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i E.B8 @A RAAMIZEFHSIIETE RFEEREAE( Alzheimer's disease, AD ) AP 22 % %48 % 9% (i
IR REAR A A AR ) EmFE A M F AR Fik T B GSE63060. GSE63061 ., GSE140829. GSE143272, GSE98565
F2 GSE98793 24 4 S A A AT 05+ %, 35 A F B T B 0f st & vk 20 5 B T BR 202 ) o £ 5 I ), 3Z A Cytoscape 24
Yoo H7 i A s AR, 32 A OmicShare -F & x40 2 B #8478 B A4k #( gene ontology, GO )/ AR R e K F 205
#+4- 4 ( Kyoto encyclopedia of genes and genomes, KEGG ) ‘& &4, &R EZHABIBAMCEE, COEEIMTR
TS AR EAYIR T RE E Tadt iz Kot AWiEE A 2EE DR 25 %% KR AR,
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SFHRATRFT HTEREZEE 5 FTRARER 5 THREZEE, KECCE BB THCAR £ &5 % T4
AR B BAE AR Wy — AT 5 B3 BT @00 17 (T helper cell 17, Th17 ) Zaf o4t A5 o5 tm jo. =
5 E% EFFEFEFTER BRI THRA I REAAREFRAT IR IEET EETER, 46 ERL
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Abstract: Objeciive To explore the biological basis of different disease with same symptome of neurologically related
co—morbidities (epilepsy, sleep deprivation, depression) in Alzheimer's disease (AD) by genomic bioinformatics analysis.
Methods The GSE63060, GSE63061, GSE140829, GSE143272, GSE98565 and GSE98793 datasets were downloaded
as the study subjects, and the Wayne tool was used to screen the differentiated genes between each disease group and the
normal control group, and Cytoscape software was used to screen the core genes by topology analysis, and the core genes were
enriched by gene ontology (GO)/kyoto encyclopedia of genes and genomes (KEGG) using the OmicShare platform. Results A
total of 33 core genes were screened, and the GO enrichment analysis showed that the core genes were mainly enriched in
cellular processes, metabolic processes, bioregulation, bioprocess regulation, stimulus response, signaling, developmental
processes, multicellular biological processes, immune system processes, multibiotic processes, reproductive processes, and
viral processes, and in cellular constituents, mainly enriched in cellular anatomical entities, protein—containing complexes,

and in molecular functions are mainly enriched in binding pathways, structural molecular pathways, catalytic activity,

EEWA : [F5K AR A4 (82174114 ); LI RFEH AT A S TAED R L0 (B T456 IR EIHUIER H ) (22-321-32-14 ); 1L T E
2 BE MG e NN TR T B S0 3 T i 42 01 H ( 2y2x2006 )

EB R A (1999-), 2o, VGBSO , 85 EAE 3, AR5 0]« o DY BE 55 By T Ol 1 AP0

BIAEE DI HI(1979-), 55 (BAARE), i YR, A2, MEERFTe AR S Im, W1, BIFGE 5l Y BE 456 B iA-Co i i B0
E-mail : mindongyu@163.com,

S A& A A, PACH, X BT, 45 BTR S B i R G DG S IRIE” BRI AR AR o [0 ). g RS S e 2% A
2025,2(1): 18-25.

18



144 eI, 45 BRSO RGNS S i JERIZE A B 2%

translational regulatory activity, transcriptional regulatory activity, ATP-dependent activity, molecular function regulators,

molecular adapter activity, molecular carrier activity, and molecular transducer activity; KEGG enrichment analysis shows

that the core genes are mainly enriched in the ribosomes, the AGE-RAGE signaling pathway, T helper cell 17 (TH17) cellular

differentiation, the JAK— STAT signaling pathway, the HIFG signaling pathway, and the HIFG signaling pathway, and the

JAK- STAT signaling pathway. STAT signaling pathway, HIF-1 signaling pathway, PD-L1 expression, and PD—1 checkpoint

signaling pathway. Conclusion The use of genome bioinformatics analysis to explore the core genes and signaling pathways of

AD neurological disorders can, to a certain extent, reveal the mechanism of AD neurologic—related co—morbidities different

disease with same symptome. It is of great significance for the modernization of Chinese medicine and for the elaboration of

the scientific meaning of individualized diagnosis and treatment.

Keywords: Alzheimer’s disease; neurologic—related co—morbidities; different disease with same symptome; genomics;

bioinformatics

BT /R 7% TF 2R 75 ( Alzheimer's disease, AD ) 22 ¥
) EBERAY R — P R R TR R B
5% T 2 B 2R AT M, LU A2 40 AR
THEE I MR EE R, B €M FEHE H (Camyloid
B —protein, A B ) T B 4F BE) A Tau s H 1
ol T2 Al 28 BT 4 4 285 ) g i 280 5 B AR A
AD B EEAFAE Z R G IFAE, 8 UL A 2 R G0
o H 9 40 $5 550 ( epilepsy, EP ). BE AR 3] 257 sleep
deprivation, SD ), #ll i #iE ( depression disorder, DD ),
AT B0 PRGN AR T B T R A N R4
It B wE . RS LIS R AD S
RGOS Z 18] EAT BB AR OGP 5 B R AL
AR G — IR 7 S A W1 2 b
AR FE PR ZEL 0 7 24 1) — 11 58 ), b il
AR — R 0 o0 AE S BRI 5T L
BB LA K FEPR — g Al L OC Z A 2 R AT 0

B2 R TE S — e BB, s R i
7 K AT — i AR A5, 8 7 L0 AR T ) A A
RISATIEAGE o UEAFER AP AR FRE 1 dike = X6 7 Hp BE TR WO
JETH I, Ay A T A HIL I A A 12 W bs o >R
THRPRAL ™ AR AR T TR I

fifi 2 b, 258 KM A (5 B R IREOR 5 Z o0 f 4k
R , BRSBTS G, ST Rou e
PR SEAR, $8 78 1 B A AR 1) o Ak A S AH B A
FRIEATHUEE, 5 P EE RO ML A
o RV IE , J2 16 44 12 B AR [R], (E A A R AR
[7) A8 IE =} 4 O HLERAR ], 10T K S ad ferp, 3%
PR AL e PEAH R A EAs . H AT 5T 5790 [R] IR 73
TA Y BRI T BOR B Z , BE X L IR 2~ ik R
At 7 5 [ 36 B B 2 B Bk B — 5 iRk
SEVERTATATE 1O DR, AR AL R 2 A
FOHTA AR AD #1282 G AR G 1 25 S Bk (K]
PAR AR i B, #9718 AD B 28 28 G RH 5 AL 7 [
UE R AR Py B bl AR FH B i — 20 B W op = AR AL
WL AR T IR 2= I T
1 #ARERE
(I &/:279:08

i FH 28 [ [ 57 AR ) HOR A5 B O GEO 8 4
( https: //www.ncbi.nlm.nih.gov/geo ), LA “Alzheimer’s
Disease” “Epilepsy” “Sleep deprivation” “Depression
Disorder” 1F A K 28 10] , 48 2 1M WG I 97 548 4 L %X
FEARTRAE R IR 1,

®1 IHEBIREFEER

, s , , . FEAE L / B

KA Pg A Al el oy S e A T4

Heynde PRI YL W5 S Al 75 AL T
GSE63060 :“: AD Blood Expression profiling by array GPL6947 145 104
GSE63061 ' AD Blood Expression profiling by array GPL10558 139 134
GSE140829 AD Blood Expression profiling by array GPL15988 204 249
GSE143272 ' EP Blood Expression profiling by array GPL10558 91 51
GSE98565 :]5‘ SD Blood Expression profiling by array GPL6244 122 71
GSE98793 1'% DD Blood Expression profiling by array GPL570 64 64

12 E2FAR%ERE

F FHR1E = (version 4.3.1 ) limma £, 43 91 [t %&¢
AD .EP.SD DD FI5 i ( control Y2H 22 8] 4 2% AL 7],
i 5 AT ME 15 B P<0.05, log,FC>0.1 7', F| I RiE
5 (version 4.3.1 ) heatmap L% i ¥E 22 57 FE R 1 T2k
L E R E 2] B 4E GSE63060 . GSE63061 |
GSE140829 Fir 1511y AD 22 5 3 R HOIF4E , 2645 AD 22
SERIBIEH 19334, 18 A 1E = F & Chip: /

www.bioinformatics.com.cn/ ) 38 BCAD FIEP. AD Fil
SD . AD il DD 33K 7% S BRI F22 il =5 JEL AT
13 e ARER

B bk 25 F IS A STRING B4 2 (https: //
string—db.org/ VAT 73T, K Organisms 15 # 4 “Homo
sapiens”, minimum required interaction score 1% i A
“high confidence (0.700 )", Bzt 7 JC ¢ BX 48 i ]
JH Cytoscape 3.10.0 5 AF2E 47 4 F0 43 #r LA e 4% .
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LA, MCODE i {4 i 7 1B Je i 1 , i 3k 2% 8y
degree cutoff=2, node score cutoff=0.2, K-core=5,
max. depth=100; cyto Hubba i /4% B8 degree (17
X 2 S PRI
1.4 A B A 4K #(gene ontology, GO )/ 7 #R & B
Fa K B 408 #+4 F (kyoto encyclopedia of genes and
genomes , KEGG ) T ESH

FFH Omic Share -4 ( https : //www.omicshare.com/
tools ) X 4% 0> 3 R #E 47 GO/KEGG & 4 4347, GO
LT R T A Wi F2 ( biological process, BP ). 2l fifd
T 57 cell component, CC ) Fl 43 F 31 8E( molecular
function, MF ) 351, KEGG & 250 H1 5k TA% 0 Fk
PR DG E % , 2805 P<0.05.,
2 HR
2.1 hiBEEEFERRELER

B P 4 GSE63060, GSE63061 . GSE140829 .
GSE143272 . GSE98565 . GSE98793 2% 5 & [H 3 ik
LB LB 1, GSE63060 454 42 rh i 2 i 2 5
B K 7724, % T UH 22 5 B 1R 81315 GSE63061

B b B3 L2 R HE 3661, BE T HES
FLH 51915 GSE140829 B4 4 Hh i 35 I /] 22 57 2k
Kl 424>, I 35 T 18 25 S 36 K 3245 GSE143272 %4l
i P 2EFEN 1315, B T H2EFHE
1453/~ ; GSE98565 4 48 I 2 1 94 2% S5 B ]
5007, dE 35 N 22 5 L R 308 45 GSE98793 K 4
EhEE FHEREE 164, BETHERERH
144>, FLWTEAD, EP. SD. DD Hh ¥4 A FEEE 1)
AR AL IR 22 I A

B 4 GSE63060. GSE63061 ., GSE140829
GSE143272 . GSE98565 . GSE98793 2 5 3L [K 3 ik
WEDLE 2, S BRHT 50 22 R TEAD ., EP.
SD . DD 20 i1 control ZH 315150 -

¥ GSE63060 %% #i 4 . GSE63061 %1 4% 4 i
GSE140829 %5 41 4 #¢ 45 25 5 & K 43 Jl| A & 3 48
GSE143272 . GSE98565 . GSE98793 % S Kt A
T EHIAES BE., WIE3. GSE63060 % 4 4 |
GSE63061 542 45 . GSE140829 %It 4 45 58 4 2% H 3t
K GSE143272 B A5 5] 671 P22 7 IR IE A

1 A, GSE63060 22 53K F215; B. GSE63061 22 3215 C. GSE140829 2% 5L [A 61k D. GSE143272 2 H- 5L 1k E. GSE98565 2% 5+

FEPIFEI5; F. GSE98793 22 R REH Ik,
E1

IFEHIREEREERENLE

1 A. GSE63060 22 53K 3215 ; B. GSE63061 22 LK 3235 ; C. GSE140829 2% 57 5L 23k D. GSE143272 2% 57 5L 23k E. GSE98565 2% 5+

K F35; F. GSE98793 25 F KL ik

2 fRiEHEREERERRIERE
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:A. GSE63060,GSE63061 ,GSE140829 Fll GSE143272 25 55 H LA KL B. GSE63060,GSE63061 , GSE140829 fil GSE98565 25 57 4 TAJL A5

C. GSE63060 . GSE63061 . GSE140829 1 GSE98793 22 S 4k Fei kLA,

B3 fmEHiEEERAREERFRE

GSE63060 54 4E . GSE63061 304l 4E . GSE140829 %k
P A RS 4R 25 T [N 1 GSE98565 £ i 415 51 96 1> 2%
S g3k KL ; GSE63060 %1 2 4 . GSE63061 %5 4
£E . GSE140829 £ 415 £E A2 4F 22 5 & K Fl GSE98793
BIEEMS R 6122 5 LRI f LIRS A IF
EEFEE] 737 2R ILR A
22 HOHERETER

i 18 Cytoscape 3.10.0 4% {4 MCODE #i /4 X Hij 3
B SO F B T % , 38 4 Cytoscape
3.10.0 3K - cytoHubbafffi 1 X} Top 404X 41 3
(degree {H>20 ) HATHHHE . N H 3 &L T8 1 25 T
LI I3 ML, B A5 B 0 R 334~
( NGDN,RPS27A . UTP6 . ABCE1, RPS18 , RSL24D1 .
NSA2.RPS4X . RPL35.FBL.RPL9.LYAR.SEC61B.
MRPL22 . RPS15A . MPHOSPH10. RPL12., EEF1B2.
RPS27L. RPL7. RPL23, NOP58, RPL5, RPS6.,
RPL10A . RPS24, RPL17. RPS3A . RPS8., POLR2A .
STAT3., STAT1, NDUFABI1 ). K4, ¥ I 433
A 5 A STRING B A 22 PPN 2% , PPI
W 2% R B 33 %R 316 M H R R, L
K5,

2.3 GO/KEGG g &4 # 4R

3 2 6 A% O FE PR AT GO B 4 4 BT, 45 AR R
Bp F B R A AN AR AR AR A
PERRPAE BN A5 S5k R F R AR
HERE, CC FZ R TAMM RISk S EAREY,
MF F2E R TGRS0 Fiie ARG
T VRIS T P A SR T T P L R T A
(L 3% R 3 4 el P R R R L W1\ S LR € 03 =14
WIEYE P HRBEAR G T . DLET6A . AT X AL OB
AT KEGG & 57047, 45 2R o E 2w 4R Tpk
P Bl L Ak 2% 77 B (advanced glycation endproduct,
AGE ) - #l 5t 4k 2 2K 7= ¥ 5% 1K (receptor of AGES,
RAGE) 15 538 #% . FH B PETAH M1 17 (T helper cell
17, TH17) 434k . Janus # i ( Janus tyrosine kinase,
JAK ) — {55 % 5 5 % 5% 0% 1 ( signal transducer
and activator of transcription, STAT ) {5 53 [ K48
1755 A7 (hypoxia—induceibal factor, HIF-1 ) {555
% FRFFIETSZ R BCAAR( programmed death-ligand 1,
PD-L1) &Ik MR FFIESET 32 R ( programmed cell
death—protein 1, PD—1 ) K 3545 510 % -

H: A. MCODE i E0i vE F R L [ B. eytoHubba i {4015 Top40 MRAIFE; C. AZ O FE R i 1
E4 #ZOERLE
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bt 25 k23 2 I8k e N 1 S5 M e A | 4 TR 3 P
N EBE PP i R DL B B9 N 11 B A9 7 2 3
U 200845 “HopE” Bl DA LUERE U
EEZ LB NS SRS R G A = VY i) (297 S LT
0 A N 1 2008 A 2 A 20 T R (1) B R E AR [, HE
W AD BEEBCRTE R, BT H FERIZ) 5000 77
N, B 2050 4F s ABek K 1542 B kR
JEACT AD M (7 & A, b AD 28 R Ge AR DG AL
X F AR NAEE R, 18 A B O PR [
I MBIOUE 2 T TA TR AD 28 2R G M S B A Hh
] PR AR i DR () 8 HAdE R () T, H AT AD #1282 R G
S Mg 2 o BIL ] 170 A 50 4 WA , o PR R 5 K il 43
R 1] A et 7yt e v R e e S X R = W A
IR R — B D RE SR | ARRE SN AT R T
2L 1 A DRI R R B | A S e 0

SRR RIIE” JEAE AN R B R b, BT R
RN A& e a0 L B0 T AR ] B AL AR 4L, BT
BT ARIE A IR, PR R FAH R 36 T 5t . R8T
AD M2 R GEAH IR “ SR RE” AR b, K
R AR IR T O PR R LR UK. AD .
EP. SD., DD %58 @ R G Bz Wi E T
ST BRAT AD R R G A IR CTRHIE” A0
L B B AR IR TT O R AR PR R AL B AR
HET AR S AN AD AL “BERUIN T |
LI IGIARIRYY IR iR . (H2EREIRE
ER AR B R AR Y AD M 2 R G
AR DR ALTE T MR B B 5 s, X
TAD WIRIF AR E X, WEFE B 200
IR KA A R =S 8, B A 0V E FH nT ok
ARG Tl 8 28 4 B S R DU B 8% A 7B a4t T g
STHE DIRE DB SRS AL TR G SR AR LA P R
HH . BNV D ae = R, IR T RE Ry
W A G T B AL R K ARG T 6 3% SR 3 T
VING A B LA AD BB by H K i, R DUz £ 2 fidt
— )RS TR AR A D S U RE RS B L IS 5 TR
T R E KRS N IHIEAR, R KRR, SRR,
BURBER S, LSS =0, AT g A
K%, B P9 AR UHE Y ik S it — 25 |
KR A G AR, N AD SERE . BRI Y AR
AHIESCHRIF H AT I PRAEFE R B AD (14955 22 JE R v
AL SRy S R IE AR L BH B L LR R 22, SR LA
R T, FEURE N T R AR RS . X nh
e ) T A 2 WIS TR 55 HL A5 5 R £
K Z2 7 BH I I ) IR 5 P U JBR B S R AR
A YIANE . BRI P B £ WILE AD B
Frp, R MR B2 5 H PR AR T i 2 A R PRI | R

IR 1] 47 BRI AR A . R4S 7 o i
AD FE 1Y 3 Fof g LU I i Ay B RS AN L8 ek P L
P L BFLVAT , JHH g ek L 25 F 8 o 28 5 B IR
ARAINASHE 4. kT W AD | EP, SD, DD %548 14
B Z RGBSR T 07, (H k= ]
AEAEAR M g —E, e b2 Bl “[RUE”, B0
FRHLYATAESE Ry <P AR PR, L S3IE S, BT AD 4
22 R GRS Y T B R SR IRE” Y

Bt N SR R %t S A Y e el
PP ARG YN , B IR BB A T K v ks 2
b7 WS PRI T “IR IS BRI 9T S
T AR AR AR SRR AR E—E W R BR 5 %
J& P LR 2 A R A WA BT A R PR A T AR R
TE E BTSSR L PR 21 LA R i — 1 138 XA
Yp2fee B FEBF SRR A O 4E R ThAE EL e
g, L eI A PR s, v] Loy R g
[RI2H 2 THREFE R 2H o RMBE R 21 2 22 BRI i 2 |
Fe BRI 2 2 SR 22 e g e i | BP9
I fE Bk & A ad B DL 25 T i A 9 43T HIL
il , 7E—E FEE I REAS 7 v B U (IO SE T, A
W bR AL AR QAL SRR . SR 422l o
¥ M 4% 12 ( deoxyribonucleic acid, DNA ) J¢ 51l AN A5 |
FRACERAF S [l UE” S EE” A7
FRBLZ AR 50 A W05 1 2 S T A 4 e 2 A i
S5 TF AR LS A R A H 242A R, 4 1 b 1
T Al BB RAE AbHE 74 AL i SRR
IR A A X AN EE T R FE R, A I R B B E Ay
SERAE T AR MAVEH, P & EHLE R Rt T
WIS 0 P PR s I DR 4 2 R S5 A )
5RO 0, U AD B 28 2R 58 N A G i
R IL AV S B, AR R - R A B OC R
i E AN S R EAE R4, REfE I AD & R 5
ARSI SR RIIE” fF o8 3 A T RE

AW 5 H 0 5 AD AH 2 Bl 28 2R B 3L 19 334>
K SE A% AR B AEH , 78 AGE-RAGE 5 53 [ |
TH17 40 8 5+ 46 . JAK-STAT{E 53 % . HIF-115 5
W% PD-L1 KA L. KR PD-1 K2 S (5 Sk 4 £
AME T R R VR, L, THL7 i 5346 AE AD
AIFEP. ADAIEDD, JAK-STAT{E 538 4 7E AD &
JEP. AD & 3£ DD, HIF-115 53 % 75 AD & - EP
R A 2 245 BE S 2 RREA R A
1% ( ribonucleic acid, RNA ) Fl#& (4 JFi 4 i, 7135 &
AR AT RGBT B R Y OB R
BV AZ A = A 1ok R, FE AN M 5 Ak PR T
K H AL S R b AR, 2R R A AR
VR A R 3y BE B 25 5 2 1 Ak, A% 8 1R ) B i i
BEIR T S TE R B M iR 25 . A A B
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( ribosome—associated quality control, RQC ) J& EAZ4H
JHLAE 240 S AZ M A T 1 A 33 A s I PR KA (0o 11
A — S TR B AR 1 AN AR R 1 T
M RE I BEAE IR T T B 72 AD AR T I
B S (o R v A5 7 PN B O B, Y3 RQC A A%
WA 1 45 R0 B PRS2, T RQC A J2 -5 3 i 4B
2 BH (1) 3E 49 FF HiT 14 25 11 ( amyloid precursor protein,
APP) KA SRR W BT ME SRR B BUE B R
BEHe, W RQCHLPE /& AD (W B 2 i 2. Rl
2 JE 1 5 IR AR A S T i R L B iR B AR
RQCHE 17 far iz 47, B A 22 JIK 1) 58 4R SRk > i Jeil
AD BRAE Y R T AD M RS S IE
I AR HL AT F 2 . AGE AT LSO 4 it A1 g
75 (extracellular model structure, ECM ), 521 40 2 Y
BRGS0, T A5 ECM, 38 52 1fi il 7 45
GPEFREE , WE A AF 5, 38 5 RAGE S8 32 /5
B SR R (RIS PR FNBE S 1 3L R 263K, RAGE il
AN 15F 510 B i — 20753 RAGE - Y A1 A Dy g
BEfR, 7EAD Y, AGEFIA B 5 RAGEAHBAEH], i ik
1 fi 7 B 380 5 R, B P A B 350, in i AR E R
AGE #E A KN 5 RAGE &5 &38n, 118 RAGE 1%
5, BTG A R BRI A B B9 FRIA. I, AGE-
RAGE {5 5l % %] T AD 128 ZRGe AR s A bIL )
HAREEZE L, PD-1 R —Fp i e T 5 s s 4
JOZE TR B 1, A0 T 40 L B 4RI AR A dn i, T
55 PD-L1AREAE IR 5 S8 SO, 4EH7 S0 R Gika
A, B 1k i R G e A N R A L | kS B A
PegRE . 75 AD o IR BTN PD-L1 F/IVE
Y H PD-1 A B VR X T L BR A B DI 2 G E
B, PD=1 AN AD H 58 5 200 At A -4 i 40 i A
% -1B C(interleukin—1B ,1L-1 B YA IAE T,
IR HMA R G, X RGN & AD 5 firli 3 2% 1)
S Neuroguidin & [H i F ¢ (A /K 14¢11.2, =
550l 28 2 G0 58 Ml AR S Y, 2 5 40 I 1 A AR
T2 R R LI & (R ATPSE A A E
FH Y B0 Z—, J&— e DR sF 1Y 2 1 oL, TEA% B
ARG PR v kS 3 B AR T, AT O AR AR o, ik 2D
RO 1 Kl , 390 80S 1y 2 A OBE A%, 41 1) 2 J
PR R B AR 0 FBL- AP e —
Tl BEORSF IR A— B RS I, 1 ST A% 1A RNA il
A BT H A, TERRE R A ) e A R i s o
RIETEEAE Y OB IR R 11 S27A SRR 1A 408
WHEE HWARZ —, 2 5EA RN R SRR
UL B AR B E 0 Y Se i AE A
( ribosomal protein S6, RPS6 ) JEAZHH{A 40S /NIE HE 45
MR — 51, RPS6 Jeiff A4HAIAZ i R R I
T) J5 40 B 3 35 A2 A, 5 RN A A HA 28 1 5 2H AR
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40S /NIF 3k, Bifi 5 I 40S 7N LR B RS S i A%
FLIE A AT, RPS6 7E & WUn & A R IE 1B
i, VRS 20 B P 22 A R R R DR A M Y A
KIEE ™, RPS8 JEMER 408 WAL 4LR =~ — 77
TETAL A A B mRNA I R RS &
Yy, RPS8 (19 Thrl30 157 i B R Ak 52 i 25 1 5T 9
BV AR (158 T 60S A% AR AT 5L, 2 4%
WK Y B I 2% , 25 DNA BYE . RNA 3574
SEANG B, AR R 1 S B DD RE S 1 i A 3 R 28
A LR F G R AR R P
58 & C/D box RNA [ E 2 il b1, = 5 41 i N ¢gRNA
A1 (RNA AL B0 o 2, A2 2F vRNA B2, 5%
2 1 TR, Mt L L AR Y
LB AD 28 22 45 P9 R 5 s I ML 0T 5% TR
AT T 1145 5 38 B 7K SF- 1) DNA/ R A AR 7K 3% 2 T
&R AD P28 R GEAR DGR S [FIE” HLIATF oY
PR

AHIGE S B AE TS e 3 PR A A A B 2
DL e AD #h 28 F GoAH S Az O FE IR ) e
AR YRR NI I E— A E S A% AR T ML 5 3 1 7
NI RAFFEER T AD #2822 i AH g AN R IE AL 22
(B2 5L AT 22 HL REEARIG R I8 A T 42 3
DR 2] 2 S e A SIRIE . BE PR A 2 e R AR
HEE 2 BRI “PRIEeIR” Boa ShlE T2 40,
iz R H A AR Bt i BT AD M4 R 4t
FHSE I A= WA RS 1 sh AR b IR P T e LR 3k
IRYE AD 1 28 ZR G0 AH O 0 A ] 3R 28U D R OGSk
B RV 530 [ A VR FE AL , RE % T8 47 o) g 59 [+
UEEVR IR, 2 IR S rh R 22 R4 &
Sy R 2 BARARAIFGE LA S v R 2 HEIE T 24 SR AR 4R R
KRR H AL . TR 2T E I I, LAk
K20 A=W 15 B i T B I v B2 25053k B3 )
B AR ANEEER

S 3k
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