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Al Ao wFA = 7 vk, dupR o7 atg)
of AR AZL Aol QAo Folhe

4 2o 7|+

Hel vl =& kYA (none or less pathogenic)
of | BEE 559 Ay A3 (-dgr] 5 of
S-)uh, mAE E AlelY F¥ o] Ao A AL} u] A
o] AAEAHE wiA o £ 2 7 7hdye
Ao FA HE oldl st AU,

o 3tel FetAfo] Mk AT A o= HYAdn]
AEe A2 Fee Aoz vl iy
(-Zg¥-)ol A5 FH diAolgond, gsle)
A Hol W92 A (immunodeficient) (7493 1t
oj5°] A3lH <lzKimmunocompromised host
= HUY RS HHo® Ay gide) 97 =
Hol Bolzl #AlollAl= Aol EA)sl= AHATF
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T2 Tl 8] HiAtl s, BNErE, B
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o] Zxfol] TolAol wlz}(-o| 28} immunocom-
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promised hostd] F7}-) BEFolzly (-2& v
HAAE-) A4 Pl EEo) olsled 7hoduiy
=& Al E (o] &8} opportunistic infection-) ©]
soAuA Ha, ARz Agoiatez i)
A7k Qe @Al FhAA Hodeh, o] 2add
H AbRRE W Estae] 7l Ay aAlE oA
At ol BAlo]ed A o 8.9] WA o) W} immuno-
compromised host7} godol wizl ola] ek
B3l At o] & "l EAl 5o, A3} = Ao
et 7] eFg = QA =g

2. WRlOlM PASE LHS

2.1. gaztedol A (HAIEel 5|1)

71EAte 25 dufitidoll ©|®] pest house (3x}<
{1 44 7tede & hospital typhusyt -ty-
s wo] gz d7A glof oo
AEALE AV E P o 3HH FEFE#o] A
g7} BAg QALR-olA Bk, fHfEY =uE
a3l Eo] Al ot B 8 ¢
ARR-oll A o] ggo] whalslof Eipzeol % A E
£ GALA o] AP R A ¥Rl o] ok g Fuke oz}
= Aol A = st
PLEEZE dAolA de] ARSIl a3t olg-#
1950~1960 3t o] =of o} FRITME S FEIKE
(%3] phage type 80/81-)oll 2|t B 7ol
A A A o g whAsle] A2 YR E Y S Al 4o
7V &A]oll o] nosocomial infection®] HIEFRER
} 27 2 BAA S R Aol 5
WZzeF+F7de 471 £ Seax=}l 197013 )
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28] nosocomial pathogens?] ZHoz
gzbol o ko R} (oA, ZHTAL, MY 3 ubE
A-)E 25 E 2= animatedl 7 o] *xalstalont,
A 8ol AEE = device, instrument T+
2|, AT 3285 inanimate 371 &
o] A{AZ 7F7<]-T’— ctEuliol & HAgo 2 (—
75 = Aol

Z o 95 2 do: MEEEEKRES
t}A] G sted ¥ quinolin A3 3F, MRSE,

EUAR5E ve Gram 547 (o,
bacter cloncae, pseudomonas aeruginosa, Acine-
% i Serratia ¥+
2 = 2 oAl =), w9 wlel dilfferent pattern
< 7Hdel ol 7401“4 r FUHAHAAE
care unit=tct er-c- nosocomial flora% 7}?‘ of| &
Zolg Aojn] T X ol AY ¢+ resis-
tance patterns 1 M] E}E} tl2 o8 FylHo g
Z Al 8o o] 28} computarized data man-
agement system= 7tA o] S=tEoh z2la s
st G d S HA A Ysod special
laminar flow room%. 714 o &£ 70|},
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Aol Al e ol oA HAAFTAe S
AL 2z AFecte £, s Aot 7ol
immunocompromised host7} ol &=+ Af}
fiEol| 4] &= o] &8} opportunistic infectionse] Hl
3 wkAsielehe Aol A o= ol o] Flo]

AAA A AR Tl (o] ok T, ArPHAAR,
o] A 8kxtE) Fol FEle] Wol #&FHA Hlx, 2
H A g ol = Z7hA] BB A AT 52719
5oy, JA A B FEVF AV AW A+
712430 g syl ius, AW Al s+
FUHEES 280l %5&%‘%21 TEH BB (o],

Listeria, Klebsiella, Pseudomonas, Pneumocys-
tis carinii, Fungus, Commensal, Virus 4} $}) &
oq] _,]31. 7L0ﬂ o7 }\]_u]--—].l—
tion) 7} ¥so bR o
991

£ (terminal infec-
73 0] 53_’%.7‘—1 ol AAA 2 Vel
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obqiL 3, 44 a7kl HRBERIME oz AAS
AASHA| & 4 Sk, 193030 ] FERRERE
RRiRS dAe Axdes Falo] e, BhiskEked
izl 2o A7 Zo|l AY A KEHRES
2 5A] % A 2o}, 19603 o)A 2] o] En} Clas-
sical cholera(—V. cholore 7} ¥ 2l-)+= & A ¢
Eltor cholera(V. eltor7} €1¢l-) &3} v F4
AR A, d¥=dz F ¥4 highly virulent
microbesEo] T & =70l & Aol o 5
Ao] ek3l W F5o| $2] Fuo ¢ Lol x| 7] o] o}
Ualerts Azt

¢H AFA(?7)2del ebd HHAE (-dlA
of], Vibrio vulnificus, Listeria monocytogenes,
Legionella pneumophila, Rickettsia tsutsugamu-
shi, Borrelia burgdorferi, Human immunodefi-
ciency virusE-)o] YAaHAlol Vel $ElEE ©
$AE Geh ATHAYA olEdd 2T
A2g 27 WA 29 Aol ohdn AEA
o] Zalold 2 DA WED At ?-—tol .
efgthE Aolrlw shu, dAHEE AET o

So] ojuhrl Y PATZAE AL 4ol
A5ta 2T 4 YA
7Hod vl 71~ (decreased risk) 2h= A A 2
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o5 7|E HH o R Aol u|sle] BfRol o7 R

Yo Sulol zzb9 mo|dlA Hoa, = YollA AF
Shulol 2 A 3o 4B o 2 (o], JRbe PS4

#el £, immunocompromised host® %7}-5)
PR E SolRl L AHE (7 )RS 8ol
o, e, e, A3 A delsow
BB RS F7H(-AE HAACdA et 22 BE
HyrRe dATas FdEUvEe )7t 4%
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AehEA) U}, BB} @M ELEAY
Fo AA Al RipfEcl k= AHA (terminal
infection) 2 o] 2§ AtdE ety Ao, &
o ZtdFe SAoF o|&w}l opportunistic inf;
hospital inf; endogenous inf, terminal infections
oz AThE B4g WAl

3l o)l At HFo], dulAo: Zulo) 4]
Solx wx 2HLH AEA () ekt (-5 4
A AAHAR Y FEREEE A ¥ ¥ 29
22 Aol A,

A7 of Z]oll & AFAl T ZHE Fulo] &
N7t sk, SAAHE AeiAe] o
, HIMREEY sl S0k, mndlEe] 4
ot FEEH = Az Fo] Bdol A=

3.1. X 22HEl HE

=

S g Xt EHE 2

3.1 @FEYUHOBR(ETHELE ; BEAED
# HFRS)

g abA ol wi7g !

(1) iREREUES (- H B8R A -) #lgA] o
Hemorrhagic nephrosonephritis (47,

1932)
AT R mE (B4, 1938)

2) BRI o A
Epidemic hemorrhagic fever (UNE 1951)
Korean hemorrhagic fever (WHO-Seminar,
1962)

(3) WHO Working group of EHF (1982. 2)
Hemorrhagic fever with renal syndrome
(HFRSS &)
(AHEFRE) 2 3R]

SRIEAR) BRERTY

7] Al #=k- 19801 i

°| %)

=238 —Wild rodents (Apodemus agrarius)

-prototype (=)
-mutant

Hantaan virus(1976)--
Maaji virus(1987)--
= A}¥ —House rats(£-3] Rattus norvegicus)

Seoul agent or Hanta virus(1985)



A4 ¢ —Albino rat (B 7o) 4)

B, Virus(1983) (\HiitEHNE
9 o})
(3+=-2] prototype virus — house rat(3 &
Kol HHEEM — albino rat (& E N K
)
7% d —%3F Clethrionomys glareolus
(Nephropathia epidemica) Puumala virus
ol 2] 7}8 —A . Prospect hill virus
A gl A o -+ (Infections route) -
FANE 57 £ 7)o A (wild rat mite
borne) . A AR gkovt, g 2d &4 2 A
Feo ZAzvfdEo] o3 kAT

7\3
Ad=A =
t}. Hantaan viriss 5ol AE3F AdolA]
&, &F, oA Virusz} dg sl d s o] S 5]
At

3.1.2 Leptospira Z4H=

FAbAQl i 1 19199 A&t
2| A}gE 24| 8] ol 4] Leptospiras-
o} gL, 1941 7 &IN5

o] 3] 87 Rl A Leptospiras
vh, 23 7]7HEal of 2 AR 40}04 A4E A}
o] 73Mo] 7= =l o, BA-E Wl s

1952\ #EEET UNTH AL (rd 3xb, Weilim
%ol w4 1ol A leptospira® £+ g = 33
o] BARIRAA 4067512 &l 14 el 21
Au} 9l 2ol

2@ d 1975l 3 1984 d 0l o 7| 2| A AL F
PA wkAo)l AT 19754 S Z x
wlw)7] Aejol Be S lsle] 54
A FEA e FASE (104 A
1% A > m@& HivA, 714 Adse &
s XA BRI R& Bol& o Eul “ImATiEN
H i 24 0 IEH“:- w4k A A 3] %6301 A,

QA B3 FEKT w2 HHES a8

%, ool AYALALAE AZL(7) Yibolohe
of Zoll 4, 2laAe IS 9o REZ Zot
Wzl F-sho] FATHEHLMmMEL (-7 Kol A sk
URe-) e RUo| opdrteles FHubr| Apohut

E L HEEHH FolM 2 E44 HAAA

A

s FeH = (o} 100= 1<) v-g SRR
v 7] A 2.5 30~40% <1%
=337+ 1.5 20~25%  1~2%
4 o 1.0 10~20% 5~10%
HEZ 0.5~1.0 5~15% 25%
a2 9 1.0 20~25% -

=2 =, A ‘:;-l JRVEE S 22 o4 Leptospirail
o] F2|Fof ol AME THE 4 UA H
& Aol

Y 1975\ 7 19844 iciﬂi*"oﬂx%-‘a
BEES &dod FR7F U B 1
Zojstddvte Aol Zhdoll BAIEUE Fol
T2t2} 7} ol Aof] pho| wkaf st
Alg A BAE TASEE FXAH g
o}, 2ol olZ ] AifEo| BARKY HA-E LEat
ot s A Helloll= ¥4 Rkl 8ol 44
o} 2o 19803l o) Joll = 2] ol A Rk
=72 2ol BRI M, 227 T-AE, BEis
AgER Al 58] REol B
2o Hrharl 3o,

3.1.3 #8238 (Murine typhus, Febris exanth-

ematicus)

B4 OE=ojen T#imszh, =+ aERel
258 HHRe] o #gEhe| o Alert FAE
o] X% et AA EERAA WRiEe| T =38kl

Ao thg Ak BB E|F ol EiEo
2 EREgyo. 2 whAelY BEME 7L—’r‘~‘f5P-‘E: 74 aFo]
Adeh, 195913 1962130 Fulol A= HEgo 2
wisEe] Elzlzx] ol B2] & rickettsial aggluti-
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ﬁ%’&ﬁﬁfiﬁﬂ]% $ib#ol B
1964) 2= T kel o, ke A4 E
2 B9 7 Ante] iEx] = ¢k oy, 3|
ur3, Aldsle] o2 Bl ASHT JIHH(E 2 F
Z), A0l vzl = BEEl 20 7HE A
AP ubE, B0 HMBETIQ Brill-Zinsser
el 2L o) 7121 Aolud, Ae) Fle] BA
e s a B S o] FAlo) 7] whEo o)},
(% - 88 ASo2 S9lx Wy#ol 30 ARME
’%’iﬁ: 2. 429, 1959)
3.14 EXZXII2Al#&8 (Scrub Typhces)
iﬂf(ﬁzﬁﬁ)"l S-2lvtetol A wAgsl gt B
= EBE(6.25) 7+ $lgio, 19514 (A
) of FEIER BRBEITH T F=7TUF 2%
ol 7ol 47 (-3% 2 B#, 1%8-2 EKillA °%‘<>ﬂfﬂ

2 sjgolx Mz 2T AHHES

HE EH 1945 1981
AZZFA 289 +{?) +
ZZIEAlY +(?) +
V. parahemolyticus 7t (A F %) +(7) +
V. vulnificus & F +(7?) +
Leptospira 4 +(7) +
Legionella ¥ +(7) +
AIDS — +
Pneumocystis carinii 8 +(?) +
Q 4 (Rickettsia pneumonia) +(7?) +
BT EAE: 7} (spotted fever graup) +(7?7) +
L5 FEAAF (Rota virus 24ed) | +(7) +
Listeria 7}+<3 +(?) +

) ol A AAZA7E Brdel N T 2 Mol
Proteus Ox Koll &% kAl o] 5|7} ¥ 1 x]Q 3 o}
So) GFA SEHANAY ool 7] AsHE
oA, £q w9l R. tsutsugamushiz} F&F
2 (19573) 2 v= o,

oF 20017 2% A ARE gl 19859
Bt Gl A B AANA A3 Z=2=ATAK-
(-uted, gL e, Eschar<®z])-)o] Al
2 indirect fluorescent antibody test, indirect

FH =7

immunoperioxidase test, CF test, Weil-Felix
rection (proteus OXK) So] mFKEe] BHEYE
01:«151044 ola] 1980\ Zubi-¢ WA A
4] A2e AFAQ TRl L)
i M(qm
Reservoir/mammalian host & Chigger/ro-
dentsZ A3 i}, ¥ 5o EIpERZEL d2) )14 =
I 3,

37 4N &

33=),

KEL(E 3) 2 FHEA} vl
A H AEol Y ol oA tha HhAE o :-:Xﬂﬂ
H A AEroletsialont, IREEERREAYTII0N A
(53] gl WAl wefsf Eabst AE ol
*HA Sl HAJE MiFEHRE olv] g2 ¥zl
prototype”} o} i Karp serotypeol 7= 3] &
< A= AEE Bl dEAA EHe
SrEERRS] miERLY] AR E SEHoE Fe
AT HA D Aol
(3K 4% . J Clin Microbiol 28:685, 1990)

ook

=4

—t

3.2. 2o M Xl MER(?) RES

3.2.1 Vibrio €3S

I 3. 1986~1990'A 0l WlE F5C 47HA & pitkiateE

as A | L Murine  Touwgamushi g
1986 1.141 128(11.2%) 115(10.1%) 353(30.9%) 130(11.4%)
1987 1.733 219(12.3%) 241(12.3%) 487(27.5%) 154(8.7%)
1988 1.762 86(4.9%) 144(8.2%) 667(37.9%) 140(8.0%)
1989 2.295 56(2.4%) . 965(42.1%) .

1990 2.921 . 956(32.7%)
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3.2.1.1 V. parahemolyticus ZI¥d (&

agol] A F17] AFEodo4 M5
AT,

(1950, ¥%FE Pasteurella parahemolyticus®

HH)

(1955 #eJ)I| 5 Pseudomonas enteritisZ =)

1963. V. parahemolyticus® &= 37| 4 A

Z+5-7] 10~184]17}

T4 TG TE A4, B5o] £
<= 1964W A EAEPERNA A
5 dfoict WAl g ol o

3.2.1.2 V. eltor &< (Eltor Cholera)

V. eltor& 1961 oA oll& ¢l x| &]o} Celebes
Z|qoll Al AbA Aape o] floltolgeont 2% B
Bl JRfiEe] S538kodxla AdAlo] 7sle] f8Ad
Ao} AA-5 wof (Eltor cholera) FH =10l =
A 7| A 2Fsked om, 1963wl HdbobA|otzjed o g2
A, felvtelel = Cholerags w3 A =
=3

V. Choleraste HiEHEWNA] A o] wlo] whalxg
o, EFEmo| A = Eltor choleraz} Classical
asiatic cholera®t= f{E= Tt} Aolxo] o tig
W23 et V. cholera infection& #¢ £ ==} 4
ol & AeHell 3et, Cholera®] m3kolztzn sl
Inidaol| 4] v} %, o] mA A9l V. cholera inf$&
Btol ¥ 71 o3 A =3l

3.2.1.3 V. vulnificus ZV% (Btmfe, & EIHIH)

+ MEe S oln] dodA e}, 19704
o E o o] 9 Z Aol e =oEgin
Feitetell A= 1980 chell Solo} FEAY 28
mAE ol A 2t o] =Y 2% s
ARG M = bl glo] Azl 7~9Y <] F1AH
1% “’ﬂzol RSk 4041 0] Ake] daloll 4] HEAY
immunocompromised host o] &
o] 1EUHER BUHLIEZEZTASo A =
DA, HAAFozA BRI I A
HIEY sl dA=x %‘%‘%"""&Oi—* (1) B o
EN BT F-9 S5 a2 Fg"lfﬂ
o RAE(-2F & 0% BriufEe] = ?ﬂﬂ ) o

U.L—’

T]'Ub'-—l-

R

o Yool BY
SR AU, 7k Aol F-lvieiel A
58~65%%<] ;L&o] ot HA R} olal =l B

Yol HA=HATE Fhis = Aol i,
z 3.4 2 A4 Tc, ampicillin, carbenicillin Co-tri-
moxazoles | E-Fol| sensitivedle] HAIX 7}F3
A B 7} upebAl A5 o}

3.2.2 Listeria ZY¥ S

1968xd 01 % AREERB7E OB boll viehAAl S
Reom Tl T3l 19803t o] & el A =
t}, Listeria monocytogenes7t FAHIE 2HA] 5)od
2] FHol de] HAYE (K, ¥, B, #HiE
Mps-), gramEA o2 BAHPT| oo}, e

Z 2 immunocompromised hostol] 4| ¥kl 31

1 ol
ALA" © 2 meningoencephalitisE T$2. ¢|Z 7t}
Be Bk it © & Meningitis 50~60%, Bacteremia
25~30%, Encephalitis 10%, Endocarditis 5% =
ZFA] gk,

°FAl . += ampicillin, gentamicin, Co-trimoxa-

zolego| 7FAdol oo},
2ol =

3.2.3 Rota Virus €=

(&4 EESFHEES
arrhoic disease)

Xz FLAhRALE A d AL
As2 gest “fﬁl’;’E*‘Eﬂﬂr”i TAHAE
o REERE e YA BERREESTR S
o] Yoldulog o lEql AlzHaldd
19734 Australia®l Bishopits# €l &3},
Bl + eigkhiE b ol A A &} o) A of
93l 60~70nme virus %7 F (-doubled strand
RNA virus-) 7} WA=, 22 wF7t S=ol
ME BEAM FEE6r U, 19819 kTS
rota virus HHEEREEA AF5kde A R
¥ 7} (-influenza virusol| Al A &d-) A7)zt &
7 So] z}elx]oj Al rota virus vaccinee| E-ZoHt
407 AgciAof oj2 A AR =AUt F-2 et
ME &2ZF A AASY selE A o itk
ol A vepde] AAEHA =HAUut HAANAE
Rota virusol 3 =% 3} + Norwalk-; Hawaii-;

Montogomery count agentss°|v}, Parvo virus

(FLRTEAA F)

. Winter vomiting di-

- 3o
3
lo 7
+



IRy & at

Eo] AolAdAaluel flgle s =FHA Ho

3.2.4 LegionellaZt ¥Z (7<% Legionnaires dis-

ease) (B BWIEREE, TEHEAR)

197613 7~8%, wl= philadelphiacl (-A= 200
23 713 AgEEaddis]) AR FEAFE F
BollA FEHY o] WAISte] 1827 ] ofgtstaL
o] ol A 299 o] Apubel Alzdo] wWAIgHHIQIHE, F
A ik 3E7172A0] FFolL 7o BREA
o &} HiEiHEES (-Hotel Z2F ATl M+ At
Aol e18-)5 ehli en FER-2 respiratory
failure®} shock@ieh, A 67193l JREH
T E G =, o] RS L HE (commensal) &
2 KRl A A48 A&l gram Aol i
yuol o HHRKIZHE (<385, cysteine4S-)E HQ =
3= 128 (Legionella pneumophila)°] it} =&
ol AN Eo| o MREIKEEC] 19681 Pon-
tiac, Michiganol| #-83}o] 1449 2] 3z}7} w-A 3}
Al o] 9) gl 201 & F o (Pontiac fever!),

23 Laubelol A= 19843 7Y€ M-EE Rkl
A F8AA L8R} 39o] 7P| Abnfela o] &
gL M gtssld e oAk} k3 A 231 o
IpIRgE A sko 2 A7t EARSaL 743 = Azl
A% do) gl o] 7 o] Legionellosise] =
ol FE x| AL FHAdd, 25 A4
el #l, #AA59 cooling towerol 4 Legio-
nellato]| ot F8lHZA 4 9o, Immunocom-
promised hostoll A= 719 93 HFEHI7} A
& 4 Qlgo] 2AH Aol B2 Erythromy-
cin, Tetracycline, Rifampinel] 7+4lo| 3l c},
ol2loll = thermophilic
myces, Pseudomonas, Naegleria (protozoa? <
F)%ol 23l A= Legionellosis®} & =
doZ 4 dgol AFHulx gl

Legionella actino-

3.3. MEA =2|=l= Rickettsiosis?} Lyme
H

3.3.1 xR BUA (Spotted Fever Group)
KR 43+ Rickettsia 7+93-2, Howard
T Ricketts7} 190613 2713t R rickettsiis 7] £ o

0124 $B 19 1993

2 3l 25MnELRE Yo BRE T5 Yo
REHC 2 B4R Bl BRREAA AA
7] il ofsled AHAEr w]FEEE ohdzt
Mexico, Colombia, Brazil 5| % &) gto] ot
2 9l v}, prototyped! Rockymountain spotted
fever®t FAFe}, ricksettsia®] F<4-, w7l Fo| L}
H A& (reservoir) & Ffroll web S Abely
B3zt o AEo], RIS R ofBlo] gl5ol
ol 5 o}, Mediterranean spotted fever, North
asian tick-borne rickettsiosis, Queensland tick
typhuss 2.2 A 3 st Qo

o= miF£Hryo 2 Siberian tick typhus
(R. siberia) 7} €A o] AdA=H Y=, EFL2
European russia, Siberia, Far eastern russia,
Indo-parkistangz| ol 7}x] HA A}, ol AL

prototype¥ th= YutA 02 7 FojoiA W, F
g oulx] Z5%, wx| (Eschar, cigarette burn)
ol U dF= -131 viw z] obot Td EE H
Aol A= AfES] &3t FRIEY A7} ElEed
t,

3.3.2 Q # (Rickettsial pneumonia)

Q#-2 19373 Lerrickell &&] = ¢ AbEAlo] A
< ¥ 3x3 193731 Burnetet Freemanol ¢ s}od
71 o] Coxiella burnetti® 8+ xlo]zl] & | 7px]
AAA ez de| #HAglFo] Laxgloy 19914
N AR = FElvtto = Eaalzh gisie, C
burnetii® ©t she] FFutegx 7l °a1£7£
A 2 7+dd ol 713 spore(FEi) & HA
AR JRE S RAS &3 ( %ﬁ%?ﬁ'ﬂﬂl A
tick bite® A& )dojrjud vkl z7le) Fulalg
AL (-7d, 73, s, wubod  AlYuated Al

o Zzoi —,.-sa:ILyu.z 9] Hulz =)L 01_;_
913 <IAlSIe) wolzhol Al 54] olote] &
FR) A A Slol| A 4Rz AALE C. burnetiis IE‘]
5} . Immunofluorescent antibody test® 160
3hq) -*—} T rifampin;ﬂr doxycyclineo &
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: Q fever 14,



7Hed 24(1) © 45~54, 1992)

3.3.3 Riekettsial pox

A2 ERRS] PR F-oll A BFEQl microtus for-
tisoll 4 Jackson(1957) 5ol 2l stod JEJE4ke] Ric-
kettsia akariz} ¥2]d AHAo] Qo &5 3|9
el oby Aol gIx Wort oz folako]
ol & rickettsial disease®] U Fojr},

(Jackson EB et al: Recovery of rickettsia
akari from the Korean vole microtus fortis
Amer Hyg 66:301, 1957)

3.3.4 Lyme ¥ (Lyme disease)

A5A =25+ spirochaetal diseaseq! Lyme
Ael erythema chronicum migrans2
190941 Swedenoll A} A& 213 F
Europe ofzjvietoll Al B 7} glol o], u]ZofA]
+ 1975 Lyme x| 5ol 4 BRI o] Bo| L¢3+
21918 = FAAAA YelFel Borrelia bor-
gdorferiz} 22l= 9o, HELE Lyme diseasezt
£ w5o] 29},

o] & sheep tick (ixodid ticks) ol 2|3l A =}z]

He 53s
=
=% 2=

= Ao g FHH AA A7 (meningo-poly-
neuritis) = Al AA S AH3= HAIAE SO 2
Toll A& 19914 14 HREERRe = AU,

obx) Fol A Lyme Wol walsloicks wat
oo, BREQl A, FTAE Sl FxR
27F 9o Lyme #-S A7 & ofAA <l
Ixodes persulcatus 7} (-Asian russia, China,
Japan, Koreaoll &a]-) Fulollx EA3l22 W
o A] Al = 7} =4 o] AL A3lo|ch

Ze Fuoll M Bad AAE v e
4.6%, A-&F119 1.5%°14 Lyme =] ¥l
B. burgdorferioll o & Hifk7} okAdold, =38k 7+
Aol A AHABERA F 4908 F 167
ol 21 B. burgdorferioll tH3 Hifkrl oFAdol At
goh, 2% 2 EAE T sted o & A3te| shiet

(zA 9] Rl Y] Ao gl A Rl
B. burgdorfericll 183+ &2 immunoblot-
o 3ke] A 283l #] 26 1 263~272, 1991)
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