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A% dlnel JUARY ¥E, M4 FF a8n 2
A dFE EAL= g 494 A3 T vl
ZE &ole] A4 uid 109 2-35022 A<M
2o} 108 H& 2QHIEE Reld olEF A w3}
AFFFo] 71%E tiF2g Az YoiAe 24
AMFA ZA3HE 10%, THEEAA AFTAAYE 5% ol
A gich wkde] AdddMe wlAEE AFFTol
20% A= A/,

uAEE AFELL YPHe2E 2HROEXR
of & wkg-g ol Yaort vlE AUE Bol
3, AT AFHeZE AYPHR] ¥ EAL JHA|
3ok A oS glnR QlE dehve €4
Zo o8 AABin B5 ok

RS AFFETY 7P 718 WeEde 'd
Wylolth gyt Avje YA o YEstA &
HA4 AURE AT AQriHe Fel, 53] T A=+
9] 7% oo Az gty 9in= EF A
o FAg FyEA Hed AARE axIEF,
o) ¥Agn gzlel wE "ANAT #AY AY
T ZF7t Fol vEhtA ok WA Pl Al &
Wy o] 22RstE JEhds ItHFig. 1. ol 4
Z3 79 HejAele g oot HAF A5 2w
o] #welE 9% A7 xR AR e &
o ¥}

Chill 7 o] HO|(Pathogenesis)
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Hemodynamic Effect: convectiono)y} diffu-
siondl 93 A7t do G Ar] HES HAF
7t @& o7 ¢He FriE duidalyl Folg
F Ut

olEF mAREHA B4 dx NG W=
36A9 2718 7 4R A7 A™gHoz Zit
"ok A A4 AFFAS AL Q' SdEY &
Aolrh ol2g AlrA|e] Wiy Ar)E e By
71749] ez d9stn Ao Shalhoub(1974)7F A
+ T g9 988 FP9A AR T 497
8] 71%el dAEE F98 4n UF Tl o=
A, T 987 4A4%542 Hodgkins Aol =48
3 AFFTe] & Futdve A, a2ln WY AAH|
AR Z wrgdteE FEE U T daFoA
= e o2 cytokinesdl| g AFE v 2o

1. Vascular Permeability Factor(VPF)

Lagrue(1975) o] nAd3l $oleo] w2y o
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12 kDa® ©¥-& guinea pigol st AP @9
Exdde]l ZFUlElE A& YL Tomizawa
(1985) Agg FHole] PBMCOIAM A3six] Yolm
VPF7l F7He& A& #1st9dt. Koyama(1991)
dA #otel T Y312 hybridomag WHEe] 4%
dog FHoM dd¥ng FEc

2. Charge Neutralizing Factor

Levin(1986) 5ol &ote] &3 AwolA Ab7A
goo SA3E FIAE 4AdE d 99S T

3t
3. Circulating Factor

Dantal(1994) %<& IgGRrt} =1 IgGe 2348
& ohE 100-150kD 9] HEAFY] &AL FHel
Fogte dling FEAZD Ao Add AF
¥ 3% protein A Sepharosed] % ¢ulg o3}A)
#A BHE F2AA circulating factord] EAE F

el
4. TNF~alpha, 1L-8

Bustos(1994) & Ay 2HZo=
Z3 T #oldA TNF-alpha’} Z7F8A-& Bs)
718 superoxide AHE FIAA 7|A e F34E
& 7ML APTA AHAE S gyt o
ol AHez Add9sln Ao Garin(1995)L &
IL-8 #AE Foqste] AFFL Fob T-AX wWF
AEdE o) &% vl g FHoA Al Ik

e Al

ki

5. Soluble Immune Response Suppressor
(SIRS)

CD8+ A EollA £H] =9 110-150 kDad] I7]&
e 922 immune hyporesposiveness ¢ %
At AgE o FViE D s ol A3
712 SAR &4 FEos FRIAeE 4%H
I o

HLA 393¢] #A= Ravt o] AT 23ux
of wz}, dia QIF] wel B o] Rojx U4
9] WYr)de] ke gdine] 99 Bre gl
o] A3z vEhde 23139 #gE B4 Qo IgG,
IgAe] ¥AAE 2448l IgM Ae 718kt o

H ToRE Hyo] BEstm wAAA HAE
¥ isotype switching W&o] oldrs} Azhelx gt
Y HAE Exgo] nlud o}l aF wjdoe] we
AAF B I, 283 Clg, C2, C4 5o Adixlo] 74
718e] F7tkek BAUC

ot
I

NES SO
1. 825

BT AW YRy ¥Fol lod AFEAgt
o] Wolxu AR ool dojuiy, HAzto
%°] renin ¥4{7} Z7MEHA Na #3271 EAH
HFo] douhe Aoz HAgstugih
1) ASEZ Eoje| sioyz

AA FHst] BE YAFo] HAA At g
ol YRE 238 7t Ho e FASE Ut
2 oA HdF3FEe Al gaE Ak B
. AREE Atz BER FEolFo] dojuEd
A9l 20-25mmHgolA] 8mmHg7tA] ®Eoizjof 7}
3t, ZEZolE AFF o|uwdHANL AYRY ¥
Fel A dolutm, IRV Fos HARS B
natriuresis7} @ojuz] &l Ax oy o]
Zastd A 9w gAEA o vl
g Hl&E AFFAYe] AsHA ok oYY e
Edf golge A4S FAse A7) dREd R
.

2) Renin #|

Aol A AstEo] Qrh wEkd ACE oAlA
2o W& RolA ¢kl natriuresis7t LoiviA &
=tk olxrt ARERA 47 AFHI|E S o
AL YAF F7tel ©hE 2] AA Boh= A4 o
7} F7HEA macula densadl H#F o] F
7+E B A renin £4]71 JA €tz Ao

olgigro] HEAY Ziol WE underfill F A
go| B&EE7) uZd overflow %% 7|3& %
& ot

3) Overflow ¥&

dlrl oW olo wel YA oZ Na FA7}
dojubAl @k wEka Ydggo| FojvpAl Ha 2A
dgoll o Azt F7tEo] BFo] wAlEA ok ¥
Aol ol Adel A9 ANPe wui7t #32=

of ot Mg

>
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3 ool JFPH AMEel e FEAN AJE
cGMPE %tEo] WAl €tk o3l
sensitive Na channel® B} Na #j4dg& F7}8A
#t}. ¢cGMPE phospodiesterase(PDE)ol| 2j3] 23
go] 243 Hed AFFLAA dlixrt 7t
A ulZ o] PDE &4 4 %7} 715 cGMPr}
AslE)7] wiEo] A< ANPO g#o] JehiA|
2&) gl o] Z715o] % natriuresis?t Yol £
8t Na #3171 4714 "k

w AFFEFE el B Ue
underfill Aejelx JYehtE 7PHA @A 23,
angiotensin I %7}, vasopressin %7}, endothelin
Z71e}k overflow 7134 Ad4E PDE &4 #xlo]
Hitdoz ZgHA et AR olFsta rh

4) A7

(1) Na A& A%

(2) A - B3 AS} RAS 843 oA

(3) HT FH

(4) oA : ngT U

(5) ¢RF oA HYPFS : EFyt YAIF ol
v go] 3ctslry] wFel & Pad Aot AL &
o ez u¥e 46%, HZE ¥F 40%, INa
¥Z 17%, TEZAS ARHde] &4 Utk

(6) ultrafiltration

amiloride-

=

2. HEMEE

Ao} AFFF FololA] FAYAZFY TANEE
Aole vl @A Buxe] wel 1.8-5% 71X B
gen, A9 AF HAd Y, #Hey 4
1R YAF Fo] Fz yehdrl HEW A
ol AztsA glol eSS ol FAEE
F2 Pold] H F7)/AF 2UE AAE 19% 9]
A7 R E & NSFE Foldlx HHAy
o] Ax wuzE ¥4 L4 UAt%u ALE
. gAMAZ0 4A AVe 71He tE 2ol 4
53 4 Uk

1) §AM 2%[2{ ZJ7KPlatelet hyperaggregability)

(1) 83 LDL cholesterol®] F7}

(2) 2F4Y ¥F : disdel g dx
GPIb-Ila &9 =2 243t AFEA H
o] gane FHEE FUt Al

[

i ol oy Ri ok
>,

ox o o ~

L
22

3]

ol

Lo

(3) AgRTl ¥F : Arachidonic acid= 489l
s Agste] Ay sty AYRE Yoz 2
4 arachidonic acid?} $75o] watA  throm-
boxane Az AAde] F7IEThH

(4) a9 S48 44 82HL sialoglyco-
protein®] 4o LHI}E Hu Qle=d o] &
A vWFel 439 GPIb $8alete] Hfol
g

2) HAmo| §iiy FEM(Platelet adhrence) &7}

vWFE 3718t d4e $38% F78i7] 9
ol FEAd 94 g A& AT HRadol
dave] #EAME viE] HAdy] el e
vWFet Z2%8 o3o] glo FaAS do d4 ol
o A nXAYS(E3 LDL)oZE d#H WnA=E
7t &4l NO A4 Folirt dx d4we 843
T 29 Ae(¥S b-thromboglobulin $712 &
FEhe s 340 F7HE & U0

3) Mf2 MM(Fibrin formation) &7}

(1) /L2245

(2) EEW A4 Z7} . antithrombin 119 8 Wl
AZ7HE 83U 7gA0t dojuARt ohE FEERA
¢l alfa2-globulin®] F7t=lo] 97|17t 48
$ngA Vel VIIIY F71= ¢ ddol €k

(3) e &3 i MdiaY 7, alfa2-
antiplasminZ7}, 459 ¥F(LHE 7| plasmino-
gend AH4L Ao xzR2 24, Lpa) 7t
$ol €]lo] gt

o)L FHFe XNJ e thgI o] goEs 9l
=t

- EEY gAst oA gz g o
(antithrombin III ¢} ZAdsld EEH w|@43) =
eyt Hzhgo] Ha wivirt 1 HEXF HA™
o] AHg-dTh

- EE¥ A4 AL coumarin A

- gAY 7#A fibrates AHESE 20-40% 7
A #2HATN AFFFHoME 4F SE

- MeA 23 8% ¢Fv(plasminogen? EHX
1AD, Lpla)Adt 8] ACE A A%

3. IXEE

AFFZ Polo] Yy AFEEe 5HFL =
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HE3 $A429HTG)el 5713 VLDL, IDL, LDL
3 e gxgde] Friste Zlejth wide] HDL&
W3t gAY 238 Asd AWE& HRAoh apoli-
poprotein FoA¥ apoB$ apoC-II7} F71stxn
apoAE Aslgch o9 2 F AF9 ¥E o
& FRE AgF.

1) ZHIM XIF MMo| &7t

AR P g wALFLY At AFo]
sjo} VLDL, LDLY} @& 2]¥gule] o] F7td
=3

2) O|#CHAKCatabolism)2| A&}

Zxghilel o|zlgirle] #Aqs= EATE lipopro-
tein lipase(LPL), lipase(HL), lecithin
cholesterol acyltransferase(LCAT) %°] &t
ol &4 BAEJ Asdrh 53 LPLE &4
RBZAAE apoC-1I7F BR ) apoC-112] AAZ
#2484 apoC-1I 7t Z718t7] wW&el 25 LPLY
A=t A3Ele] chylomicron® VLDLY Sl& 2
A Ao Byl axHoz o]Fo AA R3tA €
t}.

EOE £ LDL# AR 2jXddez 7oA
S0}  apoB9 apolipoprotein(a)® TAE
lipoprotein(a)(Lp(a))7} S7F8ke Zelth. Lpla)s
atherogenicity$} thrombogenicity?t %ol 4383
FHZo] Hgld F8% d€& vtk Lpla)t $7Ht
9 plasminogen? #A3E A3 plasmin B4
< AT "t BEZ AE F4E JAs
TGFbel RAE AAsHA sed died nAddo
U A& 2# atheroma F°] |44 AEF vk A
Aele] S ¥EF Tt 20mg/dl Tyt ojx|gt AF
F39 BLdE Fole] 60%7F 30mg/dle)dE Hol
T 17%% 100mg/dield F7HI7IE @tk olEe 2
thale] AAET AYEY FFo| AN HF4stE
= Aoz nFo] AHEEY HFo wE Rl A4l
Z7150] doju= Aoz AztdEch

gZx A Fvle FA3HEY A&HA A&
o Hest gohE AHelA &7t Bk AA AFF
Z @olojA Ordenoz 52 14299 #45 T2
A3 AI2AAZFY fPeE A4 wrl 284, 4¥
@ AP YYEE= 5.6W ¥ AL Ba A
AT ol5F A= 12%0 E34&a nAw3}

hepatic

)

ol

=

AZFEZE PolgdMe nAFYFE Hole 7|3t
4R 7] & gEFe AY=E XYY EF
et WetA lovastatin® S AFA3 GE& A}
48 g8+ ¢eA 2o Lpla)d Af-de AFEAs)
GBS ARHE YFX 7 oA @7] Wi AUF
Fato] gl 238 HFHA AR FAEE F
oF & Aoltl. {2 ACE YAAZ 371 vke &
27t Qlok

x| B

oAt AFFEE AR BHL Jted we #@
e sl dinrt &4 HESE st EFT A
< oPPaeg 3n, AL WAFa, A=) 4% F
8-S HUY Fol=F sted At

AgHEe AFTA HEE I 49 AYHA
9xE gz, webrd kel s dojus o
2 53¢ aAse A9y v HoH e din

FolAY Do wet g H e F4E AR
Bxejlog Yes Jith

e

1. 8o =F RB(Immunomodulating Therapy)

- Corticosteroid

+ Cytotoxic drugs
Cyclophosphamide
Chlorambucil

- Cyclosporin A

- Levamisole
2. BX ¥ (Supportive Therapy)

- BZ : Diuretics

- gy 9 YR ¥F
ACE and ACE receptor inhibitors
NSAIDs

- Aol ay: A o]

- #4

- 244 8%

- gRAAF

1) BHY 28

(1) 281Zo= 8%

g S AW AFFTe] dat AEs &
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HZ2olER o|FojA}, AolollA ISKDC(1981)d 2]
& Aty L9(prednisone 60mg/m%/day for 4
wks, then 40mg/m?/48 hrs for 4 wks)o2 &
A =W 8 Fullol 93% 7t BAME RHolA|uh, AA2
T W Bole Fol tiRgo] AFAAF 149 @
A AHE Boln) 4771 AUd &4H BHE Ro]
A Aok di-vlo] 87} HolA BAE BHUs Uk
mehA 8F7 AUE 9§ Bo|R oW AHRo|
= Ag4dolzt g4 ok

AL Aopst g 2HZoE XFo dlF ukg
T7b @3 ® ®A JERdth 1mg/kg/day(60mg/
day)22 ¥-& B o 714, Hdl 6 F71A] uid ¥
AFF 16mg/kgls2 ZHYZ uiy FEdFn wjg
0.2-0.4mg/kg/48hr2 7Ztekslm X g8it) ojgo] 3
2% 79 75-85% ol W& Holm 1657} AR
o g-& Hole H9T Zo] Utk ulgky A9l
Al zHZo|E Aozt 4 glodd Holk 16
F 7HAls 7lthe Rotop @t

olg} L BYoR ANZ¥ HL AL&e 13U
AolE 60%, A3 30%, 5ol Aol 80%, A<
50% & RAdh A AEgd Lofwrd v
B3 xle] AL =gl LololA Adwizst A
A 2HZo|l= AR 7|10 e PHEgs UHG @
A7t Ao 2L £%FS ABI| 679} 65
(B4), 1252 =94 I9 19 Adgo] 36%=
ZA¥HBrodehl, 1991). 2E| o= FoE A7)
#7] Boe MM Fovte Aol ALg U 3
t}.

mebx] AoldlAe] ABRol= £HE AL
g X2 A$ prednisone 60mg/m%/day 2 vl
Y Fojste] gille] 3947 d&Hoz £4do] =HY
AYZ 40mg/m%/48hrs2 I Holxm 125 &3}
=2 @t §%& g 5-10mg/m*/48hrs 4 Ze]
7IEE fin. Ao 89S 9 Vet UiidE £
o g},

Add A 4 e g 2 78r|tely
AE5gFe] FF ALuizel Ad ¢yl wEA 60
mg/m%/day & $48%F 39 94 guin AL ¥
o]® 40mg/m’/48hrs2 ulF 4%F7 Fgch Al
lmg/kg/day 2 XEFHF ¥IE Ho|W 0.75mg/
kg/48hrsZ vlH 4F X BIEE 34, £4 9 B

ol AL AL 2Hdy XNaPes R

Y ALHE Aol FAQlel dln )5
EH(>4mg/m*hr) B dolA Adasizt oyt
7] & 179 A= 7Ideg AHE0l=s xg8&
AlZEtAE FHE QAT £F 5o 247 Yehig
FHEo dgo] Eoldoz ZJNITE FAse
Ciges

A5 LAY 2HBol= EAo] AEE cyto-
toxic EZ w2 ok

L golE RS 32 3oz Uy FAY
ofel ¥ w3 Fi= uhdo] i @y oy o
Al BZ 969 Tl 9l $AE Boln WIw3 A
2= Aodlle £%2 02-15mg/kg/dayz 29
@3] Rzl #AE It Warshaw,
1989)

1Y BAAAME v AFFE 9y L2 E
YAIAFE cyclophosphamide 2mg/kg/day F=
chlorambucil 0.15mg/kg/day & 8-123F Fojdich

zAYE AP ojAEl 288 Bolx|g AH=Z
ol AR HEF wrErolx Y= b AAATEA
RBFoR HFse Ao] g

(2) Cyclophosphamide(Ctx)$} Chlorambucil{(Chi)

1ol 4%i0]d ALAY 2HRol= &AL B
ol Y, 2HRE BAo] 48] oY XHZo
= A} o] 35 APolE cytotoxic alkylating oFE
€ 283 "tk ol HAESY EAL oA FH
7123 BERAER 2HT FACE Ao 65Fmvte
2 Rt 19%F #d KAl 27%0 AvuA ¢
gt 1253 AR 739 66%7F BEE Bt AT
o] g3Fo] golxd aug FIL duex Fi)
Foz HAGMoM Aok g} aERom g|&4
glo] MHE AUPE Bol= Fde da AR
=2 BHE doF 2HEREE 297194 Cix
2mg/kg/day 8 3, =% Chl 0.15mg/kg/day 8% 5
o3 2R o|= &EYe] e Lo APux
7b E71 A& 125 714 Qg o1¥ A 4 5d
742 50% oldo] BAE ATt Awd F$ F7t
AMR2 3 gEth Ctx¥ Chizte] Zgolu 224
o] Fxd i@ vindFE o} fioh

Fa8E i3 s AYS B3 FAIE
dted $& 498 93 UTh(Ctx 500mg/m’ iv

ol
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per month for 6 months).

#2d F e #3482 Ogd Ao

O A7 ZA¥F AHE L3 BAley FobA|
7} =k

2@ AdH B4 FARAEFL F8%o] Ctx 300
mg/kg ©l%, Chl 10mg/kg ©% 4 75t

@ Wy 54 284 wHgelt ¥y Adidcs
Ctx2 thA} 4rE9l acroleino] 23] 4i7)of ojx&
odurgsE Qo ChldlME 85 ¢t

@ AFE 4 dukFoly WEHe] &4 A
9t FAME&Fo] AF 70kg 7]E2E Ctx 80g, Chl 7g
o]l Afolth

(3) Cyclosporin A(CyA)

22|z gEHol} 2HR|= AL HE
cytotoxic &E AME-F Al I AL Y A
QCyAE &5 Utk 2" Rol= & o L
A% A48 Hed e FdEd AY
vt wEd A%E AEHez 27
A7t E o} oleke X<l
& ulAHs} AFET
§3lojof ghrl

CyA AHg9] A3 A2 gt gt

@ AHg: 2o} 100-150mg/m’/day, 4%l 5mg/
kg/day

@ 3 A9 ¥hgo] ol ALE S

@ ¥# creatinined} ¥, ¥ CyAx H7H
27(¥8F%X 100-150ng/mL #3)

@ ¥3A creatinine©] 30%9°]4 Z718tH CyAE
0.5-1.0mg/kg/day 7} &<lc},

® FAZL 715 L%og 3y BIFE &
AHH 6-12 ALF o 27080l 25% 4 F<1h

® 2¢d3oE Aa B9 BEE Y &8 AL
Nz A gAEA HEe dskE iy

FK 506(tacrolimus)?} AH&H7|%E &A% CyAst
Hls2gk g Holx §lth

(4) Levamisole

Ay siAFetez A HRAN dY B 2
fo] Ax o] HelHo], B3 T-HE A3 24§,
W ALs ol wAHEE AFFIToA AL
B g3y AHR|E ALEHE Foly] 3 AHEH
t} = Lolal shalel thr|# G Ze] w2

Lo
ox
P o
=
o
I
2
i
rt
X
>

2

H(levamisole 25mg/kg QOD) ¥ 4714%F o=
79 3095 492 £& 3195 1490 BAE &
AP FAFUFE 3709 AAe 148F 10%0] A
g A= 2§99 ZAx=(levamisole 2-3mg/kg
twice a week) @¥&7|& 3071€E=Z E8 & 47
A@go] AleE v FH7INE PV AFE BH
A g ougle zole AUTH
g7 ZaTol BEHUL

2HRo|E ALRFS Folu BHE FAEHE By
7F 97l AR 2o Aok "asi

(5) Pefloxacin

392 Wig AYE Bol Al AxE AAY
pefloxacing Fo3le] #HE Bothe Ravt 39l
t}.(Pruna, 1992)

2) HZX 2
Bz g EHE ohiyo o Jehte

7z o

17 dhEFe wg Fole
1]

=X 9

N

N

~

pa

=
B o

o o

2

ASFT oo BFS wAHsy] HH GEF A
FH A oluAE AMEIT dEs] GEE A3 A
gatozs BFol 2HHA Yot o|wAE AMESHI
g+ thiazideAlS 2o 223 loop diuretics?
furosemide, ethacrinic acid, bumetamide & A}
2314 dch E3] furosemide &% 25-2000mg 7t
A AR e FATE FAdtA o Axdfd A
T g un ZAste] ALHA XA stz dEe]
283t7] $s ng&Fo] oG ol o AHE
ol7] ¥ hydrochlorothiazide(25-50mg/day)vt
metolazone(2.5-10mg/day) ¥WE Fo ¢ Utk
A FAG FF i wE AFPLe T4
AR AZolt} dRAAF HEo] Uy WEA FF
o 500gm oide] HFHie ubFASA

oA mHHow AlgE= WEe gRUm
furosemide HE#Fololt}, Haws(1993)9] ##dx
g 17 o33 HEFAR ANH AFPaes AT
(B 12%) ZA dH@uz ==y n¥H46%),
ABEF0%), IUHEFS(17%), TFIdoG A%
AR E BFY F o] Zdste Zde AHvlsin
galdd 7HEE uRs R8s B7| dEd Abgd
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AZor A 2}y oS AFFTLNM = EF]
2H2ole X882 H4A ¥EEA olxrl 7] ufFe
g Zo] e A7t oUd AlRo Aol 3R
c}.

(2) gy 9 AU dF

D ACE inhibitors and ACE receptor anta-
gonist(losartin)

FrHA AFAM hlinrt Folos o] "
T dwt AFFFAAMT AEHoz AMEHT Qith
efferent arteiole 9] 58 A3l Al7AY 24
g9 hydrostatic pressure® @ Al7A o3&
o] AztHe] vehis F4osE MYIAL JuiHe
2 wlnrl 8ol £7] #WEY GBMY FHgddk
BASHE Aol opdrt Azstn Ut Bwinme] A
© 4E% AHVIZ GEE AF A Az vl
A verdo &% 571 FAEHor e UE
& AHE 35 50-100mEq 7HA] &<} g},

@ NSAID

chalof] Oigk AbA] ¥ae] Ry A, AFA ¥
& 4 A}, A3 vHe Fa Foz d¥inst F

=g &ve ved wE] JepgedFeld) in-
domethacin(150mg/day) &°] AH&€c}h 3HARE A
B MEHFE ARA, A Al &5 ™
7] W&o Algel Folstar vl AFER] &
=t

(3) Aol

&3 Aoz thile] wol whAd Jgith st 1
WAALE PSR o] AP 23] D gig A}
TA ¥ Ry Friz ddnrl FotEHo %
@59 Fxrt Astgch o5 4l dHFE 0.8g/ke
7HR EolA W hy EHF AL EAU v
7t 2o AAHoZE 238 FF ¢F7 TR F
74siAl gk, wetd ngd 43z AEdds @
Foies ¥e nEislE o:=ATeol duAe oy
Aoz Bo AxW AANEE FH2HE 200mgeol
3, 2229 30%vI%e) 24, 2229 10%
Ao B¥3t xMhE LDLO] 15-20% #AHU
g3 3R gole] ZgTrt ety wiEel AolsH
o2 aNFEETE 1XE AE YEL

4) 724

Zol AFFF FololA 7 AVt He BET

Nt
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< B3l fEgFelrt. 99#L S. Pneumoniae
47%, E.coli 14.1%, H.Influenze 3.1%, Strepto-
cocci 9.5%, 7IE} 9.4%, WiF ¢ttd A$- 164% = H
Froe gz Ad g =k W) Agst
AFFET Golol| FBFF it FAle g
Aoz Azt E8A43 A #4de By
-6 MEF HAE A& AFstn dz AF wholy
WAL AMEA] Holof gt

G) 2AE ¥F 9 AAASTA U AN5Y o
e 02 AASAA X AA T 53] vjAEs A

]
ol BARE YAUDZE olwAle FohALE

@ ol

{r

%
ol ZYT BN Yels W97} 7] HEe]
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