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Regulatory mechanism of non-coding RNA in osteoarthritis and the research on traditional Chinese
medicine intervention
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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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SRRIEFE A T 5,914 OA J3 i A it 1
13096 &7 P 78 55 B S 1) G 79 007 R G 19 4 3 [
AL, P & A T, v ST BB RE RS IS, T L T
ALY/ A S B AL, {E R T2 R R L X
B oy KA . ARGELRINR , OA & — PR P4 1
PES , FEEER B AT IESSR IR SC TR,
AR ST R L, OA Wi BEHL I 52 2% , V5 K 40C B 44t it
T= A ML 5 (extracellular matrix , ECM) A | F iga
BRMEFEZA ST, H SR AR DN ) 55%
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YIRHSEH, Ak OAIRYT IRmE , W9 & ANMIR AR I
Joa BMIL TR SRR 2%, E T O 48 s A T OCEEBLE - B i
PR AT 38 55 9OE RN M O A R B 7 A Pl 3
o 4R ST SR B DT ] OA & ™, HE 4w i RNA
(non-coding RNA ,ncRNA ) 1 3 1= #1 1] 4 i S5z Jo A1y 2>
FF i T IR S OA HERE . XL ZHEAL IR 1%
AREL T OA JEEHLGI 9 & 24k R TF A AR YT
TRMEARAE T . Hi  neRNA SR 24 10 IR 45 X 4%
FNBIFIE T, © R Y HT AR Z —

ncRNA & — A B4 8 H B4 % I E 1Y RNA, 7E
T AL P h R EZEAEA . 58 R Y], ncRNA 7£
OA Bl Wt Y K B35 VR N S AA AR R e M e ak 0, o mT i
I A SR AT | SE O K A RELYE T A 1 RS e OA
HERE . HEGIRYT OA BA fRIE S AT AR Al a: o 3
Je Z R0 SR IR R, th ey SR ) S LR Ty
AL GE o T AMP I {6 1Y & B KRS (AMP-
activated protein kinase , AMPK ) /M L3/ ¥) 5 H % = #04E
1 (mammalian target of rapamycin, mTOR ) {55 53 % J4
2 OA MR I REFF S 419 neRNA [R5 | il 1l i /D
BCE AR R T R ARORE N A 7 2T T OA K g,
OATRYTHE Mt TR MBI 9E J5 ) o A SCLh neRNA AT A
B, RBUIER neRNA P2 OA AE FHHIL i S A 24 38 1 1%
2 ncRNA T 1 OA BB FEHEIE , 15754 OA Bl FRIG YT
DA KA 25T A S AL PRI AR
1 ncRNA BI#EA

NZEFEIN 21 Hh 2 80% FY DNA A 4% 5% 4 RNA, (H
HAUH 1.5% B4 B M H . RIS 5 R
I, ncRNA 0] 23 Ry 2 - (DA GE 2 A FEAZ R RNA
FliE 35 RNA; (2) 37 8 25 %) | 445 334 /]N ncRNA (micro
non-coding RNA, miR) . ¥ Rk ncRNA (circular non-
coding RNA, circR) . £ #f ncRNA (long non-coding
RNA, IncR) %5 Pl A= )15 18,2 R vyl 22 0 4 R
1 %2 J  WiF9E 25 K neRNA, I3z R G4
A2 W A P T UE DN 5 AR UE S, LT 3 i 2 05t 4%
P SR R B M 5l B R G S Z R LT = 5 OA
R,
2 ncRNATE OA &£ & & HHI1E A

7E OA 1, ncRNA W] o8 0] 45 51 20 L 14 5 53
ECM { i S A4 K] 2% 38 55 DG SHEBR 49 52 e e g™
OA MR IR AT 73 4y Ji 2 7 (g PR B, 22 54805 M5
LR 5 ) Ak & A (A 5 IR R A5 PR i 30 7
PSR R SR T A TV TR A 38 - L A ARG R 2R 30
FAAEES BH TR R W R B, I
PR B AR ME LAVER X 43, T30 OA VR YT IR W& A HR.
—JRIBR ™. ncRNA TE OA H Y Z2 4k 455 ) 28 Ay figk ke ik
— )RR AL YT R - — D T R A A e B Y (A
B SN, AR AE AR AT T S5 P R4
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Bt RTINS ; 53— 7 T 5 T ncRNA 75 OA PiFfIE.
R I A RE SRR A B A B AT
HNZITIR R , NI SERAL GeS T 1 1 SR BRE
2.1 miRiEITHDHIEEFFYLH T OA

miR & — R 20~25 TR AY neRNA, )2
FEAET HAZ LM, H 32 00 R o8 4 B AN 5 88
i RNA (messenger RNA ,mRNA) 254, il ¥R mRNA
BHiE, AT 4% mRNA T i EE R 87K 7 K 4 i D e AR
Ao WAL, miR7E OA R i 4B F AR, il
TE 404 2 18 (Interleukin-1B, IL-1B) % S HIASP OA
CH A MARL H , miR-98-5p 38 1o #E 1) 45 45 20 L R T O
HMATEA JE K 75 1 1§ 3 (Caspase-3) ) mRNA , fl
B AR, R A Bk, AT A RO R
YHALJA T ECM R Al S AT SO , 14 17 8 2% OA AR
BB 73 miR 3B HA 2280 AR A0, miR-17 7] LA JA]
A 0 1) JE 5t 4 J 25 8 3 (matrix metalloproteinase,
MMP3) . MMP13 ., Ifil 8 14 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 J& Jift /K fi# fit AH 5%
mRNA, [ miR-17 R 38 32 400 ] 5 PR e 1y XA/
Bl OA 5 HY v | 34 6 o /K e Tl 1) 28 11 3R G K O, %
ECM #4) , NI SEZE OA BERR™, (EAF 1B Y2 , MR
PEBIE miR-17 1) FR R HRMEAT SRR
2.2 miRBEFFEESERETHOA

BT mRNA FHEA0 G HLE] , miR 7T 3@ 3 2 5 4 4%
Wt 5 8 Bt UL B 3 38 i (phosphoinositide 3-kinase,
PI3K /%5 18 B (protein kinase B, Akt)/mTOR %+
kB (nuclear factor kB, NF-«kB) 5E1E PN (945 Fi {5 5 i
FEAML I T HRE SO, R B A 55 OA J B 2 o 4
U, miR-214-3p T8 3k 5 S 45 A NF-kB {551 B 1) 4
PRI DR —— 4% K - B B ] 57 B 7Y mRNA, 417
LR R el D AR YR GA  BHLIBT NF-kB 5538
B A0 , NI ECM R A RN ER B A0 T, B 4
2% OA "™, miR-155 3 1 B¢ 55 M 25 & W R LA 3 184
Jit 94 5 7L 1A mRINA JE0 i L8 3R 5k, DT I 55
PI3K/Akt/mTOR {55538 i A 0 , Dl R i ML i 1
HEZE OA HEFE™ . miR-1 38 i 41 n) 5 i & (1 224K 7 1Y
mRNA, '~ ] H & B 5 £ 5, 0 Wotg - Bk & H
(B-catenin) {5 = 18 F& I , 2 177 98 20 9B A0 B 0 T 2%
ECM P, B8 OA K J!,
2.3 circRIE T miR T OA

circR HA LN FHIIREEE , AN 5 B RNA SIS
AHEE TP RNA, R EMET R P K 7R A
PR NG K A e b Jr L 2 1™ cireR 43
T E A miR AL, TR T S PSS &
R 5E miR, AT /0 miR 5 HHE mRNA 1945 4, i B
iR I PR 8 BEPE IR VR P B 2 ai i A i R
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TR 30 IR SN 25 OA HERRE . X PP k25
A miR A TR F P ALEI PR R 55 Pk N T RNA
(competing endogenous RNA, ceRNA) #L | o ] 41 ,
circR-TBXS5 1] 35 5+ V£ 45 & miR-558, B W miR-558 %}
NF-B {55 5 i [ O H 8 4% I ——BE 43 1L K 7 88
mRNA 3 HIVE T, B cireR-TBXS ¥4 34 11 miR-558 1
mRNA BHEEIIHIER , T IR+ 88 I 3R
K, U955 NF-kB {5 5 30 35006 5 i 40 40 M 9f 1
ECM B S RAE N, il OA AR
24 circRBTIFEE 7 7T AT OA

[71] 78 )51 + 41 g (mesenchymal stem cells, MSC ) iffi 1
HITRAER ML LUEZ Re 1 2 FHLE], b OATRITIE
HE T 3 ELRE IR AR B L UE B IR TR . B
5X K IN , circR-SERPINE2 W] DL i # o % i M 1
5Y & 454 % 1 3(Y-box binding protein 3, YBX3) AY4H
HREAVER, R B8 AT LG o 5 YBX3 Bl L A %45 4
FH. L YBX3 DA MSC 2 Jifa 5t [) 20 A% 114 Zp A5, 390 il 34 B 44t
JHAE BT I A S, Tl st 400 200 A J 300 0 i 2 1 p21 B R
fitt .5 F MSC K4 5% ; F M circR-SERPINE2 36351 A
A MSC % & 1K &2 1A% 7, 3 A T 25 R R
JrR M OA AL T8 Ry T EK"" . RIEMIAMR & 3
Wil 55 MSC [IIG YT BCH: , T circR-IRAK3 1] BERL A 52 AR 3%
— BRI R A N . WESR KPR, cireR-IRAK3 — 7
] 5 5 AL AL R (1454, 55 4 1k BH T Z 8 1 F
IL-1B i85 ¥R 3E A F o (tumor necrosis factor-o, TNF-ar)
K TL-6 2541 496 IR F mRNA A G407 T, AT i e i 2
mRNA [ i LA i 2 RE S 5 95 — 5 T i e {2 MSC
) 3 20 M o AL AT B IR K cireR-IRAK3 23 1
REN TG F# cireR-IRAK 3 B T 855 48 i % MSC f
TR, SCRE S 9 40 E 40 it A B, 0L AR FHATL il
A B TR OA W8S AL IR T~ 5 A= 1 sh 251,
OA IBYTHALITSRIE"  circR-ZCCHC14 A/ K “ 4311
44 VESE 4 miR-181a, miR-181a W] ¥R ML H LS K
AR H I AR IR % S MSC [ BCE T
6504k ;s NV circR-ZCCHC 14 AT FEAR T “ 43T 1RF 487 (W%
BAYERT, L miR-181a (33K , NTIHE 58 miR-181a %4t
HIEA R AR AIHIER , S A2 MSC 19 i 7
e, EIRBFSEIESE , cireR Al 45 MSC =% |
PRAE N B KA T ), AL MSC iR Y7 OA $R Ik 4k i
TELE )T A5
2.5 circRZ$[E XS FEETH OA

circR-ZSWIMG6 W] 38 3= 41 il 2 11 il 28 ik ads 728 1 s
BFHIREE (1 S14 R e M, @i circR-ZSWIMG6 7] 3301 b
PRTR S 14 FIR T W, a1 780l i s 1 =X A e R YR 0k
fitg 1 (933K , 0% AMPK {5 5 B% 02 2 5 521 Q-1
A AR A L e A R A 5 RIS, AR cireR-ZSWIMG6
Al g2 MMP13 Fl ADAMTSS 3635 , I % ECM [
fift , NI ZEZE OA FEFE™
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circR-ARPCIB il i 5 P45 A R A iz &1k
N7 1, BELUT HG A 3 B P AR AR R o 7 o L ] B
Berp, PE 8 6 AR R A0 M R e R v A AR
HH, i circR-ARPC1B 1] i 35 4 Tt = AH [ /)N FRL O A A5
U (R 3R 20 TE 0 9 308> ECM A, 3 s bt
REJHEIXURS: 5 AR A 2k 2 78 O A SRAIE T B A4y 7 SR mg ™,

HLBE 7 7177551 ECM FEfif & OA I B0 HL 2 — .
TEHUAS B OA KSR TR | cireR-Strn3 ()36 15 /K- i 3%
A , M 7E circR-Strn3 IR W HCE i v, 11 7Y s It
HEHENEMN EFEH sh, I circR-Strn3 7] 1 /b
X miR-9-5p 15 4 ME W I, 3 BUR & FRak s, 1k
B 1] 410 ) MMP13 F1 ADAMTSS (1% %6 3% , I 2> ECM [
Ff K R BRI FE S HLARN R 5 i 4k &
I OA 1, circR-Strn3 7] g 38 1 4 ¥ miR-9-5p/MMP13/
ADAMTS5 {5538 B A R AEH
2.6 IncREZEFSEETHOA

IncR J&E—Z K KT 45T 200 M Z 1T R 19 neRNA
oy T BICHSER AR 1, (A FE OA vh & ¥4 S B 5 1
o 5 cireRAH, IncR I “ 4> 48" VE ], 5a itk 45
A miR W NI R N 5E , 25 OA #EfE . i, i
IncR-SNHG 744 35 4-VE 5545 miR-324-3p , ff# 1% miR-324-3p
XPRURE S R I 1 0% B0 T8 I B 223k
IR AR 53 %4 55 Ak 1 B 1 RS (mitogen-activated
protein kinase, MAPK) {5 5 il % (1) £ 1] 18 45 g , I 14
IncR-SNHG7 % miR-324-3p/MAPK {5538 /b #5141
JLR T sk /b SE S N, e 2 SE SR OA HE ™, Ak,
IncR A A] %5 S pgA% 5, B0, 3% IncR-SNHG1
A B RO PISK/AKt/mTOR {5 518 5 , 110 1 45 4i i B
W, S AR R AR TS T LR T, I IR OA
HEREEY,
2.7 IncRIBEMFIEERIE T FHOA

BRACT AR M —FhE L at T 42, Hoafk 3 i 3 4
Jitw 453 435 1T 00 2 OA HE J& o IncR-MEG3 W] 5 i |
miR-885-5p , ‘i & WV BR AT & B VA 48 I F—— IR Tl 2%
IRFE T B 11 S A e H Rt B AL i 4 1) 263k, FEAIR

B i AR ) SRR [ s 355 R A Xk BT

HIRBUR M 5 L SRR BN AT B IncR-MEG 3 R AR 4%
IR KRIIESE, FE IncR-MEG3 WS Hi ML TR 42 5 i
4k &7 OA I BN  BH 1 OA HERR
2.8 IncRiEiTEE MSC IhgE T OA

IncR A 38 455 B[] 45 MSC I RE 2 5 OA Hy i Bl
Fio IncR-LINC00665 it 323K 1 55 G Wt miR-214-3p,
8 2 MSC 3458 K AR E e Tife , X R E I 7E miR-
214-3p 1L FEIR I PSS 1T AR IneR-LINC00665 U A fif
R H X miR-214-3p WA HIAEFH , 15 58 MSC ¥4 58 S HB
SHALTIRE , NIMTIESE OA HEFE™, 4h, MSC X IncR £
FE R[] P 25 9 2%, MSC >k 5 9 A1 36 1R 1T 3 3 88 1%
IncR-TUC339 % 5 Wit 21 Jifd, 42 2 15 0 240 Jifd el 412 4% ) ML
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AT 9% 1 M2 BB AL , SR I 8 1 i 9 R 2 1 2 21
LU SR AT R SRR AR NG OA T, IE 2%
OA HFE™,
2.9 IncRiETIH$Z DNA EE @ BT 0A

AV [ YA i 18 422 216 52 DNA XU W7 24 1 4 oL i
Z— WK, IncR-ZFHX2 i 3635 7] B 4 TR [R) P
T Uity ¥ T A T 19 DNA SUEE Wi 2445 &2 %50% , HAL 2
IncR-ZFHX2 i 32 3545 Kruppel FEF; s F 4 ki (40
B B Bl DXk, 385 R 1 0 3 SR P 2 T 4
DNA & ifil i} 5> il DNA XUEE B 24& & Bk (2 e £, 4 +F
bR A s AEAE PP S E AR T, LM IneR-ZFHX2 W A5
BB R YN DNA #1407, 4 Ff ECM s, it
PR B AEA T A4k & B OA SR IIATF IR mE™

2x FFFE M, neRNA il i #4122 )2 UJE P N 45 5
5 OA Wi AR , HAE AL 32 24048 miR 18 1) 5C
FEEDRL () B PR RS 5 cireR BEATVE 4
TR 58 e PE I miR (B35 2 5 4%, AR B TE Y
A YIRE s IncR 3 EL 3Tl V8 FRN B4 %1 TR
J1o X ncRNA 38 1 P [R] 8] 3 300 B 20 L D R L 4 0
T . ECM AR e MSC S5 515 5 5 OA KA L , A
LA OA F ERHLE] , 8 B A F5 5T OA KRS I K 1)
YEF, FLRIL I 0 M+ 1 LI 1

yyyyy

‘Wnt/f-catenin
- f \.
iR-558/ 8R4 - \‘
[ e/ \
5

o 1 g
IncR-SNHG7 Jueiiss
uam\ 'MAPk

HBHE
—_— T
—d :ceRNALH
P e e A (]
—> AW

B 1 ncRNAIEE OAHHIHLIERE

3  Z5iE T neRNA F7i OA
3.1 HZHIREIZ neRNA T OA

miR D43 P RH 13 0 i AL A 9 9 T iR S 1 i 1) 5K
Z5 OAHFFE , WF5E KB, Th 2y nl FE S PR 1T miR Rk,
S H TR N BET T OA. BN, 2500 3 N iR 2 245 5
O E R P , WF 5% % B, ZEAR SN R AN OA B
o, 50 S N TR RE R S ME B R miR-27-3p WY 3K, T
miR-27-3p Al i@ 1§01 4 F T MMP 13 I 06 H B3, A
MR MMP13 iR 3E 7K, 98070 ECM B R, R 0L AT
UL, 2035 PN G P8 3 4% miR-27-3p/MMP13 i A2 3 ]
ECM [Ef# , NI 171 OA i 2 .
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KW ETFILAEK-3-0- % B T IRMHR LA 1 HL
Y, WF5% K B TERSN B A0 OA A RGBT
LA ER-3-0- 1% & F IR nl @1 T 8 miR-29b-3p W3Rk,
fiff 5% miR-29b-3p X PTEN 1) 13 0 il 4 1, AT | 4
PTEN (#2335 , [ 4% MMP13 . IL-6 }% Caspase-3 [ 7K F-,
PR A L T U8 SRE RN I8/ ECM ™
I AT UL, SRV T ) LS -3-O- 1 B TR TS ml il 1 i 45
miR-29b-3p/PTEN IR A4 il 4B 4 M I3 T F1 ECM A
A5 OA HERE

BRSO B IR AL A, 9T
KB, B AL I miR-766-3p # ik, 18
miR-766-3p ST RARIHT-175 3 I F 1 1) mRNA BHEHD ]
AR D LR AR T T T L AR R, AT
PR AL T A ECM R A 5 ol A 2 E s ™ s i
AI{E OA PREE R it N # miR-126 1 F2k A A NF-«B
1355 30 O | T DR - 1B 75 S 14 S8 i I
AP T, p e nl I, B Rl T miR A R 2
WU R RS R PER, T-Hl OA UE R .

AT IR IAT S IR R B, AT 25 Rl T i
circ-PREX1 , f#1%: circ-PREX1 X} miR-140-3p 1) 5% 41t %
YRR, B AIC Wit B (1926 15K F , AT Al 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 S 0E J g, A
M7 OA FEFE

L F IR P AR E R (A YR A,
NP RS A R . B kB, 78 N HCE 40
OA B Ffr | 22 25 38 R AL FH MSC 43I il 5 26 15 K 1 21
JELAh 3 3 (TR 22 85 3R 6™ ) T b miR-126-3p W3
ik, miR-126-3p 38 i B0 3 40 ) 3% 42, 70 6 PISK/AkY
mTOR F MAPK 45 A AE {5 538 B B0 , D852 AT S
T OA HEFE™,

3.2 HHEFKREHIFIZ ncRNA F7H 0A

BT DR B 0 L R RS R, BT
IR AEARAN N A0 OA KSR vh | KU 4 1] 3 35 T
V8 miR-23a-3p WK K NI il PI3K/Akt/mTOR {5
5 38 [ NS, 2E TR IR IL-18 L IL-6 A1 TNF-o Y 3R
IR Rl UL B KU B RT A i R 45 miR-23a-3p/
PI3K/Akt/mTOR {5 5 i ¥ , 9 % 4 4 ) i, 2 3 OA
il

SRR T AR S A SETE RS (B XL AL
G, ARG B, 2R R O o] R IncR-GASS K, i
BN R o3 IR S 4 PR B miR-21 AR FH , AT 38
T miR-21 5 S ME R AR 1 20 4 i B Bl o) R 3 1 3
ik, B MMP3 . MMP9 . MMP13 #il ADAMTS5 3£ 35,
[ B4R T T 760 e S P RN SR A B ) 63K, e R iR
L 4 OA B /R ECM A& 1, DR FLRE A, I
G, 3 IR 7 AT R IncR-NEATI 35 , 3806 1% 5%
SR T2 F 2 M SC R - 2/ 8 A 1 e 4405 5l i, L
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BEIMT A A LLL N A 1 SR AA A i T 1 3R
TR, B 2R AR BRA0C 4 M OA A58 rh 5 44 i Ak iz
AT | R R A L T B SRE ST ik S 5
S5, SRS 7 AT AT IneR A BE AR
FHTEALIHOSE AL A 55T OAVEH]

6 B AR AR I R | Bl X 1l e |
RN FRAF A B AN DS S BFSE A, 5
TR LAt A 5 X 1 cireR-0008365 Y335,
% cireR AE 2“7 Flg 20 " 32 e VE 25 & miR-127 1, AT i
Bk miR-1271 %} p38 MAPK {5 53 i 1 0 il 7, e 208
B2 N AN OA B A BCM YR FRD . 1 3 I 45 B
108 e 4 T 3 5k cireR-0008365/miR-1271/p38 MAPK {5
ST OA HEFE
4 HEERE

BT ncRNA XF OA 2 IR A5 5l B a1, 2l
L% neRNA 25 OATRYT - —Jr T, 50N TER BT
AU 20 523 42 1415 miR A3k I A8 Hh 2 -miR- T i S
TS, AD R K IR A RAE 1o B A5 4
T OA HERR s 55— J7 I, ~5 25°H RSl 75 S ik
2 circR Al IncR , JE il HP 24 -IncR/circR-miR- T i 52
HE”, DA HE 3R 20 M 3G 58, 08/ ECM B S5 iR 422 T 1t
OA#EFE. ILAh, ZE RPN 25 T OA $#244E T/
%, s AT LA i A Ak 30N T 05 =0 Can 4 i TRk ke
i SMNIMAR LY R G R 2 AT I REARAE i, LA
Tl A% 52 25 W) A A B9 A e B 1 G 2500 5 PR 45
HERL

FARTE S OARYT TFRE T — Z M HLWE T i i ik
A2, BRI, TR TEATS A A T IR A DR A TR - (1) 3
73 neRNA Y% [ 2 9 73— B 17 A58 4 B T, R o XL
Wz PRI 2R CABILARON g AR 573 45 ) A3 OA 1 neRNA
PEFERHE AR TS 2 5 (2) BUA Y 22 2 TR S 4 i 5
SRR, B = I R HT A N S IE s (3) Th 255 J5 241 53-
ZAL R U R AL AT A S TR, Hak = R GER0 I
IREGACEEE o B0 Bk ), 5 Sepk e d iz FH B
TEHA Chn a0 >SS HR Ao 5 T UE DN Y 45 ) |k P
BTGB Z P ST, R neRNA P17 M)
24 BREH AT ORI (W MSC YTk i 25 R4 55)
SHXT OA XU A 2R i AL, & 48 B2 2 HA neRNA
PAPETE T B AR 250 1k a3 5 TR s FE AT 50 R B
o, %o L S 5E 1R 245 e ) TT R KILYE ) i R0 36
SE 3k
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