2670

(6] BB A, ¥ &, 8 55T, Barrett B4 20 L (%,
2005, PO LI ] AT & 2006, 11(1) - 46.

[7] Takubo K, Aida J,Sawabe M, et al. The normal anatomy
around the oesophagogastric junction; A histopathologic
view and its correlation with endoscopy[]J]. Best Pract
Res Clin Gastroenterol,2008,22(4) :569.

[8] Ormeci N,Savas B,Coban S,et al. The usefulness of chro-
moendoscopy with methylene blue in Barrett's metaplasia
and early esophageal carcinomal J]. Surg Endosc,2008,22
(3):693.

[9] Ngamruengphong S,Sharma VK, Das A. Diagnostic yield
of methylene blue chromoendoscopy for detecting special-
ized intestinal metaplasia and dysplasia in Barrett’s esoph-
agus:a meta-analysis [ ]J]. Gastrointest Endosc, 2009, 69
(6):1021.

[10] Pohl J, May A, Rabenstein T, et al. Comparison of com-
puted virtual chromoendoscopy and conventional chro-
moendoscopy with acetic acid for detection of neoplasia in
Barrett's esophagus[J]. Endoscopy,2007,39(7) :594.

[11] Toyoda H,Rubio C,Befrits R, et al. Detection of intesti-
nal metaplasia in distal esophagus and esophagogastric
junction by enhanced-magnification endoscopy [ J]. Gas-
trointest Endosc,2004.,59(1):15.

[12] Nguyen NQ, Leong RW. Current application of confocal
endomicroscopy in gastrointestinal disorders[]J]. J Gas-
troenterol Hepatol,2008,23(10) :1483.

[13] Becker V,Vieth M,Bajbouj M, et al. Confocal laser scan-
ning flurescence microscopy for in vivo determination of
microvessel density in Barrett's esophagus[]J]. Endosco-
py»2008,40(11) ;888.

[14] Zagaynova E, Gladkova N, Shakhova N, et al. Endoscopic
OCT with forward-looking probe: clinical studies in urol-
ogy and gastroenterology [ J]. ] Biophotonics, 2008, 31
(2):114.

[15] Falk GW. Autofluorescence endoscopy[ J]. Gastrointest
Endosc Clin N Am.2009,19(2) :209.

[16] Curvers WL,Singh R,Song LM, et al. Endoscopic tri-mo-

FTHRESF 201045 10 A% 39 55 194

dal imaging for detection of early neoplasia in Barrett's
oesophagus: a multi-centre feasibility study using high-
resolution endoscopy, autofluorescence imaging and nar-
row band imaging incorporated in one endoscopy system
[J]. Gut,2008,57(2) :167.

[17] Curvers WL, Van den Broek FJ, Reitsma JB, et al. Sys-
tematic review of narrow-band imaging for the detection
and differentiation of abnormalities in the esophagus and
stomach(with video) [ J]. Gastrointest Endosc, 2009, 69
(2):307.

[18] Fock KM, Teo EK,Ang TL,et al. The utility of narrow
band imaging in improving the endoscopic diagnosis of
gastroesophageal reflux disease [J]. Clin Gastroenterol
Hepatol,2009,7(1) :54.

[19] Herrero LA,Curvers WL,Bansal A, et al. Zooming in on
Barrett oesophagus using narrow-band imaging: an inter-
national observer agreement study[J]. Eur J Gastroen-
terol Hepatol,2009,21(9):1068.

[20] Ramirez FC, Akins R, Shaukat M. Screening of Barrett's
esophagus with string-capsule endoscopy: a prospective
blinded study of 100 consecutive patients using histology
as the criterion standard[]J]. Gastrointest Endosc, 2008,
68(1):25.

[21] Bhardwaj A, Hollenbeak CS,Pooran N, et al. A meta-a-
nalysis of the diagnostic accuracy of esophageal capsule
endoscopy for Barrett’s esophagus in patients with gas-
troesophageal reflux disease [J]. Am J Gastroenterol,
2009,104(6) :1533.

[22] Boeriu AM, Dobru DE, Mocan S. Magnifying endoscopy
and chromoendoscopy of the upper gastrointestinal tract
[J1.J Gastrointestin Liver Dis,2009,18(1):109.

[23] Kato M, Kaise M, Yonezawa J, et al. Trimodal imaging
endoscopy may improve diagnostic accuracy of early gas-
tric neoplasia: a feasibility study [ J]. Gastrointest En-
dosc,2009,70(5) :899.

e fs H W :2010-04-12 & [H H #:2010-05-24)

KIBEFEFEINHEER AcrAB-TolC fFRtHEHE

(FMEFRWEERZRER, @ P M 646000)

R KR AW ot 2 bR
doi:10. 3969/j. issn. 1671-8348. 2010. 19. 057
B4 %5 :R378. 21:R969. 3
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il % G B B A B O A TR R S R R VAL R R
ESNEREF SIEER S 20 SN e/ CE S PSR i R N TP
SRR AL R IR T A AFRE S . AR EAEAR AR L
KB A-FhAMERE AR 2 L 1R e 51 1 [] A L 4 5 LR 25 1)
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A BEAMHER 4> 43 5 A FEEBE B U/ EELST
# % % (major facilitator superfamily, MFS) |, ATP 45 & &
(ATP binding cassette. ABC) #8 K % . iif 25 37 2% 1k 40 g 4 1tk
(resistance nodulation division, RND) i % % . /]y £ 5 it 24 ¥4
(smallmultidrug resistance, SMR) F % . £ 24 fl & % 1L & W) HE
H (multidrug and toxic compound extrusion, MATE) %, %
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e R UE AR AT 47 P K25 ABC B Z 254N HE R B FIR % £
IMERG . KEBVIH W INMERGEHE T IR HFIMER
G, 280 TR ok BB ARG MAE W
it 25 .

1980 4F Bah il McMurry 1£ i 78 K 7 352 75 T8 XF P4 25 2 1)
iy 25 P & B0 T 3 Sl A HETH 25 HL ] B0 JE A ATTR 48 B R R
A W AMET 25 RGEA T — SR, KGR A Wi
BRI EHINHEE L W —F A . /7 7€ Ber, EmrE, Em-
rAB., EmrD, QacE. AcrAB-TolC, AcrEF., AcrD, YdhV, MdfA
HFZMHMERE . RND H11) AcrAB-TolC FEHE KM EFHZ
2y 25 AN HE R Ge b B R BE S EEERVE R — A Al i AR HESE .
LB G AR A T 2288 AcrAB 8 TolC 3 5 , K M 85 7 B %t
R 2 B SR B
1 5MER AcrAB-TolC B £5 4970 1h 8

AcrAB-TolC RAEEEH 3 AMH4: HaL & FE A (AcrA) |
HhHEz i2 B (AcrB) A R GE 3B 2 H (TolC) . AcrA| AcrB,
TolC U=RAEERGFET KRG BEAEMEE L, H P AcrA
A7 F JE T B, P 3 i #5 % AcerB F1 TolC; AcrB #1 TolC 43
AL T 40 i P B A AN I | 38 4 B s AcrAB-TolC R4 1T LU
FEAL 2 Pk Xt 25 ) SE A HE, —FhOR R MR N 25,
B MAUZ S 25 e % RS X A R 3R &
LB 5 M 2 W 1 Tk 245 5 — P AT R JE 5 18] BR R 16 25 9 oy
F .38t TolC ¥ 2 ¥k ia #HM AT,
1.1 AcrA HEH  AcrA 22—/ H 398 A~ 5L R ok 5 41 L 11
BEAT M5 F B R 41 kD, JE B A 2 1 (membranefu-
sion protein, MFP) 8 ¢ % i 51 » H NG BT Ak 9 N o 58 51 76 4 1%
FLComf sl F RS . fE AP, AcrA 5 R RR, B H
JE B N i A C ot AS A L ik T2 43 B T A 0 . BN T 4
AcrB fil TolC JE L E & W . AcrA F1 AcrB i F [7) — #: 4\
T HREZETLILGES . XGRS TR AcrB b, Ac-
rA A[ L5 AcrD, AcrF Fl YhiV % £ 4~ RND % % & B 1E .
AcrA ) C 35 X 4% 290~ 357 M A R R IR N T & AcrB ]
V2 05 250 Y X B X 38 19 JR 38 7 B 4 AE G B8 ActA 5
AcrB (A AE % T EN . AcrA B T /E M2 7% 8 AcrB Al
TolC 4b i AT LAT %L # 7% AcrB, Lobedanz %™ % B, BUAQ
AcrA [y 357~397 44 L FRER I 1 4 15 7 51 AT R RE 6 7= A — Ff
TyBE & (1, (H IEAS BB 4 41 HE 2 58 58 4 3 2 ATATIE 55 AcrA
) 290~357 B3 KSR AE AcrB [ .
1.2 AcrBZEH  AcrB H 1 048 A4~ 44 & & 7k 3 2H i . 45 X 49
F ity 110 kD, J8 RND 5. AcrB a1 4f 12 A58 X F1 2
AR B2 AN FEK B2 AcrB 3B T TR . ST AT 9
3TN . AcrB R[] = BT R 5 40 Al P B L 78 P9 I 19 S0 )
T 8T 2T G548, ¢ 10 40 0 R 5, R T 2 B AN Jif ) R f)
oA 25 4 L 7 O JBE B P B — A B AR 30A b s g HE 1
T 240 0S5 O - T 55 4 A0 v sl s A S 1 3 4 2 S R A B G AT I
fLIEST . FEX AcrB LML P PR AR A T 5
IR A DT R L REAE G I A7 05 . 7E T(rght) RS,
AcrB 2 A~ Ji Ji 45 M 8k i F136.178.610,615,617 F1 628;
V139.612;1277.626 A4 T FL W 45 H9 38 1) Y327 44 B I i 7K X
B, — Bk P RO R ) A % P 6G AR AL Z, & Cethidi-
um bromide) % AJ DL ifF A &5 43 7, 3 33 B K 48 5 o g o4
A [6]
1.3 TolC & TolC fy 495 & LB 4 W M = B4k, | 3
SR FE TS AR A 45 A HE IS P 42 AL SR L B 1 8 G 5 T 3 o 3R
SERG o AL 5 — A~ 10 nm (19057 T 40 Al 8 5 1) — A~ 8E £L 3B AN
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—/> 4 nm BEBAMEA ARG . B R — S TolC 2 [ 4 7%
B2 T RERY TolC. 7] L5 2 FUR [ i e 2 3 AT & (e 3% 128
TR LT AN g e 38 1 R S A O 1. TolC Jy = R Ak,
HEA T — A8 > LU I &5 M 2 AR BT AcerA JE R N R
AcrB i 2 40 M N 1A PO S Z 455 L TolC 15 AcrAB
ARG AT IT TR E OF A F P BHE L . SRS SE
TolC J& AcrAB 52 8L H Zh BE R AT = Bk 44 78 43 » TolC fy 4 I &
BRE N 25 03 1l A0 AN IR P AR (B D).

e

B AGETECH . IEH T AcrB 1 TolC AHXT . F: 50 AcrB (158
PRZEH A TolC BB JEtR (1 28 B 38 43 an (HB3  HA H7 . HO M E &, 7T & 3
B H7  HS 85 H: 4R 45 44 1B 5 76 ) (1 — A~ 0 S I8 e % H3  H4, 2 4>
ARMF (B A BRI 40 SEHREC MRS . #E TolC 38 i 1 i 235 70 1R
T BT UER . BU KUK TolC MR HARZEM S AcB Z
[ REE I LAE M . B B HF R, WA FIg. AcrB B IR &5
A TolC fy A1 4R 25 440 AR B4 F UG $T 88 7 4% 7 P9 0 3 o, Bl il H7,
HS8 [ SRR &5 4 3T IF T TolC 3l A1 3 J8 oA 100 54 388 43 6 4% b 9
HARE S AcrA 15 H2 1 TV A% 2% 181 i ¥R CRUMT &7 3k BF 7). SR T aX ik
AcrB WA HAE A w35 kB 0k 4. B C: AcrA R4 3
TolC M 2 187 , i 55 — AN e #5525 030 , 3 LA TolC 38 3 FF i 2 Fx
KEE, AEXNECEER TSI MBR N ZH LY,

1 KBEBBREFEMHER AcrAB-TolC MM R EE

2 AcrAB-TolC ERA A=

AcrAB R BEZ 2 Bl W F B9 I8, w5 R E R 2R
WA B AEE . RES R R RS AR AL B bRk
W SRR SO E A IR ZEE AN RE., KR AE
Z 25 hHEZE AcrAB-TolC R4, AcrA Fl1 AcrB & [ 1) 3t [ 7
F R =P TT L, AcrA LIEFHESE — DN WEILE, AcrA &
TR R A AL DR TV A SR M A R DU R A — s
ORI BTS00 5 20 0 5 R R AR 0 AH 26 38 o 45
B
2.1 EEAERT RSEERF AcR 6 T FREHE L
W LA = o N K i & A B IR e 25 i BB R 8 . Ac-
rR R, AcrR /E R AT LABH 38 AcrAB 0 SR HE/E A L
SEH AR W] LU Acr AB R iE 1R, R B AcrR W] KL A
B (00 B I R GO 2Rk T T 2 g sRT Y Web-
ber 4517 %t 7 7] S U (¥ BT AU B (nuoroquinolone) K 3% 7
W SR B AT 4 A R B, EATHY AcrB i R 3K F H AcrR 46
45 N R FEFR A AT L ) FHEF A= A AcrR X b 28 A% B F 47 H %b
S R B BRSO BE T ER Y ¥ 2 (ciprofloxacin) IR 4k
BRI, AN T RZMR S Ma g RIGIR AW Ac-
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rRAE ARG G AcrAB e s K P BEZ 42 5 ¥ AcrR & #H25)]
pACYC177 ikt & 33k, &9l AcrAB By s% .
2.2 HEHEERET BEAEETFAFBEEXNIMEER
G0 AcrAB #I TolC BHe5% . i TIEW . HATA®. 25
B F4 MarA . Rob.SoxS il Fis 2112 |
2.2.1 RJREEEE A MarA)  MarA 2 2 8 51 H 25 Y i
1 (multiple antibiotic resistance, Mar) #2 2\ JC 1) % 5% # 15 &
M, 125 MR SERRA R E MR F. B4 &5 AcrAB
Ja B MR 385, RNA REG W 5%8 8 F RS 1 AR #E Ac
rAB 5 5 6 t g8 LU FE B 77 R & TolC 13K ik . MarA
IRl S B B 15 K MarA Ay — A R AT 5 MarRAB
B3 T EJ7 MarO iE4E, 3% 15 MarRAB ()% 5%, 32 5 MarA 1E
AR RIS 0, B S 5 MarA 98795 2 B E ) 7 483 1 Ac-
rAB il TolC 454 i ik H A% 0,
2.2.2  HhIE M E E (SoxS)  SoxS & K M A AL
(superoxide response,SOX) J # J& SoxRS AY %L I & H - & H
107 NI A B /N FHE O T, & 42 Fs (S =
S MT 45 R B R SoxS Al 17 AN FEE B R T 1 £k L T Ak
Pr (O, ) Al LU SoxR &% 1 2% F % 42 1B 19 15 6 JE 5K (SoxR
%) 1KLY SoxR #E 1fii 45 it i#F SoxS #)7% 4: 77 ; Rob J& i 289
AN G JE TR 2 B 1) RE 445 G IR 40 - 2 80 i P Bl X0 A R AR
5T K 3% 4 B Rob 1% I8 20 S 58 78 W] 38 Jiin 5 5 A3 #1135 571
B AR 3o ek 3 U 8 i L A2 T L BN A Fis B
HEEAM DNA B2 72 . 72 H 48 )5 30+ 19 )R 7R DNA &5
o %t I AS [) A A 2% 1 T el 7 HL R SR O L et mT L
AcrAB ¥ 5%,
3 KBEBREFBEMMRMIFNRE

Wi 470 T 24 0 R e 0 T S K 38 A TR AE S B ) B R
W % e Lt 245 AL o 15 B A 25 M B A T 24 n) . R 2R A o LT
ik O B RNANEE G ARAEXE KM B A B A HE R e T A A0
FELATLBLR 2 A F.
3.1 THAMER AR AMEF Globomycin J& — Fj i % 74
VR B IR PR 259 . B IR BR B B 15 5 KR LspA g4
T 700 3 Sk 3] LspA T & A LspA 5945 {57 53 (14 B gk &
BE2E AT . K 5 A i R S T AL L3R 75 RND
BN Acr AB-TolC M F Acr A Biik H & A LspA By 5T
£ #i . 7E Globomycin fFE T A GBI R Acr A, 0 AN fig
FVANHEZE (0 HoAth 21 00 25 & T8 UM HE 22 30 T A HE 2 1R
XHRRGE 75 pmol/L Globomycin RE#% {f 35 AcrAB-TolC #y
PR R TR Y SR R N R B (MIO BRAR R (A 1 1/4,
FLAMHE ZE 40 ) 58 1 5 8K I ) 5 2K i Ccarbonyl cyanidem-
chlorophenylhydrazone, CCCP) (100 pmol/L) 4 A , it F PABN
(100 pmol/L,MIC [FK = JFAE A 1/8) .
3.2 PHAMES AR ER IR MR KGR A T AN &
Wl BT RIS . XAl T £ 25 S0 HE A3 R B
R I LA BHL BT S 22 68 125 2k 5 S BIL ] A S0 HE 2 0 1 ) 2 A X
JEFEh A, i CCCP Hi FAEfM B kA T . S 8itis
HE K ERE UL MR SN HE R Gy 3 AN HEE T L B 25 Y A
Y TR A P ) SRR G 0 R A2 A TR 0 2 A SRR L R Ut B 2
AR5 P AR R I5E R . CCCP AR by A1 HE 22 40 il 350 %0 K s 3% A 18
AcrAB F1 AcrEF. 7= S W #F # AcrAB-TolC. 25 % %5 i # &
CmeABC ZE ¥4 M HI/EH . 6140, 100 pmol/L ) CCCP AJ L)
g3k Acr AB-TolC 7= B 1Y & 8 R MIC FEAR 2 (8
By 1/4007
4 B 2]
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I X DR M 352 A 7 F) S0 1 3% 10 225 3 43 D X% i 4
il EBAMERA T — & MIHM T @ AH R AT SR T (A4 5
5 I HL I BE 40 1 500 O 22 %0 AT A BB . VF 2 AR RSN 1
R4 B9 0 HE AT 100 500 e T4 A LR SR A LR B 1 S 0 2
[ AR R T W ARYA 7« A0 S5 4 0 550 O 45T A4 v B A b
HEZE A 0 245 41 1) i 2 11 F) 245 00 SR 0k 52 0 11 25 90 B L
BT P S A ) 20 ol S AR AR E A T 25 5% 8 iR Y A
B T X6 M HEZR A0 50 B9 BT 5T 38 7 B IR A T s BT
PO 259 (DM M OME I 25 85 R A I | 259 0 i
SEAT AL T2 5 (2) B0 B 2590 9 70 dak 580 20 3 B oh 00 kR
T TS 24 1 ) 7™ A o R IR 5 (3 AR 40 200 v T 24 A
Je T B AR M KE BT 25 99 93 i S 00 SRk fi A T R T T
BN 5 (4D 78 12 58 1A 7™ M PICAT 1 2 BRd 3 ) 32 o LA 9 T 24 1 Y 528
SURRYT o R, R AT NP R S 00 A0k S 0 5RO £ B
AT T 285 9008 T 40 B 1R R B 3R 7 A 9 TR Y 7 3
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HL B Ik Cantibacterial peptide) &A= 4 14 7= A5 il — F P BS 1
ZIK AR AE T MR R SIS 45 Fh AR W AR T ke 2% B
PEBRTE 22 BIVEFF T 3 R B R Sh A R KA
X SR IR SR AT R B 5 G 4 R 25 A T 25 1 L™
AR R % — & 51 B, A 0T BE B 4S5 R T I —
®wiE.

YER— R A 5 U KB AT — R B fFTE T
PR R B R R d R T — RS O
HiiFe5ERYE 2 E KR W /E DS I 38k Xt
A5 245 T 1 — S T AR e T AR .

WEEUE B IR HEFLIE W 2 B (PG-1) . A o BB -1
A PR-39 %5 T T IR X 25 AT B S A sk ™ o B S AL
P AT BE R E B I R U NS S — R AR
FLE 33X % T FRATT BT K X T 4 A% A MR . A SRR B B
JOR e 45 % o AT T 1 1 1% a0 R S L
1 BEEXEZENER

Miyakawa 25V 17 T8 78R S A 5 B A8 22 0 5% N 5T BT 1
AW Z Rkt H3TRy S5 8% 53 SO T T AR A 280, [ B XS 3 AN IR
Oy W G5 AR IR AT F L & PGS A% TR G IR ik 510 86. 3 %6 ~
99 %0, FHH T S R A B B B A 45 A% 40 SR T R A R
FAA A5, 538 5k B 07 05 T S 30 H37Rv B Ak 28 1 453403 » UE S BT 1 K
2 MU X 45 4% B AL ) ) B B2 B A L 3R R S A% IR YT I —
Bz,

Rivas 217V ] 40 8 e €0 g 75 AW ¥ b Bz 40 Mg 2 A549
Y R T Y 5 A% KT TR S AN P B R R —— A B B 32
(HBD-2) W77 75 H 7 45 7% 78 48 7% B 3 4o o 39 598 20, R 3 BY
A549 AL & N Al =4 HBD-2, i H ¢ 77 HBD-2 5 il (5 45 1%
B AT AR . WA Al b p 40t Rl DU i P2 42 HBD-2 3k
XN A% R IEVE R . KA 8E T HBD-2 fig Y 4 $2 78 HBD-
2N ST 5 S . S fiBE B n HBD-2 ARid B 45 %
FF B 0 MR N B L B A AS49 (AN 45 % th R
HBD-2 Fic , #2785 A (UM P 45 4% B I A0 45 4% Bt 7T DL s
HBD-2 # HAR. 37 H HBD-2 k50 M0 P 07 24 59 25 4% 1 al e )
HBD-2 £ 5 R/ FEM N 45 8 i . 55 41, HBD-2 A7 #a 1k IR F #
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i 22 B0 S o s A 2 TR 40 e T3 A2 3k B 40 6 8 1k AR
JH 33X AT BB R AR M e NI ISR T 45 A

FE N P9 45 % T 1 T IE 75 R B W A0 N {FL: W 24 i
1R A U E N M = S o NS B o B N P U |
F . Rivas 817 90 13 30 5 5 PCR 19 J7 ik R L4501
FFIA H37Rv &Y Il 4% 40 i #4235 HBD-2 Je . W] 78
AR A B A M AR R 638 HBD-2 JE P, i i
o S5 A A 2 R P S B S R E B L I A L P R U )
HBD-2 9™ 9. ik B e 4 i 2 35 BT 0 IR s — S5 P 45 #%
WAz It HE AR LR, Kisich 01 E 8] HBD-2 5 % i
FAR 20 M 4 T A5 A% AR K I RIOCR B R AR B AL G . BRI
ST YU IR AL E VA I T AR R — R A AR
A,
2 MERNEZTENERES

Sharma 45" UF B 45 A% FF 54 20 o BE L 20 B i HNP-1 (hu-
man neutrophil peptide) A = ZAE 5 . oA A K7 HNP-1
FRBE A A 25 4% TR 2 L 3 AT SO L L A0 T s A D S T 4 i
BE AN . %24 3 6 RGBS W] TINP-1 e B2 4R 1 114 3T
M. tuberculosis H37Rv A=K A9l . A HNP-1 &b B g /M A K
PRI 7 0 1) 45 AT B AR 3 A o Koy AR W A e T LR
DNA FIZENE . 33 52 75 P0 T IR AY 1 P A B0 205 % T 400 JY I 4 ie
H]AEALFE DNA FE P9 11 41 i 9 430

JHTSCM PEARIC B9 HNP-1 /R I T 45 67 14 )5 s R R T80
PETE MR (43. 500 » Ho R 7E M BE (21, 3400) B Z A 12078
MU PN o ok S 2 Sk — 25 iE B 40 Ho HEE . 200 0 B A 9 A R 3 AR
FH¥E 5 DNA AT RR 55 2 457 (1 Ml P 7 FHE T
3 MERESREZAVHHEIER

ZALIUETL PG-1 76 (4 0 300 1 25 4% 5 B 87w 5 40 BF i
TR LAY PG-1 Rl HBD-1 34006 7 . 383K 0 14 v 0 40 i
1 protegrins (PG) 7% T B ML il A 52 42 v A 5 JH: e I 200 Jifd i 174
BE AR B LT EN ., PG-1 fE 40 MU % 1 P B ik £
TE A SRR S KNG L AT DL S B B ORI A S AT
it —FHBA MV AT B2 PG-1 {20 M JE 1 22 Ak A2 3 S
JBECINHD 3E A A0, 208 5% 57 8 B i Ak B B 78 A4 3 Rk





