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[ ABSTRACT ]
includes PON1 and PON2.

Paraoxonase-3;  Oxidative Stress;

stress and fight inflammation.

obesity, diabetes, inflammation bowel disorders and mental disorders.

Low Density Lipoprotein;

Paraoxonase-3 (PON3) is a member of the paraoxonase (PON) family.

High Density Lipoprotein;  Athero-

In addition to PON3, it also

They share a large number of structural homology, and all the three proteins prevent oxidative

They therefore seem central to a wide variety of human illnesses, including atherosclerosis,

In vitro studies, the antioxidant capacity of PON3

is even stronger than PON1, so PON3 may also have the potential to become the treatment factors of certain diseases. The

purpose of this review is to conclude some of the latest findings on PON3 in recent years, so as to provide new ideas for fur-

ther research of the PON family.

ITAE2R , WX SE W i ( paraoxonase , PON ) F [A]
KIGHIWESE H G R, WL 30 PON BRI &%k =
LG = AN R, PONT  PON2 Fl PON3, ‘& i143 51
T AR T SYAERPKE 7q21-22 FUVNR 6 54
EARIARAR AL S . PON JERLP &l — 3G 1
AT AR PR A i = A Y, RO BT B AT
SERIRIIEE . LEAS TR 2L S P Fh 2z (8] [a]—F

PON YE & IERIKF-204 T19% ~90% IR —H: , FEA%
HAKF-24 81% ~91% Y[R —1h s 7E45 52 A I 7.

Y ,E%‘T’ﬁﬁﬁﬁﬁﬂu’]ﬁ 65% 4 ] — 4, 7

B RKE 244 70% 1Y JF)— o MWarFitfbns
NPk, PON2 Uﬁzmﬂi%ﬂ’ﬂﬁim , i J5 J& PON3,
a4 PON1, 7E AZ%, PON1 il PON3 FEAE TN
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[{EEEN]

ik ,PON3 T'%‘V\]’dlﬁ%%ii,?ﬂ]ﬂ’ﬂﬁélfi%ﬁﬁ
BAENEIR 456 F 5 % B2 IS 8 H (high density lipo-
protein, HDL) 2 JHHECHE , N ZE PON2 Al 7EVF £ 4 41
SRR SV R LTINS VBN TN oA Y 77N N
FIEEIT ) H K PON2 {55t 1] 76 3 kB 4 fifd Hh
AL ) | A 455 A R 0 P ST T L0 B R s 4 i, R
A& PON2 & I 7E HDL K% AR & 1 (low density
lipoprotein , LDL) i 41 it L 35 ¥ Hh Y AR A 0 2], i/
50 P9 B A 5 PONT AT PON | 35 75 i g
FIPI WG B V6 PR B2 530840 ok # S . PON3
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I8 F A P9 i 35 P o T PON2 Bk 2 PON A
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FERW], “PON” SLBR b JE— MR BT
JK3F,PON1 ,PON2 1 PON3 Hf§ SEHF A 7K fift 75 75 Ji Fil
KNSR N BRI BE S, BB ARE « N BREE” T eS0T
24050 H R Ok XF PON1 9 T % Lt PON2 FiI
PON3 2152, PON3 #ff 5% & /b, (H I AF R AT HUAS T
— B R, AN S M A PON3 FEZ5H  IhBE LAY — 203
R,

1 PON3 WEHREESEME

PON3 7t PON KA 21 rf Z&4di A PON1 1 PON2
Z I8 g o % e th B s, A 38 PON3 475 354
ANGIERR N2 40 kDa HAT SRR 4 15 il 1%
PERBE SR 1, 78 I35 H 98% 5 HDL 454, 1L i
PON3 i fif Lt PON1 K15 £, 25 PON1 ¥ F£ 11
1750121 A& PON3 E£45H FIZhBE 15 A2 PON1
875 R BE AR , S PON3 FLAZE PONI
L8 N-ARH K KT A 3 AR SE Y2 b & R ik
JE . Cys41 Cys-283 Fll Cys-351, 5%k Cys41 il Cys-
351 I — A0 F N Zmi b, 1M Cys-283 7ETH LY
PON H2 i B 1, 3% > U0 25 19 % 26 %0 T PON1 I
PON3 11975 7 I Bl 1% MR A R 55 0, (X FE W
PTG IR EE T

T Southern Italy AFFEH RGN T 5 SR AE,
Horp 3 AN RUTERZE AR, T 55 2 A WA L5 AR R85l
W 311 B — 22 R8I = e B4 (S/T311) LA
LB 324 B — A H @R/ K4 R E 4 (G/
D324)) ) WEST R, PON3 48 X5 A8 (4 % 5
PON1 1 PON2 i fi%h X 3 22 A5 PR A0 L 2 JE H AR,
PON3 #4ifithJ5 51) 1) 5 BE AR ST 5 PON3 X B8l ks #f
T Ak 00 35 mT R LA L %) 4 R 1 B A AR AT Y
i S P (B A AR — 350207 PON3 AR 1 ) X
SeAR A AT E— A . Sanghera 251 785K A
US FARhFIEEF(K) 377 f57 SLE H 35 Al 482 v X iR &
HRIE T 6 4> PON3 FRic i 5% 7 R 2 1 (tag
SNP) FEPRI A JF I %€ B 15 PONL i SLE KUK |
PUBElE A SPUAR (APA) RIEHEE R | H08h bk i 8
PRI LA B SIE R ER R o BR T PONL T %, HAth AR &
M5 PON3 R EZEME(SNP) B EFK R, £
JGlEl 5 4 B 45 6 1~ PON3 tag SNP 1 PON1/
QI92RL55M SNP, 7~ T PONI i%¥E 5 4 4~ SNP.
PON3/A10340C ( P < 0.0001 ) ,PON3/A2115T (P =
0.002) ,PON1/L55M ( P < 0.0001) F1 PON1/Q192R
(P <0.0001) Z [ i EHEER . X 4 4> SNP A] 4351
i 2% 1% 8% 1 19% 1) PON1 JiGPHEAE S KdE

B, PON3 11435 A 28 S AT 52 A I3 PONT 37 1 i A
W F O PONT JERAR SR, 256 —A>
R PON3 JEH 48 5 5 PON1 % M 2 6] 56 2 A9 BF
5%, Labrecque %" Z£ 5% PON3 4wt 75 b B T
4 4~ SNP, Horp 2 A~ R UTER % A (C. 87T > C A
C.300A >T), % 2 N5IAEF L ZBMA 5 (C. 449G
>A il C.896C >T), C.449G > A ZAVETEN &
150 gt — 4~ K 2 R 2 41 24 R 1) & 56 1R o e, i
C. 896C > T ZMAEN PON3 3 07 & 299 Fifth—
MHEAR B AR E R &R, KR C.87T >C
F1 C. 300A > T SNP Ak 4F PON3 & ()74, % A it
— RT3, Aragones 45" 3 5 BF i T
— 4T PON3 HLAR A T 13 PON3 e B2 i —
Rl v, HAFSE 2R, PON3 Ji3 351~ 22 25 P X IfiL 35
PON3 ¥k B A 52, 31X —J7 % A BF 58 PON3
Ao L0 T R I B A PR AL T B b2

2 PON3 igtEFnin | R

AN[FT PON1L, PON3 EA A FR 1 55 7 1 i 07 e
7 58 4 VB0 W S I G 1, (0 e PR UK R i 22
el , AR5 1% AT, — A8 H T 0FAl 41 2 R0 40 i
M=) v PON3 o 5 1 1 76 1 A 40 ) 2% iy 1 24
B A MR, PON3 $3Z IA o Ak Al 7T 2%
251 PN R B K A 0 O — ) i

Shih %511 5 7% N85 3 X205 1 2 B4
IK A8 AR AT T (05 1 HE ARG SE I TR AT 2 %, 5
PON1 1 PON2 2100, PON3 L HA $r A Akt i >
IRT I RE 5 AR IS W 0 A AR G b S5 e MOk,
Draganov 454t 5, PON1 [ kb PON3 & 200 fi, {0
TEAIATE PONT Al PON3 4lifbid #2H, PONT X4 ifiL
T PN REE S TS DTN 2 1% o ML 2liAe i) 4
PON3 HLA M6l {4 75 519 LDL A L Re T, 78
Rt SRt 1, S PON3 B IR LDL &1 201k He
H PON1 2975 100 f55'°) . Reddy 2 35 14, I8 A
53 25k PON3 (040 b im0 7 7] S B0 A U
U Rt B A SR L

Lu %(131 % I A1 Human Fetal Liver Marathon-
Ready ¢cDNA o R 76 KM AT R 9 23k A2E PON3,
R E AT ZE PON3 0] A B44E 3R A il {4 7 LDL
A4k, T H 3355 PON3 1Y Hela 40 7R AT BH 1 4%
&84k LDL BB 1, K36 B8 B0 4% 8 A AL LDL,
BRI 1 3 S Ak U8 J5 - Sk 7 9820 11 B A 4
Mfater ™, I B e 4 T =R -
glyceride, TG ) A %5 B fig £ F JIH A B (low desity



CN 43-1262/R " [HEahikaifb 425 2012 4F55 20 55 10 1 947

N

lipoprotein cholesterol, LDLC) BFEE ,%%EHE%
FH AH [# B¢ ( high density lipoprotein cholesterol
HDLC) JU] B & B K, PONT 7 1t 35 B AIK. 1M ¥
PONI 75 P4 [ A% S e HDL Br8 b shfemy 2oy, H 5
T oo o 728 R 1 2 DD AH DG | s A AT BE A v
TEFUR Lo ™ R AR B2 s bn . R,
fITHEM PON3 ol 14t PONT HA AR LAY 45, {2
AR HFFRAMRIER, R , Draganov 5;"‘{:[5] R
T, 7R R AR b Gk ) 2l i B 20 PON ASREFH IR
5 N 26 LDL 484k, i35 194451 LDL A4k 2
WF5E PON3 HUE AL PE BT ANE 2 7k

YT PON 22 K& PR G T 8l Ik ot A Bl A 2 A
— R, Lin 5 RSN BRI T ALK
PON1 #l PON3 7£BH 1F LDL %84k, By 1k F 1 41 fifd 42
AR LA e A 32 W 240 e OB e o i e 0 O
FLUEW], PON1 1 PON3 #RAERH 11 LDL 44L ; A BE
By 1k W 20 i 48U T I35 5 {E A RE BEL L L Wk 4 15 5
() LDL %Ak, PON3 W] i i3k F g 240 ffa JIEL 31 s 3t 111
SR, & B PON3 Xt A AL ANAE THP-1 4l & A7
Az Y E R A0 B AR

Zhang %" ESE  7E ApoE T /N, 445 TR
W EEARRIR NS PON3 I, AT LU 52 31 2l Jok ok 4 Al
A 78 DX s D E T T R B A A E T, 1T PON3
MIBTRIEBETE CCl, 5 AR OB 1Y v Jie B o
DN i ek i) PON3 ] 5 0N R K P AR A3
HRZE 3G i LA S b Jgd SRFE R F o (tumor necrosis
factor-o., TNF-a ) Fll [ 40 i /- & 1B (interleukin-18,
IL-18) Bk 71

Aragones 451" Jy PON3 (B AL MR 1L THiE
Pt AT T HIV BRI PON3 Ve B 52
Feorr TH SRR E U OGS | e N R e i 5
Ik RERE Ak 22 1] B DG 22, W5 & 0, 76 HIV YL 8
Hh PON3 ik BE L X B 3G N 249 3 %, H 5 % fk
LDL 7K 2 A5G

3 PON3 Hy&Ri%

5N PONT AH{BL, A& PON3 4 K 2 K7 )i
ek, H 513 b HDL A 56, BARFRIE B 0L,
3T Western blot 7F FL HDL | A # 2] PON3'?) |
HIAEARY Western blot, A2 PON3 FI7E 10 pg A
HDL H2 5 Huka il | {5 B PON3 2 /DFEAE 100 pg
B HDL A REREIN 2 (Ki R % 3R ) , N I PON3
JE B HDL —N R /My 4153 H AT BB 7E B HDL (94t
SEACTIRE T ZSEAR XS BN EIVE ] . Northern 43-#7 i

R PON3 FZAEF R, WG Yo AE B &
KPR, BRI 440 PON3 % & RT-PCR 43
Prig s, Bl PON3 7872 41 2190 Fil P &k HL7E il
B2k Shih S5 4E 1 PON3 Xt & AL I 3
A 2V FH R X 40 5 S Ak 4 B o i A AT e A T
MLEAEHR , KR B PON3 f74E T — 4T IZ I 458
B FEAR RIS ApoE ~ /N B ah ik sk LA 4L
WA AT IR 2258 43 M7 ik 7R, PON3 mRNA FRic7E
G [A EWA NIl N 1 O NN [ N 7
KA A R K FE AR /N L, PON3 mRNA 7K
ST A /N BURY AR R A1 SUE AR A &2, B AR LR
ApoE ~ /IO IE E B BKAR TS YD A s AR KT
PON3 mRNA #5ic, PON3 mRNA 7] 7£ ApoE ™~
SO 32 0 R S 30 ik o Ao A g 2 X 3l 3 2
Rosenblat 25 SIEW T PON3 75 FLF W40 g 9 7775,
MAE N 2 B WG 41 B, ) 4 Bl il 3% 38 L7 A B F
PON2, PON3 FI7E Fi I I 40 it H G I 21 i AS A7 78N
FE VR 20, B PON3 ] f8 il i B 78 o)
I R PR 11 2% 5 R M ) o ks R R AL PR Ik
AZ& PON3 I PON3 fBI-F- B A A [a] 1y 21 23R IR
3. Shih %51 5 i G B vk e 5 5L R /N B JF
FR LRI T A28 PON3 B A, SR, 754
FED/IN BRI 3% A HDL | 2 R ARG 3] | s ok A2
PON3 138K 5 4AEA O, I A2 W BN RAG A
A, 78 HDL A % it kil A 1) B PON3 , 4278 A
FHNEAE PON3 4Bt L A7 22 55, Labrecque
2 (10 45 S 7 i 5% PON3 2L 1R 19 cDNA (143 85 F14y
TUE 45 R, PON3 mRNA FI4E F7E 58 4140
T ARTE IS

4 PON3 WIiEMEIET

PONI1 1 PON2 ()32 35 433 32 S AL L 3300 T 8
AL, S5 EATARR, PON3 155 76 A AL N 3T -
T E AR N ApoE ™~ /N LA B R O 2
&AL B MPM %A 278 PON3 mRNA 7K
AT A 2 | BV Al VT Wl 5 PR DA . 4P TS TP
AR T S 4t A 2 E n Gt 7T R E 1 R OR
PON3 AJ g S8 A0 L3 57, SR, L2 I I 240 U A
YR J774A. 1 25 T ARHHRYT, X RRA A L AT
BEG PEURAR ™ EAh, FE Sk RERE AL TS 50 T, IR
PON3 W HFIE IR BT A 2 3545 75 SR B 1 B 3%
SEMA . A3 h T i B e R B IR IR 15
JEAI 8 JE#Y) C57BL6 B, Apok Joik/IN B AT PON3
T IO A 2, A 3R B AR S B AR 5 A
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WA Kz A7) RASE Y rh By koo A A 1 ) 2 B A O,
{HXF PON3 Ik TCHoMA , Y585 T A [] B S8 Ak I8
s R, BRI B I 40 B P Y9 PON3 {5 5 454K
KA, HOAR PON3 N g B 1% P 7 X 26 Bff 5% B
iK™, PON3 Bt K AL 37 S8 Ak 1 3 A 52 i, {EL Py
TSR 45 R, 75 20 2 0F 58 LAl & 1) 34
7, BEAh, PON3 mRNA 7£ 1/14 W36 s Pt iz M 45
J9 5 BB 3/17 1 ve B JEL R T oG] e ke L A L
FE 10725 Ffa Rt HRZH P gl 4G Hh k> R e 4R A
s BB SORE AL 3T BE T 1E PON3 761
INIRZE3K, Romani 25 75 % U R Fp PEAS T P 45
FEINZEXT PON Fiksgm , WFoE R 12 3l 2
FEAF M PONT KRB HHEG M (B AT G h PON3 mR-
NA FEHAKEBEEE, UI12507 355 5 0 AL 4 1 48
&, 75— 1, R B2 S ] PON I 4 17 38 6
FEARPY PON3 8 H 7 i, 38 W1 A= 10 J0AT fig 3 io ek
AR A MR A3 Uk /D PON DA 200 it B %) R i, e il
5% @7 PON3 1E B E S22 M0 g bl
AR LEGETAE LT AT Be Z HEPU A TE T, AT A
W NFERT= LI — Ak ia T L R R — 2
FE2IAPT/INEL PON3 3[R A Bl ] S 350 72 3R A
BAELFET RN, mlE PON3 JE P4 B9 28 40 it
LA B s i S SRR AL e T A

5 PON3 5 ANZ&¥%%

5.1 PON3 5zhBksRiFErEL
SHFKERERE 1L DL Sl bk B 1) 18 1 98 0E A R AE , T
PR A AE B N S BB 432 P e T [T P 0l R DA B 5 Jhk
REPY LDL A L5, Ng 4572 F IR R4 3 1A
/INRIERH | 5 45 7 25 AR /N BRAR LG, A8 PON3
( AdPON3) 114 %5 7 3= 38 SR 08 ORI 26 J& KM%
T ApoE ISR /1N B B Ik o8 6 A 14 95 28 T ok 1) ik g
SR 22 TR 1P e DAL T o AN ] R s A B
U /0T RS H1 PON3 145 1 5 Bt ) koo 4 fif A T B
(IRE T A 0, SEBs b, T AAPON3 = )5, /)y
B IR PL A AL BE J1 e AAGFP AL BRI BRI 5R | (045
DR BK o Be A, i v ke AE [ DA
S5 R RE ) 1G5, W] BB T PON3 Sl R 3
HDL T fig K H & AT BE B S0 A0 Ry S0 il (9 i 3 -
S ILVE W FE I ). X 2R I P A A RE ) A
SV RE RO CGE 2 37 T PONT 36 1 . ApoAT 25 1
JKEF LCAT 36 MR, 1M 5, A AdPON3 &b 2 /)N )
535 1) LDL X S8l A A8 1 170 S0 Jod 251, A 4% W
S Y955 1) BRL A A B Ak P 1T HDL B B 4R 1 4

5, Shih 25K EE T IR 200 H AT B AT
IR NS PON3 BE 3L R A K HU R A
Bt AL 0 Yeta, nl UL PON3 %% 31K BLIK Sh Tk ok R
B 72 DIl i 25080/ s . A2 PON3 % KL R o g 5 |
AF| LDL 22 & # % ( LDLRKO) /)N B, C57BL/6J #il
LDLRKO 5 5% 1 3 Jik ok e A Ak 5 72 44 5 22 i A1, 2
IRV R A S R g2 20, Marsil-
lach 45> 3 1 G 2 41 Ak 43 A BFF 52 B0 Ik 06 5 1 1k 2%
JEH PON 25 10 07, 45 3 o  FE B 5 E3h ik,
PON1 FlI PON3 v F F ¥ L 40 9 ( smooth muscle
cells, SMC ) 1PN B 40 g, PON3 4L (7 Lt PON1 58, 7
Sk ok A A AL & 2 i & v, SMC H PONT 1 PON3
VSN R =N D R R o S R b b |
H PON1 5C#, EmEZMMIH PON1 A1 PON3 4L 8
SRR A R 2 W E EAASE, PR T
PON1 F1 PON3 A] BH 1 i it S ARV E FH AR 4/ 33 ik
SRR AL AE T RS S Rs . B (SR ) BRI 9E 3R
PO A HLBERRIEZS (OP) A% HUF e A A I
SEHE AN AT S 350 A5 P R AR P & 5K B R Y R
8, I B = B TR T A 14 R S Jhk ok R A A Y
P PR A2 02 o R SRR CE BB R ]
AR T PONT 35 1, DA e HE I 5 o i) 2 s ik ks
FEREALAE ] 2 2 5 0 E RO AE TR N % PONT A5
Ko MR FIRTREAR T PON3 3% 1 LA K % 853 ik
SKRERE Ak = A VR A e — B SR

WA TR NZERTSE PON3 ¥ B 5 3l Ik s L Ak
FKRMIR S, L, Rull 2550 26408 31 KB (pe-
ripheral artery disease, PAD) F15EtR 31 ik % 5 ( coro-
nary artery disease, CAD) &3 HHUAF 5T B AT Z [H] Y
KFR, IR, 783X W0 o ks B A Ak e A
PON3 ¥ B35 b 214 5 . (HAE PAD i 55885 3 fUs%
JERRAGA O, i AE CAD U 5 RAEA S, SR, 78
BEEXTRA Z M, IR LB PON3 K G 3 F£
AME K BRI AT ] 35 22 5 | IS /R X B B R T
A JEFEPEE 1
5.2 PON3 5pER¥

JIELJH 2 5 DR RO 1L A8 5 96 1 — A 2k 37 8 B
R, SCEPERESE s, 3218 A28 PON3 [ IE# /)
FRUFT LDLRKO /I U RE R 98020 | 5 73~ 33 A il 2 1
BT T VR R o ik A2 PON3 Al 6 5 [
NRE BT F AT AH e, B AR R = b
B A R U AER 174 100 9% 98 3R MR B, Shih S8 3 — 20 W
%25 7 B6 Fil C,H/HeJ 2421 ApoE RBEIT F, 7]\
SR, PR A S /N BB i 41 21 B PON3 mRNA 7K
-5 (R AR AR R L, M et
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% JEHZHZUH PON3 mRNA 7K AL log (25 i Ji
2K ) | a5 A A B K T log (1 ¥ MCP-1 /K
)L, BB M R, R AR OR
B = 1% PON3 /K- 55 RE s /b g 5 28 flsk b 1
RIEW A IC, FERE B JE A T BR i 412 PON3
mRNA 7K, L 8 i, A 1D 20 24 PON3 mRNA
K5 R RS A B 5 ARG, HE—
B HE T PON3 25 0 AR B BB IR
5.3 PON3 5p#{s

Wt CCL, LR 25550 a AR n] 75 ki 28 &
PSR PRI 1, B DA LS 25 (T 245 2 e S B A
PIAL A RE IR AR 5 N I I 5 95 AL, A1 Ikt 3k A A 78
Y TR 2 iR T I e BUE LRI R
PEVRIT AN 2 B 1k A i, CCL, -5 T TF 405 1)
A0, ¥ AZE PON3 cDNA F K FLFE A peD-
NA3. 1 JFohr, H- e g 25/ BUE B UL DL AR FR 58 = 1
I PON3 &M S8 5 FHEREE CCl, 45 25l W 2tk
JERAGR RS B 5T 2 B0, A 2& PON3 3[R 4% 3 1T 4 2%
RAVR I 375 7 2 Bl K T | o5 I I A 2 2 25 g i
AR BRI LA I R AR Ok L
BN PONI FLAZE PON3 X B T 46403 ik 11 0%
KA, Peng %57 MY HE T HEF 35 A PONL FI ALK
PON3 ()5 2H i %5 # AdPON1 1 AAPON3, Ifil 5 %
/T LHLEMELH TUNEL 437 s , AdPONT
o AdPON3 IR /)N BUR JF 40 40 A 38 AR T 40 B 0 1
JE b R B W ek, [RIE, AZE PONT FiAZE
PON3 (1) 2% 15 3 3 5% e JFF JOE TR 88 | 488 e H KA
SRBTEACRE J1 07K -, B /D IR S A0 0y 3O
ST B AR P SA AL BE 7, B B 58 T CCl, Rk
M, 24T AAPON1 5§ AdPON3 i A 3@ i3 /> CCl, /)
R H TNF-o Fl IL-1 B 7P A0 i SAE S, FEaX A
WFFEH, A2 PONT 805 T 453405 1 8RB 42 1 v T A
25 PON3 (H = # 22 RIF AR

6 & it

PON JZARXI BT & LA PR AL LR, 7 2 &
ABIFSE 25 800 B I AT AR B2 D RE LA IR A T
FE AT IS TN AT X NS R R B2 0, Ay s AT
BRI B LB S . SR PONT AT5SR 2 %o S i il ik
TGRS 5, Bl B WFSE 78, PON3. ] 3 i
il 1 ST BEL L 24 Y 60 2 % 4P LR, 8 T A
il LDL S AL I3 3T S AL L M HDL 5%z JH [ e
FIBE ST, ANALAE Bl bk o8 B 5 Ak 1) A 2 | A Ji v i 3

TR B RYAE F  ELLE AE e R B g 40405 25
V2RI A FIVE . SR, X PON3 Y
Az BRAE A AR N A FE AL B T i i AR 2
SRR | B TR D B B 4 X R BIF 5 A e T 2
[, A R 3 A 25 B 2 Tl 1) 4R AR AL I, O 4% P 424k
L A S5 975 1) I AR Y 7 BT 45800 WG 2 Ak — A 38
FIZE R TS

[ &% 3k ]
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