I, AT NIESI A RS 24 h AR
A IE B AR AR B A AE X 1 4% (superchiasmatic
nucleus, SCN) [P [X f — L4k & 2% & h [F A 2 A B
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Research progress of circadian clock genes regulating bone metabolism

LI Ting-Ting', ZHANG Shi-Hua', YANG Yu-Xuan', YUAN Yu’*, ZOU Jun'*
(1 School of Kinesiology, Shanghai University of Sport, Shanghai 200438, China;
2 School of Exercise and Health, Guangzhou Sport University, Guangzhou 510500, China)

Abstract: Mammalian skeleton is constantly metabolized since the embryonic stage, and the health of bone depends
on the dynamic balance between the catabolism and anabolism of bone tissue. This dynamic balance of bone
metabolism can be influenced by genetic and environmental factors, and it is widely recognized that circadian clock
genes can directly or indirectly regulate bone metabolism. However, there is a variety of circadian clock genes. The
regulatory roles of different circadian clock genes in bone metabolism are different, and the specific regulatory
mechanisms remain unclear. Therefore, this review summarized the progress of research on the regulation of bone
metabolism by circadian clock genes, aiming to provide some new ideas for the prevention and treatment of bone
metabolic diseases such as osteoporosis.

Key words : circadian clock genes; circadian rhythm; bone metabolism
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P, S5 AP IR A QR ROWT T HE R 1029

RIEIX— RO RBE A 28 1, SR R b R R
2 5GP RS . AUtaded, BIPELIE
(AR B2 26 18 1 7% R/ BRUA DA BT A
AL GRS N 5 RIE, Ak S EUE A
BAE BRI R R B N A 5
FARFHE R L ™ B 2H 2400 M o A A A e R R )
BRR BRARAB 2 S AR AT (B0 B A A
R T IS H2RAE, B RSO B T RRE 7T (118
. FAh, B SR B R AN [F B B
WRIEAKF 55, 4G ImRIT SR LA 2 )5 i
GRS BB AN R R N Te) 2B AT [F)— 2991 U s i
AR R AR 0L O BRI, B AR
B AT L A A R . SR, AR e R e
R A I BRI NS 2, HOH AT A LT
R RN S E AR R SR IR OB 5RO R WL, A,
AL EEERIR ALY R I B AR R, B
FE N AR K BT ia 1R 10T R

1 S EREEEMFINEE

AW oh S DR A AE T T A AR N IR — R a]
MERE, wmiARAERKE . EiET LT
i Ve H R I A AR OG0
W FE R BMALI (brain and muscle ARNT-ike-1). CLOCK
(circadian locomoter output cycles kaput). PERs
(periods). CRYs (cryptochromes) A A% 00 4= ) 3k
U REV-ERBa (Nr1d1).REV-ERBB 1 RORA (retinoid-
related orphan receptor alpha). TIM (timeless). DEC
(differentiated embryo chondrocyte). DBP. Nocturnin
55, IREEFLPR )RR ) ER R 0 8 LAV XS £
FERAZAE, A A4 0 E / 708 5 2 38 v 3 [ 97 4
e T,

b, BMALI Fl CLOCK 2= i R G (1
OV B R, R4 S SR IR S BMALL &2
EEAL TN, e RIEDRE R WA AR
55 G A AR b R IR g B Y B TR R T SR AR (I
BMALI-CLOCK. BMALI-NPAS2), )5 561 T4
Yreh IR DR S 27 N ) B-box TR 45 A AT IS
HAESE P H AT SR AT 4R P AR TR
#4474, BMAL1-CLOCK 1F & 151 &2 & A
iz — 1, Welz 2 M 4y —h A= b 5 DR 5 11
WGy SCAEAY « LR P BL BMALL 4y v O 6 2 9 e i
L] 73— B E R SR —ANEL 3
B A B AR TR T BMALT I Bl B 51
SEYIBR . B IR UL ZR I, AR AR

#iF BMALI WO ok “184E” B, BMALI 23R
Il 24 h JEBATETE B BT T R R, 2020 4R A BEAT
K CRISPR-Cas9 & [Xl 4 5 £ AR AE BMALI 15 /)N i
RN Rk, W] B wl i BMALL [0 25 5 i |
MHaE. MMHAshl%. LS TIRE,
78 BMALL 7640 i t% N A B 2 1 B 4k 3 10
Difef 7t £, BMALL 5 HIF-1a 5 H0H 75 S 40
MaIhRE, B UGEH A 5 2R — e R R P
F1 4k, BMALIL 52 PI3K/AKT 5 5 i B% 09 55,
8 T 22 4 i AR R AR AR R MY CLOCK
1B BMALT = SRAGAHAE @ W 75 B4R T BMALI
RIFER, MR =4 CWEsL S CLOCK F£ik
KPS ™, LRI TR, BMALL 5 CLOCK
TE R B EAT R T, S 550, RER
AN B B0 55 2 AR 2 R Y

CRYs. PERs ;&) A M TR 7. 4
CRYs. PERs £ #1822 S K, & (8 4k I 2k
i -18 (casein kinase-18, CK18) g1k, B 5k
Y A% B e 45 & 748 BMALI-CLOCK & [ — %1k
B E A, Wi B & s, R SRR
9 PER E&1K, 4% N BMAL1-CLOCK IE
RIGE AR A —E 60, fEEY R EER
PEGUR AR ', CRYs T 4> CRYI F1 CRY2,
S0 ) CRYs X GHUR, #OA AR LK Z 4,
T FENR FLBh A N 1 A R I L BB T RE . AT AT
FERIN, FFE CRYI A1 CRY2 & PR /)N B A e AR A
AR A RS, KAy CRY1 F CRY2 1F B
MR T R RAERIVE R AR M it — 2B 7 R B
P 41 AT LA BMALL R AH 9% 45 #3532 T it
BMALL 1% 5%, B F S B0E 1) 43 B8 H SR 410
il BMAL1-CLOCK /] 7% %, 1 CRY1 5 BMALI-
CLOCK ] PAS 25 ¥ 38 A% 0> A B =y B 56 F1 7, %
BMALI1-CLOCK & P (40l /E A s T CRY2, &K
ERKBER AN, %55 SR AHER LGS
fiE U PERs M| 41, %% PERI. 2. 3.. 3 PER2
PRI A %, R SITEL N E A ThRe,
EARSECR LA A K E . B nT Bl HIF-1a
HEAE F 92 5 U RO Y shsestis kol
PER2 & — i BEBUR R+, @i [F2E AR AR B ER
1 (uncoupling priteinl, UCP1) I K IEFEIE KRS 5
W L S WA A AR IR R I AR AR 2 Y. CRYs.
PERs {E R Py S8+, [7] BMALI 1 CLOCK
—FERTRT AR B B, HAMEEERE
R AR SR IR T T R AR



1030 G gEEd

33%:

Bk T BMALI Z5i 0 Bp R, 0 — K4
YiEh R, AR AR OB R, BT
BT PR R R FEA T EGERE R . 40 REV-
ERBa (Nrldl) &% PER/CRY i S A 1 A1) 55 —
GO R T, IRt — Rz k. HE
BMALI-CLOCK R If454 2| E-box MEGE, #Em
] BMALI #5% 2, & At mTOR 15 5i&1%
i BMALL B§ER 1k, M A8 E i i ¥, BMALI
i 2 27 SR TR B B i) PER2 3R 3% Y,
B4 %N, REV-ERBa If] 6k = 4§21 PER2
(V) B B F2 3k i A, 1 A& 5 1 BMALL A1 Npas2™,
VERNBR TR Z —, CIEAFE 0 2R PR -
O 13V RS REAE N R ERIE L N R IEE T 12 R
FAEM, HHETCA S 28] H G T — Ly
SE W P27, RORA [7] REV-ERBa — ¥, #$% 15
A JSE PO R RE 1 R AR R R AR Y, (RS
DR 9 AR o 5 350 5 1) [ P, DRI H AT 2 L5
JE A A R | VRIS S 2 155 TR BB il AL ) R A TR 7
Ty FpEER TIM SIE R P R B, BRI 5T
L IF B S0 AP B 22 08 R 645 5 M CRY A& )
TIM K= B AEY e P R, EEaHshy 2R
RIEED P RZEDIRE M E 1, IEENITFAYIEE
B AL 304 h TIM @i 140 PER2-CRY2 B &4
KRBT B ER B Bl 2R 2
TIM A EEW BT, HRAR 2 S UG R T 1

S TIM
DEC
REV-ERBag
RORA

YRR R

RIS AT REAE, 2540 i . DNA & il 25 1
IR A, B RN EREE PR,
A& AR /N i it s R A AN (A I TS R bR 2 —
H TIM Thig k¥ # 5 PER JCHK, HAAA#H CLOCK
BoE, BG5S PER 856 %, #Eim i adii] CLOCK
W PP, B DEC, BB TREREE - 3F - 12 iE
(basic helix-loop-helix, bHLH) # 5 e I i 2, 12
B PR AHMOIG A . AR s B S Ak
FEVER B, 54h, DEC iR RS54, HEUfE
PIVR KT RE AR R T AR AR 5% B RO
PRREETEAYE R P AR TUR, R, EATRLE
U E P SEIN, WK T T A bt A Ay
TEAACH R 2 (B D).

2 EYMERESERBH

2.1 RGBS

IR AR NA S RARUNES) R (s
ITIORER, AW HEEAL T RN ER 23 2
K. BRI T A AR e I R BB /N BR B 4F
W, TN B U AR O, T AR
Vel AN AT i 3, TEMLAR BT FRAR G
RAEFEEVER, B IR R = p— 5 P,
HARU R — NP, T R R TIAL
56 R RO Bl P-4, = S PR R 4 B R A
FHEWME, o FRR R o 8 & ok i AGERF I
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W R CE R, T E B (R 78 T 40 B (bone
mesenchymal stem cell, BMSC) [A] i H. 45 5l 70 1L
A CEIRE ST, BRI T DU 2R
P—#5r. Hk, MAIfK-FREE, =550
MBS R AR . AR AR, BMSC. i 4 A
g Y IR, W R L
M — Mg DURE SRR R Bl R TR N 2%, HEC&
T A (%) 18 o S M 35 400 B 1 195 R I (alkaline
phosphatase, ALP). #% 5% [X] T~ Runt 38, 52 i i 7t 2 (runt-
related transcription factor 2, Runx2). “E 45 % (osteocalcin,
OCN). ‘i ¥ & H (osteopontin, OPN). T % iz &
(type 1 collagen, COL [ ). EHHEHL (bone sialoprotein,
BSP) &5, i AH O 4 LG B A R IR 1 1
PR (tartrate-resistant acid phosphatase, TRACP)., %
T 41 #% K 1 (nuclear factor of activated T cell
cytoplasmic 1, NFATcl) %8, ‘EA141F Wnt/B-catenin,
BMP. OPG/RANKL/RANK #1 Notch 25 & F(5 =18
%2 5 e AU o E AR RN 52 2 Bl R R R
W), QR . AR5 R (parathyroid hormone,
PTH) FHi {7 i 2% (glucocorticoid, GC) 252, IL-1.
IL-6 #1 TNF-a S 4 HL A 7 ™0 I 47 SR R £ 1)
R, B AR 5 A1) i B DR DI AH 5%
2.2 P EREHEEKBE

F R H G M IR B T R A 5 BT A
KEVEDEIER . 120 T K, 5535 TR & )
WCOHH DA B I 208 5 A2 e 22 AT 1) SR I8 A I 1] A
W7 T AR R R A AR % M. W BMALT 1
CLOCK [k B H 8t s & 8]~ B %y, PER
M CRY WIFE H (B I8 N B, B A BTk AH N,
OPG {1k H & %, 1fii RANKL Fl CTSK ] &7~
HH BRI, BEFE R I, 5 Pl A s
AR, AN[RI TE] AU FRT DA A (R R B2 1)
BRTEH. EAMK, BATHEELFEN &
Pl 2B W b B R R OA B Ak, BLFE BMALL. CLOCK.,
REV-ERBa. PERs. CRYs %53 Bl ik 52005 4 i
DIReBE Mok O B 4 . SRCH AN AR L, BEE
Y0 B D) REAH JC I 2 PR FR A TE A H R B AS B 1Y
SRR R A AR HE, RS
At AU AE G 28 AR 1) i R R 0k R A B A B iR
i, RYTA W 290 S AE B A AE T
HHE AR A ) e
221 ORI BMAL I A CLOCK 45 5 1R

BMALI {525 i 4L 23 rp 32 36 I 52w - AR 4 12
1, HRERESERKEAR. HRTR. BHH

A M. 1%, T BMALI Rl CLOCK
FEAT 5B WSO A A0 BB 40 T o 1) A AT B IR
BB 20 B e R R B BMALL 2> 5 BUCH 40 i 704k
YD T B R R A B e T R
W KRB (skeletal mandibular hypoplasia, SMH)
MBS W], SMH /NI T allE H BMALL 3
LFE{K, T BMALL & H W] HH 5 OPG JH ) 145
GIF B, AT B E 4R oA, BRI
N BMALIL = S8 SMH A& i1 -1 B 40 i 431k in
el ™, H2, 2019 MR, AR
S VE R R T E 40 BMALL 5, FHEA HEUE /N
ZEEN R B SN AL, B AR R AR AR SN R
i M F, SR, AR RN R
5 % %2 BMSC T 3-8 & 40 i 5 N 72 A= Y b )
Z KT BMALL 58058 40 f o0 4 i 743 1 T 58
EABEE R, P BT T s BN B )
PASCHURE I 1) i e &AM RN AT e SRR 22—, 534
T 0 5 RS 4 TR £ R LA . BMISC X il
B L % 50 10 T 4 R M) B - A IR PRI R 3R

R 98 BMAL1 1 CLOCK X 1t 41 J 1 52 i,
A AR BMALT 313715 BMP2 () 3234 (g 32t il
I3 IR 5V A BSCE A AN B 4 i 52 MC3T3-E
7430 3CRE ™. 5 — 004 A M B CLOCK 1)
YWt AR, R R R M R A R 3
(protein disulfide isomerase family A member 3, PDIA3)
e MR N IFRER, KSR E AR 1,25- TR
F - 44K D3(10,25(0H)2D3) 5214 . CLOCK RI{EH
PDIA3 (18 5% 0 K 73— 2D 10,25(0H)2D3
TR PKC {55388, et/ B 40 i o 4k B
Uk 27 L8 BRI 5 AR A TR) A LA
D25 5 I AT AIE FUAIE 56 BB Al ML BMALT )2k
AT IR B A A S B s T xR SRR
BN ZE TR S BMALT Yo 18 41 B 43 AL 1 Th BEAS
—H R 2

W% BMALI A1 CLOCK 7 BMSC F¥/EHT,
A DA BIALE 2 B R (type 2 diabetes mellitus, T2DM)
K BB BMSC 1, BMALI 3% 3% # #0 #), RANKL/
OPG LUfE . I [K ¥ «B (IkB). BEERAL p65 (p-p65).
Casepase3 Fl i IR 14 1] IxB(p-1kB) ik 7K~V #¢ 1F 5
e K B2 T, B AR R R D BRI, R IX
BMALI BN AT 1k 52 BMSC ) 1 fg /1 3F 4 il NF-«xB
{55 B, 337 400 A B 4 M P A i B T Y i
E Mao % ™ (k58 o FRRAG BESE, ot —b
RIS BMALL {ERE PRI Pk g AR o B A AL ) 32
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BETHTIA . FEHIX R I 7T B4t R RAK iR
FERTHE J ) BMALI % 1B 20 i 23 A i Dh RE A — 3k
i o — AR RE . 35 MU AT BMALL 7E BMSC %,
B A5 T AR AL, o R Bt 2R I8 BMALI v]
AR RCE BE K BMP2, Runx2. ALP F1 OCN ik,
BMALI fig i it BMP2 5 5 1@ #% {2 i3t BMSC [ i
o4k B 25 BMALL ) %40tk ff, A BMSC
CLOCK i U AEAS i A48 A BRR 5 I L R, %
BMALI {335 ARG 8 B2 1 FEAIS, 51 BMSC
171 TG I 44 B 23 Ak 9 32 BE A ) OCN B3Rk, (HAE
PLSCH¥ CLOCK il 2 41 BMSC 1 i 73 A6 1
ghi BY, X I B AR CLOCK 3[R ) XG5 1T A
AE T FEOS B B KR .

TERCE M T, AU SR BMALT 5 3
AT A, (HEARHLE AR B RO R
WURLAEAH M 5 KNG i, CLOCK il S8 —
W Lk K AL, Horh BMP R4t 2 5310 AR
ORI B R AR . TSR 5
fads YIS, itk CLOCK 35 Wi 25 38 ik 1 1
W R EIX — B AR AT BE < 2 — N LS A7
Ao 25 b, M EAEESL, (H2 200 TR m
BMALI {23t 1%, CLOCK 1 BA — g et &
AR VAR
222 KO FE R PERs A CRY s % B A 5

EA G LR, CRYs fil PERs £ H X JLK &
RN P ARENE B AE AN RS, H TR TR
Yi fu s CRYs F1 PERs (W) DI ReW FiATIfE R &, CRYs
TERT 7R 0 AR BB 20 i Hh AT R AR R BR . AT
WA Son, BB AR PERs = A8 /N BRI
EE R RA, T PERs {ERUE 40 1 15 Kk
I 368 7 ) v 4 P 3 S R A B L A R T 1 R
%, A9 R A A I R B, %
W] PERs 1% & . PERs 7] f A B 58 S As
FS B 24 1 IR 2 3R 17T O 4 i A Y S5 1R AE S R T
FLHAF R EUE, PER2 FEAZ /N R 5 B A2 B4 /) BRUAH
Lo, BeE T bR BV S HE R R AR B S5
FHLEER, HEFEREEHEE R, Kk PER2 5
AT B SO A S R T A M 1 1 R R AR
BUAE, R[EZKCT I 2R e A0 A 2 TR L LT 41
AT DAUR R 4 i BT 4% T BMSC RE 4y
oA 2 B T8 B Ny, KEBF S CRYs
F1 PERs £ BMSC 1 [ /E FH AT IR & . HH CRYs
VB TE 5 ME S o0 e U B AT AR TR Y R
FHES W CRYs 275 B A BOLAE FH AL 7E A W th b

WA BRI, B /N BMSC E#H %S
CRY & 1 M\ 41 L 5t %% 47 40 B k% 9, B s 4
BMSC (4 sh54L, ik BMSC By i s
ST g & B B LT FeE e e
Ml % C3H10 4] CRYI %3k, KIN CRYI LUK
F AKT I ERK {5538 i 1) 77 =0 7 4 i i 1 4 5
BCE 4k BT % B BMSC H PER2 L REHEAT 70 M7
RIL PER2 %f BMSC )l 43t R A% Stz e s
M{EN BMSC 1, PER2 @bk [F CLOCK mibr—FE, 3
£ BMSC [A1 g i 4 i oAb 562, i o A 4 il
BEEEEZES. ANEMZ, PER2 MiFRE AT §20m T
A ST R, FEAL BMSC 4T ae 71 B,

5 FAE LR, CRYs A1 PERs [7) B 5 1 & A
R, {2 HAT CRYs FIWFFL IR N . WG ALFE SR 1
4 (activating transcription factor 4, ATF4) J& 4= K /)N
B A0 B Ak ) = R R 7, CRYT RIS ED A2
B ATF4 A5, X8 1 B 995 1 B ARG R0 o 5
PEAE—ER Y SRR IS Kk, WREE R
J7 /N BRI B R SR G5 S 1965 98 J5, CRYI1 1)
mRNA FIEHAKCFRE N, R AR ST 3RE
FE 2 RRA, #2785 CRYI T ES 5B AT
KRR ™, BRI RIS T IR S5
KATREHFH TNRECE, RIAEEBA T RN
AN ECE o, CRY2 i 4k CRYI RiE B 3 P& K.
/NER A CRY2 r BT A CRYT BRI H R . 3K
T R A 2 o T 2 A Y 7 R L
hne BF A BRI CRY2 R /S B 55 75 30CH 1) RNA
Mk % e 53 A EZRRIBMER, HhafEo
W11 CRY2 §8 %2 5] Nrldl. Nrld2. DBP I Tef %%,
R CRY2 154 R HCH Y B 24 P45 7 T R 35
FARAE R %

Wk &Sk, CRYs Al PERs B[R] 4= 915 (R 1
FORIER T, AHPETEE A AR AN o AR i 2%
F]JLHR, CRYs FEBA E RN, 11 PERs WX} 8
UAD G SRR e (Rt N
2.2.3  AEAZ 0 AR e R DAL A 45 i A

TEMZ I AERZ O AP R, 380 3 R Bt E
L HES 55 A EAREESERE . DhRewt ot
W, REV-ERBo 50 &) EWE4HH (bone marrow-
derived macrophage-like cells, BMMs) 3458 5 Bl & 7
IRe 71, FLBEEh A B P s g AR R B
DR B0 S D) B 5 B BRI E A Y, UEH REV-
ERBa W] Be%F B TR SR HEAR BEAEH . SR, Ak
P& $2 7~ REV-ERBa. 5 Wnt/B-catenin 22 H.{E H 1] 71
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BMSC #4%, H REV-ERBo W Be1EH 231k W B %
FESCRRME R 2 WUBIRF 7B, Bt A B D K
B A0 AL o) bR B R IAL %2 REV-ERBa 357K
SPREM AR o 43 ) A1 ) B 1 4 AR S 4 T A 48
Jifl o REV-ERBa # 1% 2% 5| iid TRAP, NFATcl %
H R ALP, BSP &5 fE -1 1) ik /K [F] s 7
T, Tk R R T N R A M R A4 B RE V-
ERBo I8, W) 5 SURE & 73 A0 A R 0 A (8] 20 3 o,
H f-Ff p38 MAPK {5 5 i@ B ¥ig, [Flubf3 o REV-
ERBa J8 3 p38 MAPK 15 538 i 471 1 #5481 200 Jfa A
BCE AR 258 T, Ak, #FXF REV-ERBo %
B ThRERT T I T A — B gh 5, R LS
WFFCIRNFZHE AT AN B B ' 2 (i 3t sl el i 7 o
Fi4, RORA HEARUH K AAZ, A E L
6 e B 7B @ I B MG-63 41 g ALP. OCN 4%
S By 2 DR A B [ 3R I ] 9 0E S N 2 5 R 4
R . i DEC R A F 41 455 7 1%, %2 BMP2,
PTH F1 PTH #H 2¢ & 1 (PTH-related protein, PTHrp)
LA e T o RS N R B o E o1 1 S
FANEA R DL A B R Nfil3 A1 Nocturnin,
Nfil3 fERCE A RIA, RS FIRR 2GS,
T BMP4 [ 323K 12 10 52 i B ARt . Nocturnin B,
AR DA A AR — 5, (2R A
WP R R R R, R T DU R e, H
B ROP MBI TR0 E E K 0T,

BRUGLAAN, 50 BE PR AR M = S 5B AR
R U, (EDR D R AR A 5 e R R %
YIA G, Bevr AT DATAI B T B mlr WS A B
WITE S PR G /N RS AY H, RORA RIK Y
Wnt/B-catenin {5 5 i #% & x H — @ B R Y, 1
Wnt/B-catenin {55 5 i 2 2 B AU & P E 57
FERZ —. B, BUVFRT LB RORA & i
Wnt/B-catenin {5 il 2% 842 5 Q. 5 RORA ML,
TIM 58 R A B4 H, MRS . 1]
WL, S DhRewt S AHLEIRT 7T 78 2 uE B 1 AR O AR
Vb BEE AU R R R E R, HIA— AR
O AR b B DR AT R AE B AR B AS [RI B B A 4 A [R] 1)
LN

CEE B TIIIRER 7T LB 5T B A SIS AN AE
PRSEEG R Eh B, Y R] SCREAR Y e R R R AR
RS 1R R 250 e 2 T i s f2
TR ORI E S filin BMALL. CLOCK.
CRYs W] BeAEH U OS2 o 3 B R HEIE M 3EEH
PERs #1 Nocturnin WAEH W7 &5 - IEH, H

2 PR DRy HE 0 5 R ] R AE AN 8] B B ) B 4E s 3l i Ok
BEARFERIER, et R R &) T KA 8 i
FATEATH —B45 R, W1 REV-ERBa. i&H 5
— HB o AR e B DR AE i TR R R AR R
2t WF9t, W RORA. TIM. DEC %, K, £
oo 35 R A 425 - AT A0 38 I A AE VE 2 R BN A AR
o AW IEIR B AR ) 45 W 1,

3 NEERE

HAREE— MR S AR UGS, %%
DRl 35 52 Mo % Folt Ty A A0 AL il F 9 359 % B BMALI
CLOCK %5 % 0o FE W) Bl FE K A REV-ERBo. “5HE 1% 0
A BRI LR 10 20 i 5 A AR R 23 0 3 A (R
(KA £y, o BMALI. CLOCK. CRYs fii[f] T )
E AR, 1 PERs F1 Nocturnin 58 2 158 117 A
e 2, A AR e I TR AR R i A )
TR — DRI TR . AV I N 7 R IR
WA, Rz, B R P EL A LR R
K, FF HB R A PR RS 1 AR 0 P il 2 R
. R F K IEg RS RNA 2 58 AR50 A8 B AE
FH 5 DR A A e DR 4 e A I A 2 B HL )
Fapuw

BRI T8 R B G UE AR Y B ik R TR T
B RIGTT H B B MR AT, T H AT E
IF) A 4 e 5 DRV 97 i A s A T v e N A2
WA EIPE TR AR R Z, AR E TES
BB A M B G, — A AL TAR
Guii RIGAE AR, T 5 — J7 AN JE SR SR A T
B2 R Rk, B e R R A A
AR A, DAZE A 6 DR 4 B 2 4 A T HEAR
WL N EERE, 27675 B4R 25 R] SR ILZR &R
7, DAIA 2565 B AR B0 1 B I T B BT 80 K
R AR ZEFATTAT LR A A 7 1]
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