Al g2 OFDI
CEAAE T AEAFAE, 530 0% A T R B A Y
HMA TR H 290 (centrosomal protein 290kDa, Cep290)
AT ORI RER T, 254 BMHENEE.
TEANAAE 3, Cep290 H) AR 1] G S 4 B TE
G BT RE SR, AT 2R A 48 B A A D BE,
HHHITRE S Shh L BESHFHREA R, Tk
THRZ R B AR, X ONER RO H I 46
FHARA T EELR S, b, WREA S
£ H 5 (methyl-CpG binding domain protein 5, MBD5)
FEF PN S TR GIR%E . & 15kE. IIUMER:
SERAVEIR KA AR OC o 75 B3 SRR 2 AH 40
PC K 5 Al 41 B 40 A 2 538 2>, 32 8] MBDS5 A%
AR el e PC D Re R TR E, &
#HASD kA, ZFEE A 28 1 (polycystic
kidney disease 2-like 1, PKD2L1) Ik I 52 17 HL A7 [{H 59
TIBIE AL T DA TG PC R, JREN Ca® i@
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ERIFEVEH . PKD2LI FIHk R 2 FHAS 25 T0 A,
RIS TC I A a1, IO 2 i, A
K ASD FEAT A . 45 B FTiR, PC ) 5% £ ASD
(R L S SR, X PC TR AN D RE )
RN FC AT e 78 ASD 12 W FIVE TT H 3 A2
34 EERERRAHNERERS

AR B S A VTS Bt 2 79 288 AL PO R 5 o
FEREIRAG 1R YIS B A AE VAR, AT A O
L TR B AR AARAREAR o ATVAR B A U] D4R 48
WG LEARTE . DGR Dl B SR R AE, ™ EEIN AT
ST REFEAG AN E R RS o R 7 s B AR R AL
ARIT SRS EAAAE BN ES, SHMEBEEGHT
PRI H AT PC 7 £ 8 W5 A A0 AR B 3w 17 FH 51
Tz kE. GEAGS AT T 8 (regulators
of G protein signaling 8, RGS8) 1F N7 =51k G &R H
R FCE TR T, B NE Ga /51 GTP By Pk
£ 1l GPCRs {5 5% G . RGS8 7Ei#ff T CAl X [ &
#RIE HIMAAEAT J9i A ok, W] Rg i R £ PC
) MCHR1 RIEVEF 1, 14 585 A8 PHSE (199
HA A GEOCEIER, B8 R MRARR AR 1 (trigge-
ring receptor expressed on myeloid cells-1, TREM-1)
TEZ MBI IR L RAER], ] TREM-1 BE% ik
BRHTAU B JE e 2 SOREAVN R LA R EOE M
M 22 s 2 B (lipopolysaccharide, LPS) 7 5 (1 #11
FEAT M s TREM-1 04l 75 LP17 0] LABj 1E LPS X ff
270 PC MM & Juihi s 4%, £ W] TREM-1 7] [
I B2 PC T RELEHIARE B R #EAE A @ PC il
ik GPCRs #1115 5 ¥ S KL 4 s L BE, G i
FREC R A1 3 RUAR IR IALES (adenylate cyclase
type 3, AC3) 7£ PC W B RIA, H K M) /N R I
AR REAT RN FR B B, IX R W] AC3 FEMP 4 T
GEHMThREZE LEE "™, b, S-HT6R 1 A
Z RGP EEN) GPCR, H AR /N R FRILH A5
BB A SR R R K. 1% AR T PC B, HBR
K4x 0 Shh {5 SIEEK, FEHEITTILEMIIRER
2 E AL, 5-HTOR Kb % 6 97 22 Pl 2045 #
5, 0B IR BRI AN SCZ [ i e B i T, #E
BBS X — L [ £F BRI 5, Bbs6/Miks K1 BbsS/
Tte8 w BRI/ BRI 45247 k>« Va5 ek
AL R B RS R I, 1X 5 Bbs4 w0 BRI FE RE
AT AR &G U, AR LA I S5 DR B AL 1 A Bl
H AT X LA AR AT R 5 R ik 45 8 i e
K, OFAGERGMHREEAMERTH L4
JEE EE 10 B M. Bk E, PCIE A

RS ARAE S, AE A AR b 1 A
PLI &S] T OB AE . IRABEIT PC TR BRI 1)
e, ARG RS A2 W AR T 3R O (0 S
B4k, PC A H AR B ) AR AR 143 ) 182
BEAG T IBE O B AR — PR

4 Z5E

H AT PC (MW 70 B0 IBH N AE M 2 R & AR Y
TR T [0S BRI 2 R, XN Ja Rk
PRI HE T R B T HTHIR 7R . AR SCERR T A2 4a i
PC ) % F £ B D RE, LA L 7 MR IR % 7% . SCZ,
ASD J £ RE R AN AR R by b (D EE ZEAE . PC I
LER BRI RE AW T RE T K — RPN R GLHREE ARG
MBERG . XL IABURAG T BATREHE e 5 95 95 2L
PEEALA PR, O RSRIR T SR IT ARt T
H I JT R AL R ARSRNL AN SGTE PC AEA Al 4
SRR P R E R, DU AE R R R A T
Fpp Mg R A . thAh, EFHERZER PC
HAMRS PR IR AR R, IR SR 4T
HRER LI IT T I AT etk . BEE et R HoAR
RIAN T K J&, PC E G M o (1 =2 2 A R AL A A
Wodt— R, TR EEGIR I TR < 2 Wi AiG
I R A B

(& % X #
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