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Regulatory mechanism of non-coding RNA in osteoarthritis and the research on traditional Chinese
medicine intervention
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University of Chinese Medicine, Nanning 530001, China;2. Nursing Department, Ruikang Hospital Affiliated to
Guangxi University of Chinese Medicine, Nanning 530011, China)

ABSTRACT Osteoarthritis (OA) is a chronic degenerative disease characterized primarily by the degeneration of articular
cartilage, with its pathogenesis involving a multifactorial interplay of inflammatory responses, chondrocyte apoptosis, and
extracellular matrix (ECM) degradation. Non-coding RNA (ncRNA) participates in the occurrence and development of OA through
their diverse regulatory pathways, providing new potential targets for its treatment. This paper systematically elucidates the
mechanisms of ncRNA [micro ncRNA (miR), circular ncRNA (circR), and long ncRNA (IncR)] in regulating OA , as well as the
current research status of traditional Chinese medicine (TCM) intervening in OA by modulating ncRNA. It is found that ncRNA
participate in the pathological processes of OA by constructing a multi-layered regulatory network: miR inhibits the translation of
key target genes and regulate downstream signaling pathways; circR can act as ‘molecular sponges’ to competitively absorb miRs
for indirect regulation, as well as directly modulate protein functions; IncR possess both ‘molecular sponge’ capabilities and the
ability to intervene directly in pathways. Andrographolide, Xinfeng capsules and others intervene in the OA process by regulating
the expression of miR, forming a ‘TCM-miR-downstream response chain’ , which reduces the expression of matrix-hydrolyzing
enzymes and inhibits the secretion of inflammatory factors; paeoniflorin, Rongjin niantong formula and others intervene in the OA
process by affecting circR and IncR, thereby forming a ‘TCM-IncR/circR-miR-downstream response chain’ to promote chondrocyte
proliferation and reduce ECM degradation.

KEYWORDS osteoarthritis; traditional Chinese medicine; compound formula; non-coding RNA; regulatory mechanism
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RRIEFE A T 5,914 OA J3 i A it T
13096 &7 P 78 5B S 1) G 79 007 R G T 4 2 [
LI, PR A T, v ST R RE RS IS, T L T
AL/ A8 ST R B AL, {H R T2 A R R L X
B oy KA . ARG RN, OA & — R P 1
PP, FEEER B AT ISR I IR ST R,
SRR SE R B, OA Wi BLHL I 52 2% , V5 K 40C B 440 it
T= /ML 5 (extracellular matrix , ECM) [Ffi# | FH ifa
BRMEFEZA ST, H SR SRR DN ) 5%
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YIFHSEH, Ak OAIRYT IRmE , WEIE & AR AR I
S AL SRR R 2%, BT O 48 s A T OCEEBLE - B i
PR AT 38 A 9OE SN M O A R B 7 1A Pl 3
o R G SR B DT ] OA & ™, HE 4w i RNA
(non-coding RNA ,ncRNA ) 1] 3 1= 1 1] 4 i S5z 1o A1y 2>
F i T IR OA HERE . XL AL IR 1%
AREL T OA JEEHLI 9 & 24k R TF A AR YT
TRMEARAE T . Hidh  neRNA SR Z4 1Y R 45 X 4%
FNBIFIE T, © O G HH R Z —

ncRNA & — A B4 8 H B4 % I E 1Y RNA, 7E
T AL PR h R EZAER . P58 R W], ncRNA 7£
OA Bl Wt Y K B35 VR N I AA AR R e P e ak i, o mT i
o A SR AT | SE O A A RELYE T A 1 R S e OA
e, HEGIRYT OA HA fRIE S AT AR Ala: o
Je Z R0 SR MR R, TRy SR ) S LR Ty
AL AE o i AMP I {6 1Y & B EE (AMP-
activated protein kinase , AMPK ) /M L3l 5 H 5 = #0 4R
1 (mammalian target of rapamycin, mTOR ) {55 53 % J4
2 OA MR I REFF S 419 neRNA [ 55 | il 1l g /D
BCH AR R T R ARORE SN A 2T T OA K JE L
OATRYTH Mt TR B 9T J5 ) o A SC LA neRNA AT A
B, RGUIER neRNA P2 OA IAE FHHIL i S A 2 38 1 1%
2 ncRNA T 1 OA BB FEHEIE , 15754 OA Bl FRIG YT
DA AT 23T A S AL PRI AR
1 ncRNA BI#EIA

NZEFEIN 41 Hh 2 80% 1Y DNA A 4% 5% 4 RNA, (H
HAUH 1.5% B4 B i H . RIS 5 D Ress
I, ncRNA 0] 23 Ry 2 - (DA GE 25 A FE AR RNA
FlE 35 RNA; (2) 37 89 25 %), 435 134 /]N ncRNA (micro
non-coding RNA, miR) . ¥ Rk ncRNA (circular non-
coding RNA, circR) . £ #f ncRNA (long non-coding
RNA, IncR) %5 Pl A= )45 18,2 F vyl 2 0 4 R
1 %2 J  WiF9E s 25 R it neRNA, Iz R G4
AW Ao P T UE DN 5 1 AR UE S, LT 3 3 2 03t 1%
5 SR R B M AR 5l B A S 2 R LT = 5 0A
R,
2 ncRNATE OA &£ & & HI1E A

7E OA ™1, ncRNA W] o 9] 45 51 20 14 5 734
ECM { i S A i K] % 35 55 S SHEBR 47 52 e 5 2 g™
OA MR K AT 73 4y Ji 2 7 (g PR B, 2 54805 M5
AERH ) Ak & A (A 5 IR R A5 TR i 30 7
PSR R AR T A T TR A 3 - LML A ARG R 2R 30
FAAEES BH TR R W R B, b
PR B AR ME LAVER X 43, T30 OA VR YT IR W& A HR.
—JRIBR ™. ncRNATE OA H 1% Z2 4 i 455 ) 28 Ay figk ke ik
— )RR AR AL 1T L - — D T R A A e BRI Y (A0
BRI SN, AR AE AR AT DT S5 R4
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it IR TR ; 53— 7 T 5 T ncRNA 75 OA PIFfIE.
R R A RE SRR A B A B A
HNZITIR R NI SERAL GES T 1 1 SR B E
2.1 miRiEIHNHIEEFFVLH T OA

miR & — R 20~ 25 TR AY neRNA, )2
FEAET HAZ LM b, H 32 00 R o8 4 B AN 5 88
i RNA (messenger RNA ,mRNA) 254, il #6% mRNA
BHiE, AT 4% mRNA T AR R T8 7K K 4 i D e AR
Ao WAL, miRTE OA R i B F AR, il
TE 404 2 18 (Interleukin-1B, IL-1B) % S HIA S OA
OH AR R Y, miR-98-5p 38 3o # 1) 45 5 20 L e T O
HMATEA JE K 25 1 1§ 3 (Caspase-3) i) mRNA , ff
B AR, R A Bk, AT A RO R
YHALJA T ECM R Al S AT SO , 34 117 8 2% OA AR
#B73 miR 3B HA 2280 AR AN, miR-17 7] LA JA]
A &0 1) JE B 4 JE 25 8 3 (matrix metalloproteinase,
MMP3) . MMP13 ., Ifil 8 1 1fiL A P 5 24 45 F1 G 5 (a
disintegrin and metalloprotease with a thrombospondin
type 1 motif member 5, ADAMTS5) M — AAL R AT 2
(nitric oxide synthase 2, NOS2) %5 £ Fft 5L Jift /K fift fil AH 5%
mRNA, [ miR-17 R 38 32 400 ] 5 PR e 1y XA/
5l OA 5 HY v |34 6 o /K e Tl 1) 2 11 3R G K O, %
ECM #54) , AT SEZ% OA BERR™, (E4F 1 B Y2 , MR
PEIBIE miR-17 W) FR TR HRMEAT SRR
2.2 miRBEFEEESERETHOA

BT mRNA FHEA0 G HLE] , miR 7] 3@ 3 2 5 4%
Wt 5 8 Bt UL B 3 3 i (phosphoinositide 3-kinase,
PI3K /%5 18 B (protein kinase B, Akt)/mTOR %+
kB (nuclear factor kB, NF-«kB) 5E1E PN (Y45 Fi {5 51 i
FEAML I T AE SO, R B A 55 OA J B 2 o 4
U, miR-214-3p T8 3k 5 S 45 A NF-kB {551 5% 1) 4
PRI DA —— 4% K - B B ] 55 B 7Y mRNA, 1)
LR P AR el D AR YR GA  BHIBT NF-kB 5 538
B A0 , NI ECM A RN AR A0 T, B 4
2% OA "™, miR-155 3 1 B¢ 55 P 25 & R LA 3 384
it 94 5 7L 1A mRINA JE i 8 3R 5k, DT I 55
PI3K/Akt/mTOR {55538 i A0S , Dol i i M i
HEZE OA HEFE™ . miR-1 38 i 4 n) 5 i & (1 22K 7 1Y
mRNA, ] H & B 8 £ 5, 0 Woeg - Bk & H
(B-catenin) {5 = 18 F& 3 , 251 98 20 B9CB 4B 0 T 2%
ECM P, 1EZ% OA K J!,
2.3 circRIE T miR T OA

circR HA SN FHIIRZEE , AN 5 B RNA SIS
AHEE TR RNA, R E PRI R P K 7R A
PR B K A e b e L 2 1™ cireR 43
FHE A miR AL, TR T S PSS &
R 5E miR, M /0 miR 5 HHE mRNA 1945 4, i B
iR OIS PR 8 BE PRI RV P e 2 ai i 4 R
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TR 30 IR S N 25 OA HERRE . X PP P25
G miR AR TR F P AILEI PR R 55 Pk N TR RNA
(competing endogenous RNA, ceRNA) #L | o ] 41 ,
circR-TBXS5 1] 35 5+ V£ 4% & miR-558, B W miR-558 %}
NF-B {55 5 i [ 8 4% N ——BE £ 43 1L 5 7 88
mRNA 3 HIVE T, B cireR-TBXS ¥4 34 11 miR-558 1
mRNA BHEEIIHIMER , T IR+ 88 3R
K5, U955 NF-kB {5 5 30 F 35006 5 0 400 40 M 9f 1
ECM B S RAE N, il OA A
24 circRBITIFEE 7 7T AT OA

[1] 75 )5 + 41 g (mesenchymal stem cells, MSC ) iffl i
HITRAER ML LUEZ RE )1 2 EHLE], b OATRITHE
HE T 3 ELRE IR AR B L UE B IR T TR . B
FX K IN , circR-SERPINE2 W] DL i # oim % EHE d H 1
5Y & 454 % M 3(Y-box binding protein 3, YBX3) AY4H
HREAVER, R B8 AT LU o 5 YBX3 Bl A %45 4
RH.1E YBX3 A MSC 4 5 [ 40 B AZ 1) Zp A5, 410 ] 1 5 4
JHAE BT D A S Tl st 400 200 B J 300 0 i 2 1 p21 B
fit 5 F MSC K4 5% ; F M circR-SERPINE2 3635 A
A MSC 3 22 1K &2 1A% 07, 3 A T 25 R R
JiR M OA AL T3 Ry T EE"" . RIEMIAIR & 3%
Wil 55 MSC G YT BCR: T circR-IRAK3 1] BERL A 52 AR 3%
— BRI R A N . WESR R PR, circR-IRAK3 — 7
0] 5 5 AL AL R (145 4, 5 4 1k BH W% 3 1 F
IL-1B . i85 ¥R 3E A F o (tumor necrosis factor-o, TNF-ar)
K TL-6 25412 96 IR F mRNA A O 4075 T, AT i i
mRNA P i LA i 2 5E S 5 95 — 5 T i e fd 2 MSC
1) 3 20 M 1 o AL AT S B IR K cireR-IRAK3 43 1 %
RN T 3R cireR-IRAK 3 B 7T 855 48 i % MSC f
TR, SCRE S 9 4R 40t A4 B, 0L R AR FHATL il
A BT OA WS AL I8 T~ 5 P A= 1 sh 25 -1,
OA IBYTHALITSRIE"  cireR-ZCCHC14 A/ Ky “ 4311
4 VESE 4 miR-181a, miR-181a W ¥R AU H LS K
AR T AR IR % S MSC T SCE T
[ 504k 3 NV circR-ZCCHC 14 R FEAR T “ 43 F-1RE 487 (W%
BAYERT, L miR-181a (33K , NI HE 58 miR-181a X4t
BIEA R AEAIHIER , S AL 7 MSC 19 el 7
e, EIRBIFEIESE , cireR Al 3 45 MSC 2% |
PRAE N B KA AT ), AL MSC iR YT OA $R Ik 4k i
TELE) TS
2.5 circRZ§[E XS FEETH OA

circR-ZSWIMG6 W] 38 3= 41 il £ 11 il 2 ik ads 728 1 e A
FHUREE H S14 R e M, @i circR-ZSWIMG6 7] 330 b
PRTR A S14 F3R W, 1k 1T 780l i s 1 =X R ) T YR 0k
fitg 1 (943K , 0% AMPK {5 5 B% 02 2 5 51 Q-
A BB A0 L e A 2 A 5 IRV, AR cireR-ZSWIMG6
Al e MMP13 1l ADAMTS5 3535 , Ui 4% ECM [
it , NI ZEZE OA FEFE™
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circR-ARPCIB il i 5e 45 A R A iz &1k
N7 1, BELUT HG 3 B P AR AR (R R A o 7 o L ] A
b, PE 8 X AR R A0 M R e R v LA SR
H, L4 cireR-ARPCI1B W] &b 3 $2 T i IH [# /) B O A 5
U (R 5K A0 TG 1 9 308> ECM A, 3% s bt
REJHE IXURS: 5 R A 2k 2 78 O A SRAIE T B iR 4y 7 SR ™,

HLBE 7 F1775 51 ECM FEfi# & OA I B0 HL 2 — .
TEHUAS B OA KSR TR | cireR-Strn3 ()38 15 K- i 3%
A, M 7E circR-Strn3 (IR W HCE i v, 11 7Y s It
HEHENEMN EFAEH s, T circR-Strn3 7] 1 /0
X miR-9-5p 15 4 MR W I, 3 BUR & FRak s, 1k
B[] 410 ) MMP13 F1 ADAMTSS (1% % 3% , I 2 ECM [
Ff K R BRI, FE S DL R 5 A 1 4k &
I OA 1, circR-Strn3 7] g 38 1 4 % miR-9-5p/MMP13/
ADAMTS5 {5538 B AR AEH
2.6 IncREZ(FSEETHOA

IncR J&—Z K KT 45T 200 M Z AT R 1 neRNA
oy T BOICHSEE AR 1, (A FE OA vh & 45 S i 5 1
o 5 cireR AL, IncR I “ 4> 48" VE ], 5a itk 45
A miR W NI R N 5E , 25 OA HifE . i, 14
IncR-SNHG 744 35 G-VE 554 miR-324-3p , ff# 1% miR-324-3p
XPRURE SRS IR T 1 0% B0/ T OE 8 I B 223k
ISR AR 53 %4 55 Ak 1 B 1 RS (mitogen-activated
protein kinase, MAPK) {5 5 i i#% 9 71 ] i 45 il , | 4
IncR-SNHG7 % miR-324-3p/MAPK {5518 /b #5141
JELR T R sk /b S E S N, e 2 SE SR OA HE ™, Ak,
IncR A A] % T HE S pgA% 5, 0, 3% IncR-SNHG1
A B RO PISK/AKt/mTOR {5 538 5 , 110 #1450 4i i B
W, S AR R AR TS T LR T, I I 2R OA
HEREY,
2.7 IncRIEMFIEERIE T FH OA

BRACT AR —FhAE L mat T 42, Hok 3 i 3 4
Jitw 453 435 1T Jin 3 OA HE J& o IncR-MEG3 W] 5 i |
miR-885-5p , ‘i W BR AT & B VA 4 I F—— IR Tl 2%
IRFE T 5 11 B A e H ks A Ak W 4 1 26k | FAIK

B i AR ) BRI [ s 855 R A Xk BT

HIRBUREE 5 LSRRI UN AT B IncR-MEG 3 R AR %
IR KR IIESE, FE IncR-MEG3 WS H ML T iR A2 5 i
4k & 7 OA BN  BH 1 OA HERR
2.8 IncRiEiTEIE MSC IhgE T OA

IncR A 38 455 B[] 45 MSC T hE 2 5 OA Hy s Bl
Fio IncR-LINC00665 it 323K 7] 55 G Wt miR-214-3p,
8 2 MSC 3458 K AR E e Tife , X R E H7E miR-
214-3p 1L FEIR I PSS 1T R IneR-LINC00665 U A fif
R H X miR-214-3p WA HIAEFH , 15 5% MSC ¥4 58 S B
SAETIRE , NIMTIESE OA HEFE™, 4h, MSC X IncR £
FE R T) ] 55 ) 4%, MSC >k U5 1) A0 W 4R 1T 38 1o 36 3%
IncR-TUC339 % 5 Wi 21 Jifd, 42 1 15 0 240 Jifd el 412 4% ) ML
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AU 4T 9% 1Y M2 BB AL , SR I 8 1 i 9 R S o A2 21
BUBE SR AT R SRR AR NG OA T, IE 2%
OA M FE™,
2.9 IncRiETIH$Z DNA EEE BT 0A

AV [ YA Ui 18 422 216 52 DNA XU W7 24 1 4 oL
Z— WK, IncR-ZFHX2 3 3635 7] B 4R TR [R) U5
A Uity ¥ FE A T 19 DNA XUEE Wi 2445 &2 350%, HALH 2
IncR-ZFHX2 i i 3545 Kruppel FEF; S F 4 ki (40
B B Bl DXk, 3852 R 1 3 SR P | 2 T 4
DNA & ifil i} 5> 1l DNA XUEE B 24& & Bk 2 e £, 4 +F
kRS s AEAE PP S E AR T, B IneR-ZFHX2 W A5
BB R A DNA #1453 , 4R ECM s, itk
PR BAEA T A4k & R OA RIIATF IR IE™

Zi FFFE M, neRNA il i #1322 2 UJE P N 45 5
5 OA i AR , HAE AL 32 22045 miR 12 1) 5C
FEDRL ) B PR RS cireR BEATVE 4
TR 55 e PE I B miR ]355S4, )RR B E Y
A YIRE s IncR 3 EL 3Tl 4" V8 FRN B4 % 1 TR
J1o X ncRNA 38 1 P[] 8 4 300 B 20 L D R L 4 0
T . ECM R e MSC S5 A 15 5 5 OA KA K, A
I A OA F ERHLE] , 8 B A F5HT OA RS [ K 1)
YEF, FEHIL I R M+ 1 LI 1

yyyyy

‘Wnt/f-catenin
777\
iR-5SSIREREAH I T \
Lo e/ \
E

o )
IncR-SNHG7 U5
A 1 'MAPk

HBHEE
—_— T
—ed :ceRNAHLH
P e e A (]
—_—> AW

E1 ncRNAIEE OAHHIHLIEE

3 Z5iE T neRNA F7i OA
3.1 HZHIREIZ neRNA T OA

miR D43 PR 13 0 i 1L o 9 9 T Ui S 1 i 1) =X
Z5 OAHFRE , WF5E KB, th 25 nl R SR 1 miR Rk,
S H TR N BET T OA. BN, 258003 N iR 2 245 5
DR $E I, WF 5% % B, ZEAR IR R AN i OA A
o, 50 S N TR RE R S MR B R miR-27-3p WY IA T
miR-27-3p AL i@ 1§01 4E F T MMP13 I 6 H B3,
MR MMP13 iR 3E 7K, 98020 ECM B R, R IL AT
UL, 28035 PN G P8 3 4% miR-27-3p/MMP13 i A2 30
ECM [f# , I 111 OA i 2 .
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KW ETFILAEK-3-0- % B T IRMHR LA 14 HL
Y, WF5E K B AERSN N BRCE A0 OA B A R T
LA ER-3-0- 1% & F RIS nl @1 T 18 miR-29b-3p W3Rk,
fiff 5% miR-29b-3p Xt PTEN (1) 8 12 0 il 4 1, DT | 4
PTEN (#2535 , 4% MMP13 . IL-6 }% Caspase-3 7K -,
PR 0 LR T U8 SRE SN I8/ ECM B
I AT L, SRV T ) LS e -3-O- 1% B TR TS ml il i i 45
miR-29b-3p/PTEN A4 il 4B 4 ML I3 T-F1 ECM A ,
AT 75 OA HERE

B R — S R IO B R AL B, 9T
KB, B AL L miR-766-3p # ik, 18
miR-766-3p ST ERIARIHT-175 T F 1 1) mRNA BRI
AR LR AR T T T LR s AT
OB AL T A ECM FE A ol 4 2 E s ™ s i
A OA PRES R il it N d miR-126 1 323k A4 NF-xB
1355 30 O, T DR TL- 1B 75 S 14 S8 i g
AP T, p e nl I, B Il miR A R 2
ML RS R PER, T-Hl OA UERR .

AT IR AT S IR R B, AT 257 0] T i
circ-PREX1 , f#1%: circ-PREX1 X} miR-140-3p 1) 5% 41t %
BEVEFH , FAIC Wt B (1926 15K F , AT A il Wnt5B {5 5
I BOTE S R R UL A 24 1 38 5 cire-PREXT/
miR-140-3p/Wnt B FE I8 R H AR IR T S SAE JvE , A
M7 OA FEFE

L F I P AR E R I (A YR H AR,
ENRP RS A R . BT kB, 78 N 5CE 40
OA R Ffr | 22 25 38 R AL FH MSC 43I il 5 26 15 K 1 21
J &b 3% 3 (TR 22 85 3R 6™ ) T 18 miR-126-3p W3
ik, miR-126-3p 38 i #0340 ) 3% 42, 70 6 PISK/AkY
mTOR FI MAPK 45 A AE {5 538 B B0 | J8U5% AT S
T OA ™,

3.2 HZHEFKREHIFIZ ncRNA F7H 0A

BT DR B 0 L R RS R, BT
IR AEARSN N A0 OA RS rh | KU 4 1] i3 35 T
V8 miR-23a-3p WK, NI il PI3K/Akt/mTOR {5
5 38 [ NS, 2E T R IR IL-18 L IL-6 A1 TNF-o Y 3R
IR AT UL B KU #E 0T 3 5 R 45 miR-23a-3p/
PI3K/Akt/mTOR {5 5 i ¥ , 9 % 4 4 ) i , 2 3% OA
bii g

SRR T R S UA SETE RS (B XL A
G, ARG B, 2R R 5 0T R IncR-GASS K, i
BRHLAE R o3 IR S 4 PR B miR-21 AR FH , AT 38
T miR-21 ¥ S MERE AR A1 2 4 i B B A R 3 1 3
ik, B MMP3 . MMP9 . MMP13 #il ADAMTS5 )£ 15,
(] ERF$RE T T 760 e S 2 P RN SR A B ) 63K, e 2R itE R
L 4 OA B2 /i ECM A& 1, DR FLR A, I
G, 3R 7 AT R I IncR-NEATI W35 | 3806 1% 5%
SR T2 2 2 M SR - 2/ 8 A 1 e 4405 53l i, LA
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BRI A A LLL N SR 1 R AA A i T 1 3R
TR B LA R BRI 4 M O A A58 rh 5 44 i S Ak iz
AT | R R A L T B SERE S ik S5
S5, SRS 7 AT AT IneR AT B AR
AL E DL A 55T OAVEH]

s B It AR AR I PR | Bl X 1l e |
RN FRAF A BN DS s, BFSE A, 1
TR LA e A 5 X 0 cireR-0008365 Y335,
% cireR AE N o> T g2 " e e VE 25 & miR-1271, AT it
Bk miR-1271 %} p38 MAPK {5 53 i 1 0 i 7 FH | Fe 2800
B2 N AN OA B A BCM YR FRD . 1 36 I 45 B
T e 4 T 5k cireR-0008365/miR-1271/p38 MAPK {5
ST OA HEFE
4 HEERE

BT ncRNA XF OA 2 I RHE A5 -5 il P a4, 2l
L 4% neRNA 25 OATRYT . —J7 T, 50N TR BT
AU 20 523 12 1415 miR A3k I J8C Hh 2 -miR- T i S
JOEEE” , LAY/ B K il Tl 26 AR S8R R 1~ I A ik
T OA HERR ; 55— J7 I, A5 25°H RSl 75 S ik
#2 circR Al IncR , JE il HP 24 -IncR/circR-miR- T i &2
HE”, DA HE 3R 20 M 3G 58, 08/ ECM B S5 422 T 1t
OA#EFE. ILAh, RPN 25 T OA #2447/
%, s AT LA 3 A Ak 3N T 05 =0 Can i g TRk ke
i SNIMAR LY R G R 2 AT I REARAE i, LA
e A% 52 25 W) A A B9 A e B 1 S5 2500 o PR 45

FARTE S OARYT IFRE T — Z M HLWE I 1 ik
A2, SR, TR AT A A T IR DR A TR - (1) 3
73 neRNA Y4 [ 26 9 73— B 17 A58 4 B T, R ) o XL
W6z PRI 2R CABILRON g AR 57 45 ) A3 OA 1 neRNA
PEFERHE AR TS 2 5 (2) BUA Y 22 3 TR A 4 i 5
SRR, G = I R HT A N S IE s (3) Th 24558 J5 241 5)-
ZAL R DR R AL AT A TR, Hk = R G201l
IREGACEEE o B0 Bk i), 5 Sepb o e iz FH B
TEHA Chn ey i 50 >SS HR Ao 8 T TE DU 45 ) | ik P
BTGB Z P ST, R neRNA J{7E M)
24 BREH AT ORI (W MSC YTk )i 24 R4 55)
SHXT OA XU 2R i B AL ], & 48 B 2 HA neRNA
PAPETE T B AR 2530 1k A3 5 TR s SRR AT 50 R B
o, X L SE5E 1A 24 M e ) T R RILYE 1 i R0 46
SE 3k
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