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AZEAN ZHAAA FEE FHAFFEN J35
R E/%c AL, AN 58 L FHFEEI
Ae & 4 82 3550 UL q v2 Yg
bt JFF5EY FLAME AY dFd &3
WA3ole AFQ hagfishlMe 3R] 943
A Be wFL MY 43F e B2 9
AukS, Yo7 Ex= YAANIE A 2 F ok
a3y Brl 5 333) 233 lamprey eeidl N =
e 2820z JeE 231 FAE 3
of Q79 A4, €AF AT FHHIY 234
¥ 29314 %1 gk o)F7) Hojop uigA 3
ANEE £ F 3 99uls s JehA g g
FHAAE FEATY dse g3y TR
Z%+ Fabricius'd©] 845 o] Fabricius'd 2&4
9 gstzFo], THFAA Hgoz N AA Y
dotd S o), AN TYHE A SedA 7|
A €t

17969 Edward Jennere $%9 #&& %, 44
HAcow pox virus)E Abge] AEsA Loz 25
o AR FF (Tl AF, o] AME 1798 UHE
g Ao Wodge] gA7F du). E. Jennerd JAY
T FAZANE URE ¢ y4oe Asde 97
7b ol AR e RIHOY 18769 B AT
2l Robert Kocht AT life cycle® ¥, BA
of Z9E ZE FEAA BxFo] £YE 2 vy
oA Fhag, Fhe BFAA Ao He A

* A4dEn oA

A&, @AY wYTe Fa 8F AdAA o
RE A7 58 FFeto WAHT £F 7
¥ FEZ §E A 8A7e Edte FYS i
B3le] g92A3o] Bacillus anthracis(BAT) S 3
A3 At

R Koche 18829 Z2¥o] F3)#(Mycobacte-
rium tuberculosis)®l 9§, 188439 8z}
HAF(Vibrio comma, V. chloerae) 3 &3} 43}
1, 180 28 7oA tuberculing HEOY 2
e A54og, e DL o8 F2 o4y
i 9tk R Koch7h A1 33 g (A9 )e W
A &(Koch’s postulates)&

L o v Eo] ofr FYo| AUAEE ofh
dANE o A7loe WHRSZ FE A7
FHEojol 31 X3 g Age Pl ¥EA
(@A) =olor s naAdE e A$e 2R &
T 3ol 1

2. U MAELE A £ o] A vl o]
7Fs3 R ol AWMt R ool sht A
A gholgl & 4 de o A7 §e
Aol sl

3. &g, Wk AdAd 4AFE A8 FEA
e o 2 549 A¥E FHAIA 3
Atgute] s e Aol dojME o] 2UE FF
A7 B oEgo) Y

4. AFA(YFH)e2 YA T8 B B
AAME (A]) 4ol Fal (%)= ojof 3 4
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83 Ad, HYgPFdAY § olF g A
FAY £HE 83U AR JBHL Y= B
0] §3 9t} R Koche ¢3¢ dALZ 19054
4 gFAg F48A o

39 dFFog HAEAE ¥ FE(HE)HW
o AA Fxe He AT AsEe) BANY
A @8zl FAll 813442 Louis Pasteure 1881
QA 1885w At 3w wWald A4Fst
A HAoy 1 FAdE A9 24 M
Z 47 23y 53 WY (F¥H) & 02 AA
o AE3to o3l YL AAHA R
8% 1 Pasteure ZEATNE B2 AdFE ¢
A RE 9E 4L vAEY 5 93 doy

T YSS ¥E agA g H QA=A gd A

L FAEA 2 " A9 LA A (abioge-
nesis)o] 4FHo g, oJgFHoE HAHo YEL
gz 28 dolzte /Mdol BEsA AHHA
it}

ojs} 22 A9 wiAd e UEH=9 HujHg
At Antoni Van Leeuwenhock(1632~1723)9] & n|7
AZH(F 20000 ) Fjg) 2 o] ARgol g3 AY
< 3% davt gk

FiE A AFE v} o) 18814 =Y AT
Al Emi Adolf Von Behring® Y &9 Al# 8zt
Kitasato Shibasaburo™< diphtheriaZt Goll A 3] ¥-3
589 HF9 diphthenaS4 8 33 =4
7b ERUEHE, T3 FAF i W] Hof 9l
T E7 83& ALFY B A & Y
Aol 3 3E S AFd= TEHA &L By
A3 2Y 550 ol ¥ (FIA)E FARA
ty 58537t 45T 097) o] EHE A EH
WM 3IF 549 T et o9

S AL BYo] Hol UA G FEY B
}"]t_‘ A & 5 QoA o3 22 AR A
HAY FA e WY 559 A o] FAA
HYdge de FEY FH(AYYH)S o 43
of Ag3e WY &, Y8yo] AAEHA Ho

A olu Hzoe 2 gt Aduygoez ¥
& o

1=}

0

(1800d) Bgste Aze AVIE WA =AU &
U9 A& Max Von Gruberst B¢ A8}
249 Herbert Edward Dutham& €] 5 2(typhoid)l]
28 849 N FHo FeFaY i FdE Hol
dgdzA 3 S A S0 dojds #
#, wrE(1896d) & Zo] gA I3 WFREA
$34h-8-(agglutination reaction)2.2 4% Grube-
r-Durham¥H$-2.2 EeoJ2A Uk

B3 YAl Georges Fernand Isidor Widal=
ExH o g FA o o|gh & NS WA (18964),
FEF2 B2 AFA e FIF 2~3F Aol
A EolgtA 7} A FEFAT &, WS
AHEst A EAste FAY FHA A
Yo st Fe|F27 NS BH}Y &
A YubE o2 Gritber- Widal‘%'}gzﬁi £ oA

I glth ol9} 2o FUFA Y wH e 4F A
a4 2 ol g 2L ADIYY sde] A
23 AVE A HUdn

SRurEY a8 do2A FAE 2(E(bivalent)
5, ) ol A¥FIE, g9 IA 2B(2 FF)
ol A¥F S =, FYZA7)(antigenic determi-
nant)g 72 Ao %Bj}‘r ol&g|at7] H4¢ dze
9y AL & + ok

SHYE B %P_E\_ KR (precipitation) st
T3 2o ot ARk ME Fdol aEEd
o s ke WT‘E Aoy A3 T 4 e
724 g9 97 F4o] He Hol g Ho
22 7HA 398 A8 latex T 2E 9
o] 217 % oz ALE3d FHugo] o

l 724\
oJutA "}, A7Hgol dojute ol fr 2w HZY
=252kl Llnus Carl Pauling®] 93 %% 5]
e FAEA7 G gAY w7 (AREA) 4
&0z AN FdgH AFE ARFYA
&3 #5FFH(lattice theory)ol 83}, 7

1. C. Pauling& 19549 L2 @ F(sickle cell)ol



LEECE R

o)A e AL o) FHEF AT FLE =9
gL £ vt Aok

BFRA oy FAole B B
ke 2997} 2012H(F 94 Hole F42R77 2B
(2Z%) oA, FAY ol ZFIANZ 2R
7} 274 o) o] B ot} #KFHRLE Marrack 50 A
9 Mz ARAY A& £ Marrackd lat
tice 2% B Yot o7)e) Yd FAL
%E=Z o9 &4 AR7e AFAolv FLER A
Ae F3dA (+)9 AE 71 ¢BE colloid
AR 5] g0} FAEAN = A2 This Fo
A 9oy g A7 FEAM EEAY 243
gtk AR G4 FHox 2fF o)Fololof st
FA7} go] AFAoz (-)9 e /I 4R
colloid® FA3tT o FLFA st AEE A A
o] ZAstel A T Lo FAEA7], FA 9
u2-7)9) Bkdkol BojA Bukikoz SOl o]ETt
A&49 Ao Aoy 33729 ARt FA, #
Fe RMY HEpE Ho vehde 232 49
g1 Jed AR e 3= ok =2

7)ol frsfol 2 He FY-FAE HF
e EA47 €. o)y gAF o= Fojgx
A A FYRe (A7 E Ygoz FEE)
ME hgo ol ZatAY w2 dA o Yeht
A e W & BIEH S (zone phenomenon)o]
202 o] & & oo} gt

AN dsA Fert Yot v
o] dojube il wtA e AlF T v (AA
$)3 A whg(2FS )0z A UE £ 3
.

g2 2

g9 BEFole Ad7A7 dov Aol
FAAT FE et e 248 (natural anti-
bodies) €% A4 A (normal Ab)s} E3E 2|7}
A #23 Jde AYPA (mmune Ab)E, ¥4
9 frdol wetd e FfEG#(soantibodies), REH

#(heterolegous Ab.), HCHE(autoantibodies)t £
{7488 (heterophil Ab)Z, &Y A WA 7153
zolo] wEtN e ¢HYA 4% R == —EhR
(complete, typical or bivalent Ab)S} E¢HAEA U
% FEER £ —EHi#S(incomplete, atypical or uni-
valent Ab)2 53 '

Hegie 7t A oiviste A ov] W&
of AAgA e dyoex ogrt 2 & L7lo A
gt}

gAYl FhdAF0] 5 80| Al
U 7159 g9y A od ZHolu FA Ee
o] o]9j9) t}Z PO ZE FUEZ S FAF Fo]
deds AREE FA7 ded AR Fyde
$2¥)7} & ok ABO, Rh 59 898 349 $34
&7F 7)o EEFET. ojetRo] o] A52 A
3 992 A g1 A= 37 A 9n)
o AdgA 7} g g7 dojXe ENE 23 9
= A £384(emolysinyes BY9 HYTE 93
A7l 8ol Yo ol AAFAZ EF37I=s}
1} oJAL gHhX4o] 54 Pasteurella cuniculicida
o AYel g3 Aoz HZHo] AR ong =}
AgA o= HFHA geth FL ASHF g
e dqRFoly 4F A 248 7
of ool glont o|99 H4E LA
olglgo] Bl kst TEEE 7Y, 4
oju}f A(AIE)Fo EAste FAATA A
= #4440 2 £ o} AAFAE o7 4
g7t A3 gle AFA I3 AdHA TEHLE
Ao o8 APHE FAZ ols s F7 AN
g

25
o2 v
=
o

FZENE olg sy daMe WA FEYY
of gt o8zt Basdd, $EYLL 2L FA
ol A 2 goy g o AAdNE Z
I YA g Yoz EAA HH 23 gle 5%
FAole 2257 ok 2 Rh(-) AHgol $4
o Rh(+)9] At £8& ughe o) A= E IR
+) ZA g o] YA 53 Fho] Z& F
A edse & 2L EBARY 21A(Y2)1Y A
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BREA A3 Ad=HE B+ FA7 FFLA7
H3 & she ojske 2 AN EAdte
Z3 e ¥ AEE 3B A2 BE
e SA AAFA A H3Ech

Rt A2 9E BAloldA RERE 23

ARE 5, IAE AHse FEAE ¢ 29

& Fdd d3 AAsE A= e e

7)ol &3t}

A7NFAE WA FAR A 1942 B
TARRY 27}, ohdIlE dste A FH

g s 53L 23 9o FYo] I7) 44
Ae 29 AR o REY BAojojo} H of
| EF qoAe A7) FALEY AHE fefe]
ERA(BCHE) S 29 ZA7 7L 4oz 2%
A4, A71gde g 27] wukse] 2 A4
ol BCHREH So)R oz Beste AV} vz
HCH#e7} dch.onn

HC ¥94 $¥4 ¥ (autoimmune hemolytic a-
remia) e BC &, A9 7E gdoz <
43to], EAR(Hashimoto® )l M= HEY thyro-
globulineS FYOE QA3to, ALY FWAY ¥
Z(systemic lupus erythematosus, SLE) A& HE
9 #Mifats 4oz sty AdHe AT
TS I YWEHY 47 e

HZd = fgF=Y FHER, ¥4 84
A FL2 AVEGY A9 Bho] 51 Qo
A= 97l AE & Sl 3L B3ojor g
Q.

Ry Ade 2999 ¥ John Fo-
rssman< 1911 Guinea pig® B 32 % (homoge-
nate)& E7]o] FAHEIHE)sld FEH(QA&
BimRE)S FLY Guinea pigd] ERH v A
< E80l2 oA A AU e Aoz A
A9 UYL 4% AY7E SN T e
9 EAoAE 43S dodlE AHLS BHsY
BAAe) 4L € Forssman A2 $23 gt}
ojtEL RS Wl A} HY o] A3}
© 34 £329] Guinea pigd BT 437 o

ko

o2 &9 MNiE " (FHe Al 258
29 BEHFEY A5 JsiA A= e RAojrlel
Effitert |2 ZiFpee] HEH2Q o7t Forss-
man FH7} €oha & 4 Qlrh

old £3 A7V Fde #AGe] EFYFor
X312 e F5EYUol EFEHMF U9 Forssman
902, Forssman YL o)A o Sox £
FEAE, ATAE TX3}L o ERMES 71
E-& Guinea pig¥(Guinea pig type), 231 YA &
v B2 E7gor dutdog Req 9d. &
AgA 2 B4 Ao diMe AHAA Ao
A7V ol g Fusly) vty ¢ AFT INE
I 59 g g A vehue 23459
Y & g i gAe F8A3Y Zolo A
g Ao ERIF A £3] AREHT 9o o]
7} 2838,

FAE FLFANS 45 Jehde 233 3
o ZAH EFZc HiEH (antitoxin), BER(agglu-
tinin), {{#%F(precipitin), ##F(lysin), opsonin,
Y#8(neutralizing Ab.), RS AP (complement
fixing Ab)) ¥ reagin 5°] Atk

MEFRc A SR iEE 5o g3 Solze
2 243t ol 549 FEE FHIAY o]
A3t R RE(flocculation)S oA EAE F
3ete A2 BdEo] AL o9 tEAHQ 9
7 8t 4T g iFiY dele o&d
AFAA 4 FolgE AAste A= A9
ABOEIE YA SHAY a, fv I HEAQ
o7t "ok &l YA obd WS ZAfEs
T latexd} 22 FrFike] 2HY g4& FA
721 Agedle & F U0 A4 €889 e ¢ 4
=2
BEFRe Aad 2 F4d gy S0
A& ggo] HFHkA vlal (kR P WA
£3)50] e g4 AgAM ABES RAse
gAE gujgtt. EE ooz FU& FAFY4,
A A 2BFA o]ojof 7HE HAEE FAFLS
E&o|d, EFe T2 87U AT 59 Axy



SEELER

o g A2 7)ot BA(complement)$]
g s olES §3A7= FAE 7))
€ M7 Qi d4o] 87 Ay £k
do7)e FAQ BifiK(hemolysiny} o] A
A AL BEERE 4o7le FAQ BEFK(bacten-
olysin)®] 27}A|7} Ak

Opsonin 182019} opsonein®l A fefid A2
2 AN AT 2L o)L B & W A
T B AAxe £ 4A FeE e FA=
38R Z EAse FAE B3 opsonin®| 2} 3
1 o|E& H| 5o Fo 1 Fol 73 Ho] girk, AY
Y33 EAste AL Y opsomn 01 32 B
opsonin®l M]3 EojFolx QI Hoj EY
o9 Z4& thgo] HAY C3 A& J3 &3
(A 7&go] Edsig)dr.

RIS vl 2o ZYE FEAUAdE 7
& oz & ol g Sol A AV A
b o] A Fole upolz 29 HAAH FEA P4
27719 2PN A4S T8 &, g4 e #
AE gty FIANP L 44 vlo]g 28 F4
o2 stof gAg AN F A4 FEOIU H)
FAE HF3t S4 ZFEH(HEA)) A
AHe7t EErtE Be Adeg 42 daEs
A A Aol = FFEENC] oW ol Fd 9
o7t Qith. ZE A7t F858E HAE Aol 9
Uz g9 53 ¢4 24719 dis 4" A
gto] 35 & HHs] wEold

I 5 REH#ET reagin® 20| 2% allergen(alle-
gy)E 407l FUEA g FERA)HE
gE $AE o5& F2 IEmMES Axge ¥
o] F&3le] 7)o ggo] Al S0 A HW
HIA o AlEEHAA F4 A ubo] Yoy
o A7} vivtM 2] REK o] YoYU HEFY
serotonin, histamine, heparin ¥ Z+%§ &4 53 22
Zt% s gEde] £ (HE)H o8y F4
of I3 allergy ¥H3-& Yodle AL Arjd ¥
e EHQ Fdogy: AR A4, EHE,
AN BE, F=E7l Fo] Yok

ABO §Y4¥

SR m= 2R Karl Landsteiner® &
19019 Abgte] Arole 349 &, 3 U(agglu-
tinogen)2 2 EEoA e A% 2 Fd& 21
AS YUHZ, oFdME 71 Fa% dh& A
¢ B2 °] 23/(019 0879 x dou)g 27
o5t ABOEAFAE A, B, AB 2 039 47}
A Aoz FHHL Uk AFQA AgY A
Foole AY $9U(5, ASHY)S, B2 BY &
9%, AB¥S AY 3497 BY ¥4E A9 0F
< A BY %49 934 H9se HIL(LY O
g9)& 21 o

ABOEYY Fdo dg FHALL AdFez
oln] Z1 glo] FIAE o] Ho FAgo} Fe}
SANLY) EFHY 42 ASHYE 21 e A
o ALY 8Ae FA5o) BSAL U dA,
Z, B 99 ¥ BE¢Wi(agglutinin)® TFF 21 9
o] A¥9 ¥4 BY H¥FE WA(5Y) HH ¢
¢ Aol doju BY AFTE 3H - H18
o AN 889 Ud0] 2 F Q). L A=
B3 A AL Ud A &, « (&
ASRAR)E, 08 R a, B 23FY $H&
23 33 ABY ¥ A3de o, f o= &
$ALE 23 A ¥ 08 7= 083Y
Zue oy o9 977t i $ g1 ¥ 083
€ AREFAT EAFA 7] Wi dutge
Ze A4 HA oy ofF tEAE & 083
&7F depde 4471 do F9& 88t o4
A ¢ F de b 2ol ABOEAY g g
89 3¢, F &9 2e F(KmE)Y 29
2ol Aol gty 1¥A R3u FAE HF
231 Qe #84d ggsie g9 /HH ddg
FE &g, [NEY, RS\t 59 2L &
¥ Z1¥(immediate or type 1)¢ F¥uk$o] 1}
guA A

T o] AxE FAY class Z Ul 9
£33} ABOEYE g9 dd A= dil gM

B mlo o min
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o2 AT $3, BAY 843, il Y
990] 2 & gtk ABOE Y o]9le Ay g
ol g FA & G2 YT AP L IgM
of uls Fstt o] [gG¥AE 18 L 27(type
Il hypersensitivity)s frdste] 4875 g7 gk

ABOE Yol 34 $349 B3 ¥
13} 24,

93 | #2449 | 39 34
(E89)| (genotypes) [(AET)| (3 F& )

A | AAAO A | A(anti-B)

B BB, BO B a(anfi-A)

AB AB A & B| ~(none)

0 00 HO) | o & B(anti-A & anti-B)

ABOZ RN Mz thg 43 +8 7k
& oA A& of < 2.

FAYo N = A9 ABOY Y% Kell, Duffy,
MN4 5 dg7kA7t oy ggAes $ad A
< Rhesus(RhyA & € F Uk

Rhesus(Rh) &l %3

Landsteiners} Wienere 19409 7#F 9% (Rhesus
monkey)?) Y€ Guinea pig £ &7 FASHA
ol $E9 ¥FZF9 Rhesusdsol9 HP7o) o
& $RL7H A E AL S $Adte RhEAY
BA& %2719% Rhesus monkeydl 4N Bo)
ATHR7 Rhesus®] ©]E-¢ w Rh¥AFPo e o

HaHA =itk RhEAFS Foste gde 13%
o} =y o]FME Aol M g AL D
gdoz RhFHL $349 DE 7KA Ri(+), &,
Rhesus monkey HE87o] tist §dAo| $Hdle
A 8dg RhYA &, RW(H)ZE, $3I4Y DE Z
3 A g 89YY Rhesusdzol A¥TY ¢
Yo A3} g AHEY AL RheA &,
Rh(-)& EFsa Joh.?

RhEAY L ABOBA Y= Ay dA9 Ao
Rh(-)9) At o= 93 & Rh$IALN(E DS
H&2)7F (e Bol 424 & Rh&H 47 Rh(-)9
A 849 veid W gtk 9= Ru-)9 A
o] Rh(+)9] Al A& Ede 3971 dot o]
7 13)(A5) Hole FRh$HAIF MAF ZA
of dutAoz FihfdA $HANSE dodx ¢
€ Aoz geA Jdout 23 g9 FHoA = 10~
14 Abeleld B ¥ JRh$FL7 AR
g NS dods @,

A Rh(-)9 B30] Rh(+)9] BloH(o}7])E 7HR
Aol s184e] itk Rh(H)e) 23 o] Rh(+)9 ©)
oo} Y7o BfEH7] AN E wote) FE7r)
Buhe o st 239 WA Q4 Folo}
Bt ok & AL Ul BUAY dojva ¢
o] Rh(+)9] ejo}e] & Ao 93 EE 7y
o= [gGY & RhDHFA7 Ao s Al
ol ejoid ob7lE il Aol 2wlA) T o] %
9 AN kg 53 oo o|B(IgM A
© ¥ B3 23, "ob7t RhFAEY A4 elol
7t Rh(-)2Hd EA7F A 2} Rh(+)ed o}
9 AYTE 3te go} T Aol 4F &
4 AW g dodlA "o UFEAY d2e AN
o} FRIFERAE(fetal erythroblastosis)™o] it} B.id)
231 Rh(-)e] A7k #8el 93] FRhD(ZRh
DA AFHE H$= 9 50%, Rh(-)9 o=z}
Rh(+)¢] ejoto] o3 BE(3 Rh(+)A A4)=
© A& 5% BAEZ ¥9A stk 28y Rh(-)9
AR 7} Rh(+)e] dAte} AEste] A A$E &
A BAFFE gdste Aol F Hasiga 34
o AAete] £384 AWE dode BAYde
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RhE9Y gdgoz Kell¥Y Kol ot 29
A7t 9% AErh g U4l o4 Kgd *
§o] WAl Rh H2 gl vis) €4 Yo} A B
A=A e ¢ gl

Rh #Z3te] & Aot £34 AL 23
% B39 ABOEY o] & ¢ dANES} ¥
go] Y455l gled ojAL Rh #AEY B H
ofato] ABOZ A HA] th2d B39 ABOY N Y
o AAYAZ Rh(+)9 eot FF771 g 5o o
e ez A7, of dx 2o Ak(imi)N
Eo]& Rh(+)9 #lot AEFE 230 23 Y&
ABOA AAA(FZA ) 93] vlg) 3350
2L Ru(+)3dd I8 BfES HaA He Re
2 4451 gl

RhEAY L olis} Zo] YAAo 2 F231
AR/ SHANE v & F 44 I3 Yk Ri
HEAEL S 2L FAUZY A girEo)
Z3 o} #L o §5% 2 A o7} o] ¥
tlgth 7oA gdgo] 23de Aoy} ga
EF 94 iy 84 7120z 8 A
A B(cross matching test)S HAF & AHE Mo}
T3t Ao ugA s,

SHIES A dF uie) Zo) A, B+ F
3 2& WFHREDo 9 3%, A7 A
A fFEY 449 FEE BEY) 9 E) $9HF
o2% 3L B 7 YT ARE HY) 9E9 A
@, &Y, q¥TF 53 2L 99 AT 279
FAFA 4B 59 2Hd JH4ATYE ¥ 2
Aoz AN AR $HYoE ARE 4
o $3WE9 SVt A HolAz e o
9 2o} A TEAW $HIE AT 2P
ZERE (passive agglutination)?+$, HF7t AEF
9 A9t ZEH Y73 (passive hemagglutination,
PHAWN-S Bo] €451 Ytk

S A E dodle FAY $H4E 2F
o4 A%7E 714 Aol LA SN
RFEE A 227 ZEAZLEA doju)
ol e g8z 9xvt a4 93e Fu

Atk 42 1gM A7} IgG class® FARTE
gutzoz $PAL] B2 ot B HAR
7} IgMel IgGR T 53 Q1 A #&HES H2Ag
7t 1gG BA9 o 34 A Fol F o]f7} drh

HAAd QoM e 82§ (slide floculation
test)Z B S uH-3(tube agglutination)®] FZ °J
452 dou FRukg-9 zjojo] matx APy
ez Yol A AL 34 gAY
o 2 YA Jdehle KERY bi-Hifs(ant-
antibody)E 7HozA detde $HEEE 9|
g},

e FLFATEAAY 7153 ¢§ 42
%3 &3 (complete, typical antibody) &, 2FIA
(bivalent antibody)¢t &% %A (incomplete, antypi-
cal antibody) &, 1{E% A (univalent antibody)Z Y
oA AP F439 AFF(ue71)7
— Er {3 2o 2] EBE 20)322 A4
A A3HFEFEIA) 98 BE 249 AYAQF
FANZE 3 Ex A4S Yepddh. ESAY
Ae gda 2FRYA7 = 5 I 29
71539 oA 17] EE 157 Bolmg ¥
E G939 A) T Be3d 4§89 g5t
iR 710l o] Eje} BEA d9E HIE g4
< FE2F B¢ g4HA §E v 91
Ag 7 SAYA S} AT g4 ARVE WA
B3 Aol o8 AR (2E)H A7l S
& dojuA] YA At

SN gxo YA

3 Fov F43 A¥AE S Ee A7
£ JeiA g FA7} o] o] 2HS A2
& A d7d9 A7 Ak ol o] W]
8212 Carlo Moreschi?'& 19083 E7] @72 HY
S 71 "IN A 5T (A $EA)
& E7ETY v A AN SRugo] dofux]
gstou orjdt Exld] HAAFAA 53 |
FEA U FIRFL ANFozA FHNZ U
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g AR olF FEFA(typhoid), A
(dysentery), cholera % o} 5ol & Alzt @ Wk
TR SN A L HYAE 7o)
Tt 59 A9 Atz $Rgo] FA o
g Bt Ae ojRo] BRI w0l
B Aoju 1 ZA o9 7] YsjHE A B2
2 YT 19409 Landsteiner®t Wienert ABO2)
Ie BE RhEAYL AT o]o] Wieners} Pe-
ters?] 93 RhFA & $8A £89 $3go] 2
T LS ST 974 FRHE Ao 5%
& 4¥(isoantigen)ol ] EA7} HE AL 5F3A
(isoantibody)’t Bt} 5E¢YL v adiz g
FolA 21 Qe Fdoz e UYL v} 2
I e Aol ol od ARE 2 gou g
od MAE Z1 YA g FYEAZ g
de At g9y g9o] . AtgEe ABOEY
3 g9 = A9 BY 255771 92 )89 %3
A8 0, A, B 2 ABHY) 4572 BFEY =% A}
F9 Aol = FA 9 Ay FY RhAAT}
A& o] gl vl Uk,

FEYAE FF5F4L "8 SojHez g
= 22 A 24AY AR (FEZd)d J8
AR e FAZ Rh(-)9 AHgel Rh(+)9 dd¢
THIALY AV ¢ R B2 98 5
FTEA (Y AEDA o)1 AAFog EAstn
AT FA B 42 e A4 2= 2
FETh 5499 fde Wdd Yo uA /A
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Fig. 1. The direct antiglobulin test. The Presence of
the antiglobulin is required to agglutinate pa-
tticles coated with “incomplete” antibody.
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