gdolojstEX H16W H2% OUx T
Yeungnam Univ. J. of Med.
Vol. 16. No. 2. 347 - 356. Dec. 1999.

ol 24 gxloa =@ 3 729 € B9
&t Mupirocin?} =% k< (Catheter revision)2] &3}

Jddetn oFus et

St - AH0] - HES - ETY N UYW - Y -

il

A2

Ho

The Effects of Catheter Revision and Mupirocin on Exit Site
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- Abstract -

Background: Exit site/tunnel infection causes considerable morbidity and technique
failure in CAPD patients. We presently use a unique revision method for the treatment of
refractory ESI/TI in CAPD patients and mupirocin prophylaxis for high risk patients.

Materials and Methods: We reviewed 139 CAPD patients about the ESI/TI from October
1993 to February 1999 at Yeungnam University Hospital. At the beginning of the ESI, we
usually started medications with rifampicin and ciprofloxacin and then changed the antibiotics
according to the sensitivity test. If the ESI had persisted and there were TI symptoms
(purulent discharge, abscess lesion around exit site), we performed catheter revision(external
cuff shaving, disinfection around tunnel and new exit site on opposit direction) with a
combination of proper antibiotics. We applied local mupirocin ointment at the exit site three
times per week to the 34 patients who had the risk of ESI starting from October 1998.

Results: The total follow-up was 2401 patient months(pt. mon). ESI occurred on 105
occasions in 36 out of 139 patients, and peritonitis occurred on 112 occasions in 67 out of 139
patients. The total number of incidences of ESI and peritonitis was 1 per 23.0 pt.mon and 1
per 21.6 pt.mon. The most common organism responsible for ESI was Staphylococcus aureus
(26 of 54 isolated cases, 48%), followed by the Methicillin resistant S aureus(MRSA) (13
cases, 24%). Seven patients(5: MRSA, 2! Pseudomonas) had to be treated with a revision to
control infection. Three patients experienced ESI relapse after revision. One of them
improved with antibiotics, while another needed a second revision and the remaining
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qquired catheter removal due to persistent MRSA infection with re-insertion at the same
me. But, there was no more ESI in these 3 patients who were received management to
dapse (The mean duration: 14.0 months) The rates of ESI were significantly reduced after
sing mupirocin than before(l per 12.7 vs 34.0 pt.mon, P<0.01).

Conclusions: In summary, revision technique can be regarded as an effective method for
sfractory ESI/TI before catheter removal. Also local mupirocin ointment can play a

gnificant role in the prevention of ESI.

ey Words: Exit-site infection, Peritonitis, Catheter revision, Mupirocin cintment
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A& 98 HIEA(CAPD)E @7] 4 #g
tAe] F8% X8 Wiel ShE, Popovichet
Toncrief 5(1975)¢] 98] =€ o)z @A7A]
Fe RS A BuEMd & o8 T
| =g Zo|7] 98l =3l %M Popovich &,
976). vt HetEA Sl =@ 7 Yol
I utd 5 =@ (catheter) #H 7AF& A3
FH AAZ AT BN FHE filske F8
b Qo] Hm glew, 11 F Staphylococcus
ureus(SA)= =& 7 {99 =8 7 By

FH A7 F sz gEA U ¥FE gR
to] Bubea @A g gAA X8l & wke-
fod & 3AE Holx|vt & A|&Aolq ¥hEAH<
1 ZA3E Holn AF =% g8 b=
e} (Cafferkey, 1991).

Rifampicin® W¥£°] Staphylococci &%
treptococci@F | 73 FAHE 7iXBw Eu
A A Zhdel] EEQ FAYAR AME-EH oA
1o, Ciprofloxacin® = ¢ Quinolone A|#|
1Al MRSA(Methicillin-resistant SA)E =g
Y Staphylococcidel 3 =& A g9 A
o] ARgE 1A %AcH(Stephen &, 1991). 28
} Ciprofloxacine|\} Rifampicin 25 42z}+¢
L2 g WA e 89 #¥o) dle AeR
la¥m 1 ARgo] AFHF fHWorking
‘arty Report, 1990).

ofg] Hael 93P, Mupirocing ®lF F&
B F9 IR0 FA =X Fo N niFolt v
Lol EAsh= SAE AIASA SAd Q¥ =& &

T o Beide] A =g Fole v AHA
o ¥ oet e FAAe] mat ATE #Ho]
e T vlnd 2AEo] AL kA3 X8 dyem
aeiA dvH(Hudson %, 1994). Bernardini %
(1996)2 =& &7 599 mupirocin® 4 X
gozH SAd 9% = 27T #HFE B opz
SA°l 93 Baige] By vxx FY £ YATn
Bty

HAg gAY ABoE EFeln =B 27
dolut Hsteld Ahe] A&Aoln ¥HEd wee
AT =3 AAE ook at old Ao =
# A Aol ¥A bone curetted ol-&3ld =7 &
T 299 8d H9ol curettage® FozH =&
AA flo] AIE N8E & USUvhe Hart U
HZiauddin 5, 1997).

ole] AAEL EoA B M Bzl
S &7 A B A vix 2 A9 7
€ ¥Mstn, =& &7 #EY el oA
mupirocin T4 =¥¢ F-44E st =7 A
AZF DAz vEAQ &7 g U =3 A%k
9 & &9 T2 73 BNt

CHAF 5 dked

o X O

£ A7e 19939 10958 19999 29704
digm oo Hdeln v ARdes
Ak itn B 2ME ARG &2 F F3 e
139739 848 ddez i

=8 T AYL B0 vee v FH =
E o] gAY e #Eo] & W2 FId)
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Ax F3lEd A2 dHoly Fie] 93t =@ H
g Rl glg w2 FFHAHKrys 5, 1998).
Haogo] Ak 1) HFo] AU olgH &H A4
4Bl e AF, 2) TEI FAo] vee A4
3) 9] wEE X7} 100/ml ©)/golx o] F
g8 Y17t 50% ©1 Ldl, 4) 17 Gy
FA Wik HA A #5729 By F 27K
olge] W& w2 A9t th(Stephen &, 1991).

=@ 7 299 dIEd gAY, F =8 3™
7 = Buhgdo] g Sl AN Hi URHe] 1t

< T TS | 474E 1ER 3a BAl
o BHAEY-E A =R B g TFANHL
o, &3 @A Y e Bugo) JAAE B
F 23 ool thA] HAE A9 237} okdE 13
2 3k

=3 & el AGERS u FAA WS
n#sld $AHCE  ciprofloxacin  500mg¥
rifampicin 600mgs 4 15797 ¥E Fo43519
2 HF Add] gt Aol e TN R A
st

27049 oW AR FHA 33 o =d &
T 3 T H3lEd de] wHEHAE wo =
T F9 o] AT A a8ln A4 de
A Agel whgo] fla FFEel ALHE At
Ae = A%Ed AP, =F Adkee
oM =8 7 9 HY ¥99 g7 & 54 v}
#Hste] 27+ 9 BE F9lo] A FE AN & =8
< =EA1Z v WA 9 ddi(external cuff)E
7| Fo] AAsL(shaving) =& 2 HE %99

Table 1. Patients characleristics

vl A d] a8l povidone-iodinel. 24 =8
%3 & povidone-iodine A=E 208 7}

2 B sekad 29d 44 s 2 %

2P os

& B Hd# =F 78 NEA dos
o2 =@ Hehgolgtn HIEPY. =8 &
93 Butgdo]l FAlel ZAE Sxl= tidol
Al sttt

mupirocin 93 (ointment)= 1998 109
B 19999 29714 &7 A9 Ao gle
HAle gl 471 fle X 1793 A
T Ao HYE oy dA &7 K99 A%
A % Ee 82 222 oY =3 23 %
€ 458 7 flo] 349 A¥e] ady ddd
2 1T8& 7249 FF3e] 1594 338 =3
T Bl 34 =¥F F mupirocin A A -
o] =@ &7 A9 NEE vt

Zb 2 A atele] feld A5 Chi-Squas
test9} Fisher’s exact testZ o]-&3lgon,
ol 0.0577Y W& BAFew fofsivhn &
3Tt

N oof Lo

!

ZRNE

F g B = 13990 dR) 851, «
A7t 54¥olw] But £AE Alged FAle] Hi ¢
He 51+ 12490 F FA7]1hE 2401 BA-I:
ol A & WF HF TS 17H4N
OJATHGE 1).

Number of patients 139
Sex(M/F) 85/54
Age(mean + SD) 51+12
Total peritoneal dialysis time(pt. * months) 2401
Mean peritoneal dialysis time(months/pt) 17£41
Numbers of patients with PD related infection 80
ESI only 13
P only 44
P and ESI(concomitant or alternating) 23

Data represents mean+=SD
ESI. Exit-Site In {fection
P Peritonitis
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lable 2. Rate of PD related infections

Exit-site infection Peritonitis
No. of patient 36 67
Episodes 105 112
Cumulative
Incidence* 1/23.0 1/21.6

* Incidence is expressed episode/patient * months

Fable 3. Causative organisms of KESI

Organism case (%)

S. aureus 26 (48.2)
MRSA 13 (24.0)
Pseudomonas sp. 11 (20.3)
S. epidermidis 2 (3.7
Klebsiella sp. 1 (1.9
Serratia marcescense 1 (1.9
Total 54* /105 (51.4)

t. Total episodes of exit-site infection
*. Culture-proven cases

MRSA (24 0%)

Pseudomonas sp
(20.3%)

-J S. epidermidis (3 7%)
y Scrratia marcescense (1 9%)
Klebsiclla sp. (1 9%)

S. aurcus (48 2%)

Fig. 1. Causative organisms of ESI.

Streplococcus sp
E colt (11 %)

(12.9%)

\chbsn:lla sp (7 4%)

Fung: (5 5%)

tbno vulnificus (1 8%)
’seudomonas sp

(18 5%) Jthers (14.3%)

Staphylococcus sp (28 196)

Fig. 2. Causative organisms of peritonitis.

=8 #E FEe ¥ FA7IRE 2401 A4
Bt 367e) Aol 1058 HAYs I WlEE

R

[«] Q
E%‘T*

1/23.0 A-AgolAn, Hode 67389 Al
A 1128 S o WixEE 1/21.6 AL
YERITHE 2). =% 27 293} Buido) FA9)
AT Sl 3 WO ol md B 7dd ¥
A

=% 7 2499 10531004 mek HAE B8 9
ol =2 I A%+ 54 1 F Staphy-
lococcus aureus(SA)®+ MRSA7Z} Z4z+ 263, 13#)
2 A9 e AN Pseudomonas %
o] 11el Y3 = 9 Staphylococcus
epidermidis, Klebsiella sp, Serratia
marcescense °] WEFHAATHE 3, 28 1).

=% &7 Zge] AR 3619l #x & 299
g AR 82N Fx=Ho] ¢ o]de] wHE 3t
& Ut X Feoll WHSIA] o vbE gigdsle] =
T AREE NAT A= THo2, 548 MRSA
8y, 2% Pseudomonas aeruginosa®l €A
vHE ZARATHE 4). 78 5 3%elA revision
F =% &7 o] Agsden & 4L A
o 2 HiE AREAT E I He 4ge] A&H
o] 22 =f WNEES Al on UrA] & B
22t =8 A8E AY BF S0 &1 Y B
H(internal cuff) F9 A A&H 7P 4
o] Hol =g A3 AAT F oAl =3 4]
Fe2 3%tk o] A W FAoM Al widk
AR F G 73717 14.00E B2 ¢ o) 39 &
T gL i

1998 108%H 19993 2974 mupirocin
ARE 4 =X I 3M9ye] FXE AWEY, pre-
mupirocin 713t} &F FA7|HE 6877/l Ua
1 7IRMERE =8 7 A9e] 543 HAYsle] WAy
Hse 1/12.7 8471492 YERGT mupirocin
7138 AS- F FX712 136 SA-INY Bt 439
WAEled 1 Wixrl 1/34.0 8A-HEE f2E)
22319 eHP <0.01). mupirocin AHS- ¥ LY
48] F el T B FAA WE HAgE A=
ol el 7o) WHE ko] HAY] e AR 3
B5ol\N Pseudomonas aeruginosa?t M=
ok A0 &7 A W¥go] I 1739 A5
ol mupirocin A o1 F &7 o] 1= T4
3R] FPUHE 5). Eukde] 79 premupirocin
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Table 4. Results of catheter revision

Episodes Organism Post-revisoin Treatment F/U after

of ESI relapse for relapse relapse (mon)
Case 1 3 MRSA 1 Antibiotics 15
Case 2 3 MRSA 1 2nd Revision 17
Case 3 6 MRSA 3 Catheter removal 10

& re-ingertion

Case 4 9 MRSA 0
Case 5 5 MRSA 0
Case 6 12 P. aeruginosa 0
Case 7 4 P. aeruginosa 0

Table 5. Results of local application of mupirocin ointment

Periods Episodes C L*
ESI peritonitis ESI peritonitis
Pre-Mupirocin '93. 10.-'98. 9. 54 18 1/12.7 1/38.1
(687mon)
Mupirocin '98. 10.-'99. 2. 4 2 1/34.0 1/68.0
(136mon)

ESI: Exil-Site Infeclion

C. I: Cumulative Incidence

* Incidende is expressed as episode/patienl * months
tP<0.01

Culture
nogZ tve(i) E.coli
S (3, 25 0%)

Catheter removal (12, 10.7%)

S. aureus (1)

MRSA (1)

Fungi (2, 15.3%
seudomonas sp.

No catheter removal
(100, 89.3%) (3, 25.0%)

Fig. 3. Rate of catheter removal in episodes of peritonitis.

712F Eob 189 sl o MEE 1/38.1 A 3 To] THE A= bdEl= Staphylococci T
ML= UJelds, mupirocin 713t B<tolle 28 3 Pseudomonas #E°] 247} 158, 10812 %
drEle] 1 WIEst 1/68.0 BAME R Aasie & AN, 2 ¢ E coli, Streptococci TF
R #grt Aol BAREE A ¥ Klebsiella &%, Fungi &°] MF=AT. Vibri

Huledo A oA A 13999 & BAIZY  vulnificusdl 23 EEigo] 18 Aew o] AS
2401 MY B¢ 1128 2SI, WY AAF HPFoR QIS WY 39 ol AFSRIRTHIE 2).
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Eulglo] HARt 1128 5 UukHQ FAYA| A8
o Bg3le] = AAV oy A= 1282,
128 BF M2 & SA2A gl o =&
AAEL 10.7%2 JeEPga o] 3 62l A3l
I 6l ¥ FMoz AfsGr. = AAL
#Ed 99 #F2= E coli%t Pseudomonas 3t
Fo| 4z} R P Be 948 A, AF
Zge 9% A$sh 28, ZElm MRSA,
Klebsiella oxytoca, SA7} Zt 18] Jduen ol
SHHA F& A5 18 dAH=2E 3).

d
AN

i

7] Al A 34 X Fe 4 ©)4 (renal
transplantation)e] A%t o] & 7itlele Eghol Al
Al &% (renal replacement therapy)2.2A <)
Hup BMo) AL HA Frkln e FAlejtt
Hul BMojlA #xf AESL Y BN FARKA
vt 7|& =9 (technique survival)2 9 4
Hoh g8 Aoz deid o =@ 7 AaH
A3Ed 71, Teln el & ) Rz gdd
Ao olalgt 71& Ase] J1Y T Ulolr}t. =
7 AET BE9o) B B4 3 FRA A%
g FHEE 7ie AN, J2lxn APTES] FE 81910
ghe AL & ¢eizl AMdeltH(Copley, 1987).

Staphylococcus epidermidisdl] 23+ gL
ekt =@ A4 W) W 3y vwst A
tAoL) ojg| gt Alxglo] SAd o & 7o
U Beiddle A9 adt gle FeE EuHu
tHCanadian %, 1989: Holley %, 1994). ¥
B B4 oai, =3 27 #93 B9qe] dql
AR SAdl 93 IHEN 1 A4S ZARIA
=8 SAdl o = 7 AEF dvd End
WA A9 oF 1/2004 =% g3 Buide] A
<+ A3k (Davies 5, 1989: Kluytmans 5.,
1997). ¥l& SA #%-& Hut 4 fxjox Bupg
wAye) 17-35% e FABAT = ge] A
°8F 45-60%2) £& ¥IEE Holn 53] SA9
9% 7 gz BNEHAS A 2 RxE b5
80%7A Z7Vehe ¥aw JYATHPiraino, 1990).

497 - 229 - 849 —

£ AT ZFME SAd 2 EogL 16.6%=2
O& ol ¥3l ey =9 gete] A9 128 3
2812 16.6%9] ¥mA] *e NEE HYn 233
E. colit} Pseudomonas @39 % =8 &eho)
7t 25%2 A JdER, ol o B A3t
FEA FAo=2i Eutd @Al SAY MRSASH
25t o injsle] ofe) F3 $MHom AHHPA
FAAE Ao ZH MRSA 23 Hetgde z
71l F&3] A[FHUA7] R 2 FHE.

SA9] BlF Ri(nasal carriage)d =% ##
e I AEE Fielel A daldl B &
< A7 APHAAUAT. Luzar(1991)= v A%
A Bl Bep BAG 8t mak Q) o) de) 45%
b ¥l W ExA g RdAk(nasal SA carrier)©]
W P #xte] A 7% vE W 2 7F
BiAetn Bosigon, olyd HiAelA =
3 ko] 0.48/8Aa whggh v ) B}
A= 0.18/BA/ ez FolaA e NER W
AL Bastget a8y RE e 3 7
go] A£Ael H)lF BFovRE WAshe AL o}
Y giiEe] &7 gdol olHel R wit
SAgl o] ¢¥l SAA WAYSATHE Ris
g1} (Piraino 5. 1993: Keogh, 1996).

Byl 2420 gzle] v @ @ 719 g F
29| AgE HE2YA Rspe vHEAQ 7o) 9
e A% Y ARE A3 = AAE 1A
€}, o]8 o] f2 Q3 <Pzt A7) B #
AE JIA Hd. dWE e g rifampicin®g 2t
gHog Fodla o ARE A7 oy 23]
SAY U4 Y5& REsld A Algo] AjHo
AHZimmerman &, 1988).

Trimethoprim/Sulfamethoxazole Al &gt
£4 Ao M SA FIS dsly] Al AREs
AU, & Hae] w29 237k Trimethoprim/
Sulfamethoxazole® dWAoz XA AW
SAd o3 Eutgd o] FA3] Ao o
B3 ae A7 A B @4 F SA 2aA
FAlM T BAH R Fofdt AHE Bt e
I o) oWy A= A T F A 3N
F¢ 71 AWEHn olF Hx At HAEE
& = K Swartz &, 1991).

=
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mupirocine Pseudomonas fluorescens®)
Wy Eene 3223 Ao B JA e AF o
2 38 TZ2E 7N Yot mupirocing FE

a8 GATF, 5 MRSAE X389 Staphylococci

TE3} Streptococcidl 83 ¥ a3 AT
= g ki

mupirocin® EAH&<Q & 7IdE A
=, ol #9 isoleucyl t-RNA &4 E4E 9
Azl F2 A -&(bacteriostatic action)s
AR A BEX 2L e & dE Fk
wHEo] FH gz A ZE(bactericidal
action)S YERA B (Doebbeling &, 1993:

=
=

Gaspar 5. 1993). A&d AFA Perez-
Fontan 5(1993)& SA ¥]3 W HIARl B9 &
Al gkellAl mupirocing ¥[F W w4 =X g

% SA°l 9% =F &7 AdH Fug, aEln
SA H)F B9 74 5& ARG, 22y
Ay vhg o P9I a7 AT g 49
&) 238 Z7F8I¥ 3 mupirocind HsiA< W
4 57t F7Fkch

¥ 02 Hud nE2W 26749 SA HjF U B
A Buk B gxE g oR 59 < oF
23], 457t mupirocin® placebo® v]F U =X
glo] A3 Az SAd ot =¥ 7 HEL
mupirocin TollA EAHCE FosiA AR
1(1/99.3 A4, 1/18.1 3A714) 23 &4
ol 218 el 7%=, mupirocind] Dk g &
Ex glivk Badidt)y, ey SAdl o By
2] FH= BAA felAdol siick(Faller, 1995).
22 Bernardini $(1996)& =% &1 %9
o] mupirocing I4& EX FgozH SAd 9T

i

iy

=% &7 29 ¥ ohlE} SACl o Hueel 2
A REs FY ¢ UAD SA g o7 = @
gol ¥ieAx) #Y 4 AT Baskdn o
2 HudME 9A B 23 Eded o '
3o o3P, dFe) 33 =Xsh= A v =
Fh= Ao AaE vndg A 1 Bt U
Ao w Jelgteong @A mupirocin T4 X2
AAQ) A3 R Aol g At BA gL A
& B o YA g3 23 HNsE ZaAF)7] Al
Aoz 1379 33 =xde Hol wigzsit

353

o EF3A T (Elias 5, 1998).

a7 248 BY, 13Y9) 33 =@ 27 B
#ol mupirocing T4 =XF 3492 A4
A A B8 27 A9Y WRE 1/12.7 $A-714
°]Q3, mupirocin AHE- 7]7HEt= 1/34.0 8
A-NER 1 RmsE Zrasigon, Bulgde wy
W% 9A] 1/38.1 5‘04—711%"1]’\1 1/68.0 A<
= mupirocin AHE- F Ao

=% &7 A4d9 2% mupirocin AR Aof 2
AT b4el F N AAPE 308914 o) FHE
I3 F 243(80%)7F SAC 97 Ao= vEhd w
W Bukle] A4 o] FE AL 124 F TeElolw
1 F SAd 93 gL 28(28.5%) E3tsio],
mupirocin AR F HErde] Wkl Mw A A
Ao2 mupirocin® EFetue B F Qloh EF
mupirocing AME3 349e] #xl F ol =
ASES AP} Bzt 2 Z3hEo] glo] g
mupirocin ©%9] g = B3N] e A

o8 HoAF, o] =# &7 Y] Ao
sl A 17%49] 2% mupirocin AR o[F BF

AN T ele] WAEA By SWF HALw
e AR Hop & &7 Zge W mupiro-
cin® o1 =X = 88 Aoz AlgHc)

HAY FPA A= T8t AEH, whEHQ]
=% &7 A9 2Ae vt g Bage
2 Agsn AT =3 AA 2L AAY FE Fe
g £Hoge] HEg 2wt =@ T 59

= d5Ed px ARt A T 84S g0
A gtk & sinus tract & A9z @ B2E

(epithelialized portion) &7XZ%E 4-5mm
of B33 sinus tractelA € ¥ 7bxe] v
] H2e MF 23 (firbrous tissue)o 2 TAH
o] gled, AuAER Gzl FEA FdH<
AFE F7](cell cycle)2 18] @4 "ﬂE A 7]
Bol A# 2Hos TAE REI ]7401
Aol e g4 L FAo £
"o (Ziauddin F, 1997).

T 7 Aol IS W =7 799 &
% 2 P T2 A83A Ha wref o ddlzt
o] ztdo]l A& G A AT EH
AR & AL Aeldt, o]3F ABox B

ol kl

Ea2
<



—uEd Yl AFY - ARE - AGA A9 =

Tt ol A&HAY ¥iEEnd ade =
& AAdNk Fth AREL o)HF FAE UL
2 EF A gA =3 MgEolge YEUE
S 58 AEE ARFoEN =3 98 N
& Y F AA ZARIA

=3 &7 7de] HA 33 ol wEH A
THE Ao E B AES A3 A 6ol
= 7‘1]74 o] %}‘é% AR F A9 18 Z
T AA L ANALS sRen 68 B F
”3% 22 &# AgEo] Bestyoy 6% 25
A o]F ¢ ol T HEL jid

B A7 A9E Fgsled 2a =@ 7 7299
72.2%7} SA° 2@ Zeg Z7]d AAE A
ARE FozN dFE 4X GJn 5 A
2 wkgslA] @ whE 7gsle] =@ o] ¥
o] e Afolx = A¥&E Falo vud <t
Adtn FHHes XA 7 AAdE ARE T
QY. a8l3 3 &7 299 mupirocing It
gRog A X Fozy SAd 93 27 74E
S A BE G $ et e ol =
# A#&3 mupirocing] #A7|1FH &3 2 &

£ teiMe 2ok Be #xed gz s
7‘“*731 A7} odejor & Ao AYzhed

i

o)

.HJ

=] ok
4L -

Bop 248 do B4 g Al o]} FA 27
2l Agte] a3 X7 WYY sz 43U &
ot AL Qe B BAd) bE o S
& Fole o] FHo|t}, ey =8 &7 A4

ol Hel 5 £ F Pge oHs =@ AlA
Z A% B B4 FEE f¥Ehe o 94
o] 51 ek,

dist oAt FEgdelA 19933 109+
B 19994 2974 Bt BNE A8 F 38 7bs
3 13999 SAE o =i 7 g4I 5
dol wy Wik P A FF, =% AAY e H
2Jo) @3 T A3kEe] A& 1221 mupirocin
ointment AR Ad} AME Fo] &= FT Y9
HlE xlo] & F3F A8k

=
N

87—

ot 243 A F SA-FA471202 2,40170
Yolom = E7 AL 3619 SAtolM 1058
DAsle] Wby HIEE 1/22.8 A Yola Bt
e 6799 galolA 1128 sl 2 WEE 1/
21.4 gAY R et dioke 273 7399] A5
AukAQ] Fofol] 2t whgs P _‘l‘/‘r gz Eg3] =
T A= AR T He WELY APd
=4 e (Methicillin Resistant Staphylococcus
aureus, MRSA), 2%-& Pseudomonas aeruginosa
ol g FFolAdrt. revisionFE 39X HFGo]
Adsig ot 3 He FyA 9 vtz A{EHJYn
3 #e second revisiono® X matgon uw
2 g e MRSAO| olgt vt zigo] A&x|of
A= =@ AAY BAld =3 AAAE AlgEiA
o Ao tig Xg F B 34713 14.000€
9 o ol & A9 flh 19989 109
e 19999 297k mupirocing T4 =X 3

34ge] #zE AvEd, pre—mﬁpirocin 7]7te
F FA717E 68T/l O ZIEd =8 &
T 7o) 543 st A WimE 1/12.7
ZA-MEE ey mupirocin 713 ﬁ“l* 53
EM717r 136719 Bt 48 Asle] o wlxst 1/
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