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Expression regulation and biological function of miR-223

WANG Xing-Guo, QU Liang, DOU Tao-Cun, GUO Jun, HU Yu-Ping,
SHEN Man-Man, LI Yong-Feng, WANG Ke-Hua*
(Jiangsu Institute of Poultry Science, Yangzhou 225125, China)

Abstract: microRNAs (miRNAs) are a class of small non-coding and one-strand RNAs that regulate target gene
expression. It plays important roles in various biological processes. miR-223 is a highly conserved miRNA. It is
expressed in several kinds of tissues and cells, and its expression is regulated by some important transcription
factors such as CEBPA and NFIA. miR-223 has regulatory functions on lipid metabolism in liver, adipose tissue and
blood, such as absorption of lipoproteins, synthesis of steroid and desaturation of fatty acids. Besides, miR-223 has
regulatory functions on hematopoiesis, carcinogenesis, inflammation and some other bioprocesses. Further
investigation of miR-223 will provide us a new way for treatment of lipid metabolic disorders, blood disease and
carcinoma, and for improvement of fatty liver and egg yolk quality in poultry.
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primary-miRNA (pri-miRNA)” ; 7E RNA [ III Drosha
fEFR, pri-miRNA 21 Tk 70 nt K H R A 22
POPREFAESE M IR 445 precursor-miRNA (pre-miRNA)™ ;
pre-miRNA 24 Exportin-5 iR %, 7E G ZH Ran ]
WEF, iR s R,
75— RNA [ 11T Dicer 5| pre-miRNA [ 25 P 45
I )EI R 22 nt [ 0UEE RNAS ; fifhE S5, H
o — 2B RNA 5 T ELE & 14 (RNA-induced
silencing complex, RISC), 1% &%k BT A AT miRNA
H R ThEE

miRNA Y& B2 ERZ &, R
FENLEI AT — 28K, Q1 Smad A1 p53 wJ LLAN
Drosha & & A0 B.AE ], il id 42 i Drosha Jifl .2
RN miRNA f)gRik U, — e S R 7 th Al DLE
15 miRNA J5 37 H AR 3% miRNA #)3RIE.
B, 1MyE N E T (serum response factor, SRF) Af
PLE IS 456 miR-1 J3 3 738 hne ik, W5 uLA
A Py 5 — R R F Myce 1] BL5 miRNA 5%
let-7 ff) 71— 4> miRNA #% MC-let-7a-1~let-7d (¥ 3
27 ) E-box3 A LA AR IX L8 miRNA B3¢,
SR B M A U miRNA A4 9)& ORI %
WL AL WL B — N N 4, A B, SRR
B— RIS

miRNA & i 5 # mRNA 3' UTR (untranslated
region) P 4 FE A1) B AT X 1 = B 3 R g 2k 1Y,
BRI FAMAS A A0 58 4 BAR, {H miRNA 5' ¥
B 28 NMEHRITA, BIM XK EL TS
mRNA 5% 4 B4k ", miRNA 3 5 3 ik 56f 41 3% 4]
R 2 2k 1A 95 2 1T A% & AR I R . miR-122 2
I BB —Fh miRNA, 38 1 50 5 4704 NDRG3
(NDRG family member 3). ALDOA (aldolase A, fructose-
bisphosphate) 4 5 JHIFE A B AH 5 1Y 2k PR 8 458 B 04X
i, FH LNA-antimiR-122 4b3/0 G40, wTRLE
FAH] miR-122 ()R IE, TR RURH B R R R A, E
AR K —&0 75 FEIE 5 () mRNA, - S5z 238755 AR
it " /NIRRT 40, miR-126 fg i i)
il PIK3R2 (phosphoinositide-3-kinase regulatory
subunit 2), Rl p85p & [ (1R Lk M 3458 AKT1 (AKT
serine/threonine kinase 1) Fl 22 24 J& 15 4k &5 1 ¥
(mitogen-activated protein kinase, MAPK) 15 5 i 1%,
B AR M AR R, 1 5O I AR BB A7 10 LT
fie O, ZE BULZE M, miR-1a 38 i 10 ) 0 5 R 41
A % LWEALES (histone deacetylase 4, HDAC4) )
2215, TS MEF2C (myocyte enhancer factor 2C)

BTRLR TS, AR B L1k Y,
2 miR-223g9FAFIE

miR-223 ¥ 5% 1 Lim 45 " i, A AT vk
FHUTEAE NS N Bt 2R Fh op 3 Tl
miR-223 3£ A, HJ5, Landgraf &5 ' F szi6 )5 vk Kk
BTN ANREEW AP miR-223 FIRIE ; 2
Ja ., SCA ST ARE AR AL — e P I T miR-
223, &3 Hr, miR-223 K HFTAARTEA R4 FH E H
BRI, HIERE A — S X A —
SERRSFPE. DU miR-223 ), HEERIA T X G
OARE B MISEER N, BOATFHIKEE A 22 nt, 22
IR OR 45 #4174 3" ¥,  H: pre-miR-223 FlI pri-miR-223
U IR B ) 8 X A R R B S BRI RS
RS DA

AT, AT miR-223 S I AH S5 40 g o 4
F# 25 1 miRNA, 5 R A L AR HAh 2 Fh 4L 21
At R ik, miR-223 FEARFIH L. RFEFHE
o) RROR S BURE A, U0AE 2 R I 4E e, miR-
223 FIRIL EAER AR BT, R E &
WrJa R PR A B e Sr B B, AR A R 3
(interleukin 3, TL3) AbFFRETR LGN MO N [, 728
A/ B oA el R R U A8 2 A
JH 98« AR AR R 4 i e 26 5 A I o, miR-223
RiLEWIWEALEARLERZE TBFEY, 4
B e 3 ) miR-223 RIAE T & T 45 Bk
R, MO4E B R R R R T EE A M
TE /N B, miR-223 78 5 B (8] 1 R i / R v
BifhnRisERE LI, maeEam, HE
B EAE T IE IR N BY s I ANIAIE R
BT AE A, miR-223 HRIA =AM T
KM B % T 0P X gt RE W,
miR-223 [})3RIEZ 2| & PR R 52, A SMERIER
FINTER 22, Horb oy 78 DR 28 30 A0 46 — L8 Y i 4% A
¥, .

A FARDE T e s KX miR-223 ()% 5%
W5, Fazi & PR LI, NI L% 40 B 1 AL
TR 5T ORL4E B 2 A I B b miR-223 3Rk |k
W, HIXFRE S5 BTG BRI,
miR-223 i /& pre-miR-223 L /H s FX & &4 —
N [RlF- CEBPA (CCAAT enhancer binding protein
o) FiI NFIA (nuclear factor I A) %5 &47 &1, XA
e RAANMES, MRMMERE T KETERL
%, NFIA fff miR-223 AbTILFAKF, 1 H A CEBPA
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FAERE, 2 miR-223FIFKE AT KA TR 7T i3k g 947

B AQ )5 I {2 2F miR-223 #1581 5 1fi Fukao %5 ¥
K, /N A2 miR-223 R 44 pri-miR-223 | i
Ja B F X 35 A kR PULL WA 455 47 i
CEBPB (CEBPA/CCAAT enhancer binding protein f3)
fl)—aiaA, H PUL Al CEBPB HJREfEiE miR-223
HJ#IA. pri-miR-223 i J5 8 [X () CEBPA/CEBPB
45487 S Rodriguez-Ubreva 25 P i3 —354IFSE, il
ATTaE o Y € 57 e 9% SLYTE - WP IER T CEBPA fig
5% 5 A, 3k miR-223 [{)3£ 1k . Eyholzer %5 ¢
M — 0158 7 AN pri-miR-223 1 pre-miR-223 |
JiF ) CEBPA/CEBPB & &4 s, RILIE 2 ERETEA
1975 £ 35 1K) P 48 g, CEBPA . 2% 1% % pri-
miR-223 ¥ 5%, {H X} pre-miR-223 )% 3% S 4 R,
i — 5 95 3IE B pri-miR-223 |- J# CEBPA/CEBPB %%
A 07 BN miR-223 R IBE EEAEH . Homi%
% [AF TAL1 (TAL bHLH transcription factor 1, erythroid
differentiation factor) A¢7E HAM AT K OB T 5
miR-223 Ji 3l 7 R KB B 1 — M g A, 2
B miR-223 [ FRIE, T 40 45 5 20k i 2 g
I 2R 2 BT 5 — AN S0 5 P RUNXIT
(RUNXI translocation partner 1) §¢5 pre-miR-223 |-
W E 7 X 454, ) miR-223 (KA, 4EdFE i
I3 41 PR PR BEOIR 4 5 AR miR-223 KX 5 RNA T
Pt RUNXITI MIBETF 5 miR-223 /K7, K42 44>
thge 71 PV, [EIRE, #5551 ASCL2 (achaete-scute
family bHLH transcription factor 2) #§8 5 pre-miR-223
LIRS TX GG, 0] miR-223 [k, (et E
LR ARZE, il FiE miR-223 M GELE iR ix —id
TP, HAN, #E5:K T GATA1 (GATA binding protein
1) 8% IE B & miR-223 f b4 el 1 2

3 miR-22389I08E

3.1 miR-2237 A5 BRI PRI THRE

miR-223 2 5 ZMAEY . Tk, A
Fe SR~ , miR-223 1R R FUACH T AR T B
fEH . fEE R gn i, i %35 miR-223 W] LU
Toll #5245 ‘5 il i, 1T 2 2 gz g TR, 1Mo
FHAE miR-223 M2 AR BITR P s AR
AE [ P o i AR R P I 2 2 5% . Wang
PR RUR I, S5 e % R A - R (high-
density lipoprotein cholesterol, HDL-C) % #&E W i f)
F£[X] SCARBI (scavenger receptor class B member 1)
5 miR-223 f7E KK, FE N4+ miR-223 fyid
Feak v DL SCARBI 5K i1A, [FiF A HDL-C

WR AT T B, T A FH s S miR-223 Ak FL 44T i D 45 1]
MR s B0 A R, miR-223 7] DLHE #
L 17) SCARBI 1) 3'UTR X, ## H %3k, L ¥
miR-223 i i 48 7 1 125 AT 4 i SCARB ik B o) fiH [
R B REER . AR, miR-223 i
2 7 I E AN E R AT 2 AN B . AR T 40
H, miR-223 J3 31 iE MR AT A1 R IE KT 5
S0 R [ R ASAH O, 1T £ B0 Bk A A e 16 1) £
/ANBRH I E [ v A B A S miR-223 ik K
FH T, BRI, R4, miR-
223 ] HE A 44 SCARBI JE R &k, M7
V42 HDL-C [, X5 Wang 5 18 F0AH— 2L
(RS, e 3 36 e A [ 0 o 1 £ Bl RE X) HMGCS 1
(3-hydroxy-3-methylglutaryl-CoA synthase 1) f1 MSMOL1
(methylsterol monooxygenase 1) ] 3 i i3k 7 $17 ] fH
R A A K. P46, miR-223 3 i 1 45 4 3 K]
SP3 (Sp3 transcription factor) [A]#%{£ i ABCA1 (ATP
binding cassette subfamily A member 1) 3% [X] ] mRNA
MR ER0E, 3k Ty 1 5 JH- 40 P A A ] i v e, T
SP3 ¥ [K -7 X ] LL S miR-223 JH a8 745 &, il
2 miR-223 ik, B — AR BR T E R,
A7 50 REL ] P A 45 i D A B AT I . /N B
miR-223 AT BRIk 5, HDL-C 7K1 B H0kE
KON Pt van,  JH 4 R i S b I ] s 7K P
T P gt 2 bS (cytochrome b5 type A, CYB5A)
E i 107 R 25 VR RIRI S8 [ B A jl b R 4 G SAE T, T
AHFfEH CYBSA 5 miR-223 £is & 2 iM%, H
miR-223 AJ 3 i 4 i 3006 CYBSA 4% i iy 1 A 2
[ AR B, X et FE 4 R, miR-223 B
2257 I 10 W R ] e 5 1 g o AR AR
fEAK N, HDL i& B A # # miRNA f) Ijj fig. Tabet
5 B g R, HDL fgks miR-223 %5 NP4 K2 41,
M LR ICAM (intercellular adhesion molecule
1) HIIE, 17X 428 4 FH E A8 miR-223 )1 75
(240 A AN e R4, X — R I U miR-223 5
HDL [f] B A KA 5L, 3 — 2 48 78 miR-223
FERR B AR rh R S 2L

Ak, WHF s miR-223 HAEREARSE, $RR
Z 5 g B . Kilic 2 PO FTRIL, 5 IE® 8k
AR (152 0 A b, R PR R R R A 1 A5 3 i
M miR-223 [ & MR E T, R\HAETRIUT
M A fOREsER, e RIEE N ERR RN
FUPE . G 7 2R 98 9k 2 IR e ) B R R . W TR
W, HEARUNEAL, SRR R miR-223 FE A
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[T RAN 0 U s 1 ) | Pl N )7 v 7 L
T30 A i 20 2R v R 5E A 5 R TNF (tumor necrosis
factor). CCL2 (C-C motif chemokine ligand 2) #1 1L-6
(interleukin 6) 55 [ 3¢ 18 i = A5 7 4 2L RE FF 15 A
WERGT o 7E- & BEAH A T IR 7 20 23 5 0 SR & 3R
HEHLH AT, miR-223 X FhoptuRs 8 42 45 A d i
miR-223 H& PR 5 /0N B B8 AL A8 20 p gk — 2215 2
THESE B X T4 AR, miR-223 7 iR
MU RE A s TAREE AR .
3.2 miR-2237£iE 1 FAIINEE

miR-223 2 5 | FIid M AH G I F . 7E 3 148
farb, miR-223 i FiE ae I A MG, XA AR
Fe il i 2 3E miR-142 35 58 A . miR-223 B jr] 41
#i] CEBPB [{J%%i%, CEBPB /& LMO2 (LIM domain only
2) W IE AR 5 K7, LMO2 X fg 5 miR-142 )5
g, s miR-142 KL, 1 miR-142
RE 5 0 1) 0 o & P A B . X, miR-223 g i
#i CEBPB-LMO2 [13Ri%, fi#lx 7 LMO2 %f miR-
142 fFNEIE R, 43 miR-142 FI& EFF, H&H0
il 3 o 40 e 184 5 Y. £E AT B 40 i b miR-223 RE {2
BEIL ) ELRR AL A o3 Ak, S o A H) RCR AT
Wk H B S 1 . BN AT B A0 A R AR F 32 2
ST B ) T R bR B % S [KF- LEF1 (Iymphoid
enhancer binding factor 1) [fJ3KiL, XA KT £
AR BAfhRE, N BARKRMKE AR
EMAER, B REE X miR-223 —F, fER
B B AU 40 B FE L ILAOM S Y R A e
miR-223 B4 ] [F{X RPS6KBI1 (ribosomal protein S6
kinase B1) %1%, @t if#% RPS6KB1/HIF1a (hypoxia
inducible factor 1 subunit o) 15 510 &%, f 240 ML
B,
3.3 miR-2237EEAEA £ HHIThRE

miR-223 25 [t K AE AR G R, W] LU
NIRRT IREAR . (£ B (0 IR AL 2R LIS
i, miR-223 RAE BT IEF A ™, 75
it 255 miR-223 W] DARR SN A0 M AE TS . B
BRI T — 2 miR-223 [HEIER], Hrd STMNI
(stathmin 1) & — U85 R, W] DL 20
BN, AT A ), miR-223 i 4
STMNI Rk, AT 0T JH e 248 6 1) 3% 3 72 BEL 44
A1 BY. [ FE, miR-223 il i #0 i #8 3 K] RABIA
(member RAS oncogene family) f] £ i K %f mTOR
(mammalian target of rapamycin) i % 234k, M
SEUF R T M SRR T 1 24k

(insulin like growth factor 1 receptor, IGFIR) & 5 JF
/Nt e R T 2 R U 4T o8 7 ) 24 A, AE R
/IN 6 i e 4 R & PC-9 Hh i 1% miR-223 RE#E 1)
] IGFIR [k, 14 sm i o] 42w 259 Je s £ Je
(i e TR VI U ) R ) B U, S T AT
T TR R 40 R, miR-223 Rk B,
T X e a5 38 0] R e ok 417 1) 2 & K] WDR62 (WD
repeat domain 62) 2K . 2 IR 22 R A, T S 4
BT ™, BR TR A, miR-223 I AE L Al
Mo b A L AE . miR-223 76 B AE /N g i il e £
HSrpRIAE R E R T IER AN, 7540 i
A549 Hh 3 N HMJE miR-223 2 {3k i e 40 i 4= 2%,
T AR miR-223 Ji| 2 14 i H AR FE X EPB41L3 (erythrocyte
membrane protein band 4.1 like 3) f{ ik, |tz
MM AR 28, Ui B miR-223 i ik #E [\ 40 il EPB41L3
(101 2 125 7 filiJe 40 0 f) 422 28 A v R 9 AR
7E 5 & 4 g 4 b, miR-223 Rikm THE 4l
23, 14 miR-223 5 40 i o gE s> Gy 4 i,
BN S WA ML, fRREHGSE, W] miR-223 X iE ]
Y e & AR AR AR AR . miR-223 th g I 4R
] §1#] FBW7 (F-box and WD repeat domain containing
7) ek T A0 X 25 4 2 Al JE R 24 v B,
3.4 miR-2237ERFEFHITNAE

B E R B AL JREAR OC 1) B T 223 28, miR-
223165 7 HAh e A2 . i 4 /2 — M
DU, 72 G 2 BEi ST i S e R 47, miR-
223 FRILE R M, T A miR-223 M i 0 )
NLRP3 (NLR family pyrin domain containing 3) %$ 14
{AF1 TLR4 (Toll like receptor 4)/NF-kB (nuclear factor
kappa B) 15 5 18 B KU 4O0E [ B, 6B miR-223
A2 R S A 5 1 2 MR T DR Y E T 28 R AR
miR-223 FRiA T, 1R iE miR-223 fEiE I #]
NLRP3 % PE4A DL K IL1P (interleukin 1) 4% S2ié: 4
g ¥ EMAR A BR AN, miR-223 =z Al LA
BEUGEEPRME KRG ARAE . SCIOVE B S e
PG RS IR I3 0 Bk, 17 0 Rk miR-223 3@
L ¥ [\ 42 ATG16L1 (autophagy related 16-like 1)
P W, (R XA R G A R Ov P Satoorian
26 CUBE R R B, m R/ B miR-223 JE (X th B 2 3%
FEIR S H G B iia fE R AR, [EIE, SR
TR HTEAL AT GG T 40 M 1) 504k o
3.5 miR-2237E Hith & i3 12 h Ry ThAE

miR-223 %5 | Hfh— Lo Wit . MERR
BT LR R AL e WA U R, X AT
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2B # AL miR-223 [FRIE, SRS R
£ [AF 1 (insulin like growth factor 1, IGF1) {5 5 il
#%, @& IGFIR Al FOXO3 (forkhead box O3) ]
mRNA H1 2 K3 8 3 52 o A4 Ah S50 IE B,
IGFIR A1 FOXO3 /& miR-223 [ #E3E [, HENS
miR-223 FE7E A B ALN, 1 miR-223 3 i 1 471X
PIAN FE R R A A T R B AT RN IGF] 5 51l
BEIOVER, A& E BN E R ER . £
O LN, miR-223 @ i REE AR E A
SLC2A4 (solute carrier family 2 member 4) [{] &A1
Tov T A 0 IR A, A 2% TR T A JULAE R AR B
A B B A 1 38 B AH O¢ 3 K] DHRS3 (dehydrogenase/
reductase 3) & miR-223 [JHEIELH], 5 pE 730 AE G
FE B B 18] 78 5T 40 7] R AL AR Y, miR-223
FIE BB D, T DHRS3 23 & ] 3% 7 1 i .
o 1B i B) 78 5T T 20 B ) miR-223 BE A 48 i 1) iy
e XEELEREUR, miR-223 figif il #i[5) DHRS3
e ok B
3.6 miR-2237EREFHITIEE
FEHWANMAAEESR, HmiR-223 FEXE
I Joi A T e 0 5 5 T B A L EAE . GPAM
(glycerol-3-phosphate acyltransferase, mitochondrial)
FEDRURIH it = e AR & DIAR DG, ZEXGJUL PN Ji A T
97 A v BEAT miR-223 f I R IA M, 1 4
BEAT U5 T TN e H i = EE A 40 B 1, R I miR-
203 $1F GPAM 5 PR JE I R AT AL 40 4E b
FER DU, 487K miR-223 7EXS L AR B UUR o (1 1
F B, RR R SR RS (VR R e, 5 40 R AR 5%
FIRRFREREE L, HA CDKI (cyclin dependent
kinase 1) #ilF B} j& miR-223 fI#EEEE, #2275 miR-223

T RES 5 NS P SN A B 7E T 3 SO A
LIRS T R4 R4, miR-223 KA &L E N,
TR KA RS 5 5 5L v i 3 BUR IR K A 1K Tk
1 B, RSN I FE b, AR SR T
MYODI (myogenic differentiation 1) f&4%5 4 miR-223
S S 2T ) i miR-223 (€3, _E iR K miR-
223 j@ it #E 7] 40§l ZEBI (zinc finger E-box binding
homeobox 1) SKAE 3k A LAH M 43 1L . T £E LM ff
WA FE R, 1k A miR-223 )i ik 41 i) $E 3 A
IGF2 &3 i) e UL 40 i 3G 5. X e 45 SR 4o 1
miR-223 7£ & L4 i 43 16 h 946 T B miR-223
REZSORGIFIUE SV S S A oe - JPN U g IS

4 RE

miR-223 & — P Z ] miRNA, £ — /L)
R A EENER. RS, @R
miR-223 7EJE Wi T B e RN e iE 25 50 & A o AR
ML, o DO AR R iR 97 bR . IR A
FKHoBEEAORBRE, SREEHERRE, Bk
iR B A MRAE R MHREREAC M. 88 (A A A
I3 WA VA B0 B RS AR AS 5 I B 5 B 5 T 1Y)
WA, X TYHERAN RG R R PR X EE, AR
AR KE BRIV SRR B 2 5/ A i o
RUHEEM I Bk, X AEAR BRI ot 78— B
& — T BT 98 TAE . miR-223 78 I IG5 AR Rk
sl ORAEIE A, BRI e] 4 I IE miR-223 SRk &
CASEE AR s FE AR RESE IR o 3 40, AR 2 s A
FKRKHE, BOCRE SN —F@EE, miR-223 Xt
i B OREAE R, BE SRR B s T 40 e )
Rp AR e 25, Frbh, BRI 8 —

1 miR-22389INRE R ELEFH

FeARHRAL AEEEA e

SN2 N R T N SCARB1. HMGCS1. MSMO1. el e TR, AR ER R AR R ] A
T A g 17 44 SP3. CYB5A. ICAMI 12 S P 200 L g 45 135 59)

EiMmgnE. AiB4MM. AL CEBPB. LEF1. RPS6KBI PG Mg MG 5E, (ERk ATBAN ML 74k, HH] L& A=
LIS P R 41 i Jg2 3+

iR N N =
YHE. BRI, XG50

B ir b R an i CDK1
fligme . Bmaiie . #H2 R R NLRP3., ATG16L1
it o)

HREUGNNE. O, B
Bl A 78 5T T . XS R
gl

IGF2. ZEBI

STMN1. RAB1A., FBW7,
IGF1IR. EPB41L3. WDR62,

IGF1IR., FOXO3. DHRS3,

BEL 0 P o 0 B 7, (R HE AR A B T, e 0 A e 4
MBI 1R, Rt 4R S, S B IDE e
(A ECUTE Y 2V e

PREE« J ARE SSE, AR R 2 FR G SO S

VTR LB R, SN A RO, SR S A
LA O (R L 4 5
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A E BB A i — P A

EFREATI, JRIRUTRL, WEXSR RN ;W
X0 P B M DU AR I 22 S5 2 B AR P R I S )
—, DAk, RS AR AR R AR B
HAT, XY miR-223 DREMIATF FfRE R D, fgmAt
7 T A 55T miR-223 S UL P A 44 g 7 4 i g o
AU W FE . BFF RN, X9 miR-223 g/ g
JRYUAR, 55 3L 304 0 4T i A0 T 40 A miR-223
IThRE— B, $7% miR-223 76 5 5 A5 7 1 1 Tl g
BARSE . AL EWANYIARE, &ML R R
AR EE BT, AR AU o A B N E
TER . [FIBT, JFRAE 2 8 2 00 3 A R B 7 i 25 1k
VRAE R, EEXG R S W o AR R R A R
BT &R X PR, A EXTE R, KR
XY miR-223 £ [ i o1 AR o 1 Zh e AT VR A
Flo WFITLE F RG0S X B XS i o AR W 1 R 42 LB 2 1
Hr LA, A BT VA A A AR AR 3 A4 ) O B
RE BRI 5 B XS g s A 0 B 2 S 2
(1) SRS

(& £ X #
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