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WA 25 F hp (feline asthma) 4p 2 o

(Z)% = w4 PEFTE

% - A& me & i acg (type 11 or
cytotoxic hypersensitivity) & % % e &_
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(fibrinoid necrosis) - &+ & - f& & K4 @iﬂ:@
(immune complex disease) -
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(serum sickness) ot - FH & AT
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s R B FARIE 0 TFAL L RN
Tl otk @ 45 0 s R S BRI e
EIESE DA A S SR R AR
Freigt KRB RIS g A 0 B SR G
Fo bR AT AL X AE R E)
wiRo s EFARRTOF o R BREP E%
om0 Vil e sk T (transient
glomerulonephritis) +4rif & 484 F % pF >
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B & oo alAe ok Sk 48 (membranous
glomerulopathy) % % - 3% e & F s e
(mesangial cells) =3 4e o
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Bt g FERFELFLIRTY B
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2OSKIRRET L o gt b e ‘»ﬂ%" 428
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FAT O BREAF R Y S G AR Y (tuberculosis) ° Bt FRZ &K & 48
B W%#H}&?4ﬂ_? X o Fam g4 KA ‘uﬁ‘]}%‘gﬁf’nﬁ%q‘%ﬁ\}* A}éwﬁ}@onvﬁr#
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(fibrinoid necrosis) -
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hypersensitivity) % T-fmre i/ (Hmre 3
M i¥* (T-cell mediated cytotoxicity) -
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£ o 3 & K (delayed
hypersensitivity) » ™ % ¥« / % 5 &
(tuberculin reaction) 3 £ &) &t]5F (B
12 12) B FE = BRI P S 8D

E ik fE‘a‘il’érﬁﬂ SRR E R B G
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WA B 24-72 | BF > HE )@xiﬁmsié v B
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Flaak s iz (B 12-12) e b8 gL
ERzgr NN A B7 IR A B SR
[ A

B E o d o RAT T 0
7 et T-w% (memory T-cell) -
WHLRAISPRAR  T-weid 2 §
Iwmre g% (cytokines) - Tyt o 31 I
JEm ek o & & éﬁ,f‘:mi’é;‘;é:-% A A
v Pz 4% 1Y ¥]3  (macrophage chemotactic
factor) - F iz $#r4]| %]+ (macrophage
inhibiting factor) ~ IL-1~TNF-a 2
[FN-r o d pt 7 L > BB chle s F 5o i
Fout fm Fe 4T A, 2 o B O& MK
(tubercule) (B 12-13)-

2. WEACHEMRA R L

Wwar g A K X (allergic contact
dermatitis) #_& é#&ﬁ& FEBE S
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P o (o ) BICE AN 47 &R
g - Atk (foreign body) @
wﬁm%ﬁfﬁifﬁﬁ B e G e
T oot Ay g dF )3 .4 3 (poison ivy)
5'4\7 R W extdd B Land - A3
# > = % ¥ (dichlorovos) - #fildzeng
N ¢%#ﬁ%2£ A% 78 B (flea collars)
oA FAoi oA > Faldig
AR S I R (formaldehyde) -~
= vk f& (picric acid) ~ F "= % #L g
(aniline dyes) -~ 4% (nickel) %2 # @
(berylliumsalts) % - et o F > v &
HyzkozEz P Lwwe Il e o

BRI BEDORTFR

(Transplant rejection)

By (graft) e 5 i8% > Rigi &
e oHoAR F O AF & %k (major
histocompatibility complex system ; MHS)
SRR F B d - A feF i ¢ FE4RE
WA E e e B F s (B 12-14) -
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Bl 12-14. + B fh 4 % ek pf o o o p
L

(- )T-mP M BE@gEIFE

(T-cell
reaction)

mediated

% ¥ F (acceptor) g ™ 3k & 47 p
# (donor) & & & 4p 7 £ R
(histocompatibility antigen; HLA ) #p#
jg s s £ H A4 b (graft) LV
CD4" mre 3 24 o P& CD8' ‘w#e & £ T o = 2k
(CD8 " T cytotoxic lymphocytes) 4 it = %
F w2 T H = 5k (CTL) ot = $ ehim
A T T s B AR o gt S
B ABATOE S me o TR R PL (TR o

(EOFRMHFAPELRETF

FEE R T SR TR S S 3
(antibody-mediated reaction) » ¥ 4t X
FlZ g ERE R HBES (1) ARG
L S c AR (complement-dependant

cytotoxicity) +(2) il kg |+ e 454 1+
oY% R f3 IF % (antibody-dependant
cell-mediated cytolysis) % (3) &d £ A
4 £ %% (immune complex) HiT#* o

B fdde P RS h F
B slAearg) angt R a F L (rejection
vasculitis) -

(28 % o

Tt it > Rd THE NS ATERERT
g BV R T FHE AR AR
& FPEF

1. ¥ &4 &+ £ % (peracute

rejection)

CEYEETERE ER T UMY
$HS P bR o S B T L R e £ )
ﬁ%mf’ﬁbg?ﬂ%4ou%%ﬁpw’

ARG AP T OB ivf*}"f* MAp H 1 F e
B E LK A R D Pk 3R Rl ;P”’
Bt o Ao g 2 PR TR EY
(cyanotic) @ M E % #rm &2 @ll?ﬁw&

5 g e % ¥ ﬂ,v’ﬁ':‘ Mo o skanEBE I J‘fh
PR L e KL IR Tl B R Rl
Boo ARt BRIk IY 2 AT F L B AR
BNEIBMRT T AN L g o 1A
FPHEAFE LIS REFOGLEHR
BroF Iﬁm&mn_gzrﬁ;ﬂ_%iiﬁui o) e %
g BER 4 Mg F sk~ (fibrinoid
necrosis) o B BB T oL FINE 2 A
% o

2. &1PB#5 (acute rejection)

FAHBEEABI S B EN GRS
7‘5 Bk PR G Frd] A (immunosuppressive
drugs) z 18 » B2 A% o L 'ﬁ—&rﬁ;
’fELlsv PR H gu‘};"»#"”;l’b]%g#”% Rl F ¥ ﬁ‘b)&
ApFL cEME TR RF BT P
ERE I LER A T S BT R = S ¥ 1R
EZE R P RIGEIE T ISR R o
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R e g T AL A ML B L
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}}%f‘%%’\ | # 7% ep 5 (intima) 3 5 %
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’&F\%’T’”‘% #}%i(ﬂ_?? %/F
ﬁ‘*‘iﬁ% °

ér}#k“ﬁ"]‘mpe AT R g o B
R ey B ik e R F’”P‘rml\
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% "’.\1'. @R e o 1Y ] Al T ok
AR
3. B OB OB = (chronic
rejection)

THIDE R 5T e ] F]
B ¥ AR AR B gengit s 2R
R A e g hp g it (intimal
fibrosis) - izl it > § 3142 F | 3k
edt o % 2 Bgm 2 % (obsolescence) ~ R
FRamd 2 T P akenX o b s
‘?ﬁﬁﬁ%ﬁwﬁﬁﬁﬁ’wﬁm%
(plasma cells) % i > ﬁi:mv iz 8 el

P
4. VB R R

EHpxva
(1) "FF % Feh e - @ F50 T 3% - V* 4
'&éﬁﬁwwﬁﬁ&éﬁﬁ&mxﬁ
(2) 28 X7 LH P g e 2 v—%" v
Mo w ZRFVRIE o
(3) #7% x g ’”‘F’a R EE R
R R R dmie e S L
i%,ﬁ*?p\ )i R B TH o
SERH A R R R T R R ke
JE BBt i 2 BE R g IR R o &
Bk d s d f R B2 Ly
(hyalinization) -
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1 tER FRESET SEF - FPRESE
PR F AR A B AR i R
3 Jmie & [%‘m”el&k; o fe ¥ BgA5 8 ,f” ® -
BoenP sk o R g w2 MY B A AR
(graft-versus-host disease ; GVH) - GVH
A FHEFF T LE KA L (In-
muno—competent cells) » it ‘mie s #:s =K
ey Toh k4 (foreignbody) - Flz - A&

APRE g e AL T T S BT gk
VR “m LE (lymphokine-producing
cells) B ¥ L2 THBFIAR %2 5

?«%93:% a4 GVH e é IR A T
#1747 ¢ (donor) % #% % 4 (receptor)
i S4p F BFR (HLA) et g3k > 7

T ATt R e T-dee L 2 %ﬁ, o

PRARIES R

(=) PHALEBARDF L
B4

ﬁv#ﬂﬂ\j\}”fﬂ_@/mg\-,@v\ EREAR e
(self-tolerance) » - £ % 33 ¢%§.B 3 it
R p AR A m (autoimmune
disease) ’:i‘ 45 H 1‘?‘5#']&\ Ao T

(1) *Ejrtdihm 53R (emergence of a
sequestered antigen) :@ #348eh
4 ka T#—fé ';t’i’H‘ i Tj: 7 “i %lf'ﬂg pi‘ﬁ’ass
%ﬁ\” PRE R o dript ‘E“T‘; C
B o doflis R Lo PIHE LR AR
NPl o sl LR F}@;

(2) A4 B3 M2 A PRTFLR D B g
Bofid 4m R @Wm@ﬂﬂﬁﬁ
(configuration) :x% P Rl ¢ 7%
wezbp Aended B Flptslde R
F oo Rt B N plied 5 i TR
REXL o FRRTIR DAL oA
PO A AR S e (autoimmune
hemolytic anemia) 3 — & o

(D) &2 F RSP F
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(4)

(5)

(=

e R

(cross-reaction with
microorganism) : F & fc2 $cha
F iz = (antigen determinant)
B R A AA0 0 F2 0§ 3
WA PR AEFE KA
AL ML FRFAL T HZER
$ A PR o 4o R A T 4R
FEoog A 20 s vl o Fla g
27 kB (rtheumatism) o7& %
F OOk B/ Ulyeoplasma
hyopneumoniae) F¥ > *T A& 2 2 4%
Moguwgdd e 2 BB
59 - %% X (contagious bovine
pleuropneumonia ; CBPP) ik ik ik
iff: 7 (Mycoplasma mycoides) v
,gé‘v,u-};: E#w};;&{;)@

43 RYLEF BnF) S 1 F s
# 2 p A W X |
(self-tolerance) > ¢ & ¥
T-suppressor cell e % o drig it
Byl 23R A4 PR LA N
}'*[’i:,o G4 #-v g j\? }ﬁ;"»}’g =3 f
PRl 4 R LR I““’;-I”f]l xmﬁk
€ B e 0 AT S ]t e
(suppressor cells) 2 “%1:’—3: o A
3 ”@”fjlff%% IR I SR Wt N

(myasthenia gravis) : @ 3 # ¥ "
ﬁv’rhk ’ ’d;}ﬁ gl Jk :g,]v_}_;}iﬁa’én 4 fg s

Bt s fa i

«I‘ﬁ—%ﬁ"?mp/ % }?3‘33&6]%?
& % - & (New Zealand Black:;NZB)
wF gEm A (retrovirus) & %
Proftpl ] Renpife s cn kA2 p

8 4 % 348 (auto-antibodies) -

VLR B e o gt v e g
Bt 3 7 sl = R A (- ﬁ*u
R fpmE ) 457 R8I G A
B pom o p L maE g Ao Vi
RS N D N T

AT ehd o B AR

ER T SIECE T E £
At

glgggbm}'}f‘}ﬁamg_rﬁkf;%”?é ERTI
- ATREAAS R D o blde 2 2t g
Wwar (milk allergy) - % % — A iEarrid
*o pREAEB L R BB E 2 AlEAT o
ST L pREME LR % = AR
FORATiE S ok T IR T R R AT N LR
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(membranous glomerulonephritis) o %+ 3%
AT A e Pl g DNA A =
AE S REIT F N SRR L ’g REATER o L ob 5 gk
ke EE ﬂ?"‘ﬂ ‘:'\‘JH‘ Tﬁ,}@,e’gb
ﬁﬁr—]%@sﬂl«’\sgjayﬁ TR ;Lﬁ&dy}:wﬂyr\m%g;
;.‘r‘*rs S RhORMERE S X o 18 ;ﬁ P BT B2tz o

e SLE fﬁﬁz a..::;ib‘_j"’l I e
(lupus erythematosus cell) % g A4 -] 44
(hematoxylin body) - # * 4% -] %8 %_DNA ¢
BT R0 AR 6 0 A 1A S R A
$ooo TR e 0 th G BT FRA ML R
SEAR IR IS SR BULEE R
ho&ﬁﬁﬂ%@@*%“&@ﬁ%%&ﬁ@
FHoFRAMP AT LA T T
Fom2 oK oSIE A4 S AP MK
B ehE BT el (FLDNA) 8y »
stk R FAPipE-] 4 (ribosome) ~ 47 s
’ﬁl‘% P F-9 ~dd m R Fn o) fF F g
o H P o ak B bRl ARFL S SE R R T
+ (rheumatoid factor ; RF) -

# 4 SLE chp F]> 5 p 2 b enFl R o

BTIF LYW 5 R0 LD L i
ﬁa%#ﬂﬁﬁ%* R i
APl G R AR S SR A
242 -

2. R RMM & X
arthritis)

(rheumatoid

PAEREE L R A B A AR i
- fARERieR > REEAHE L - S PR
o MR e N SRS 2 R Yo
IR &A% M &5 A (ankylosing) % #p

% R R e BB S iR
(synovium) ° #&=%° 3 ﬂg PoMe o Ik b

T kT R PR S R RF
2 % (synovial membrane) % p ¥ &%
e 4 @ A= B & F (synovial pannus)
Bots M S B T
ﬁ’@%ﬁ@%ﬁﬁ%m B i
45"1‘%?‘10‘ ‘&L‘IP;’:&# _JL’\F&‘EEFP
A Rk oo w—k;?i@z- Fooge B
”%%}{P‘ ?‘B A D ﬁz#“’TﬁijﬁmWo
R e E&&Vimﬁv”‘\? Koo T A
ST LA M T A £ ¢ (germinal
center) 3 4u o
EAMELEE A
il ﬁ-‘x‘?‘ R ¥+
RF) =1 &< 4442 SLE+ 7 4 RF
il %dz*f TR EER SESP LY. | I
“fUi BALBE & L] 2 2 ARE R o
S SCEEETES Y Ty Sy
fd 2k BT+ (RF) @iz agdnh (%L
Al A 3 ) o LB AR £ R 5]‘:—;5 Mg
& TR °VJF]‘ - R 5 /ﬁ‘ﬁs.—m.f:m’?e ’v#

A A AR e 3 A B & e

P ARBRLREHE

% £ # Z Jp ¥ ¥ (immunodeficiency
syndrome) ¥ A £ X 18 X Mo p KB A
IR J‘n},%—w (human immunodeficiency
virus, HIV) 2 6 £ A& 2 pigsE > 7~
€ RO (acquired immunodeficiency

‘1‘1\'- \‘j @ -rx_l
% @%

_EL/F z p I R o
(rheumatoid factor ;

LT



syndrome ; AIDS) & » £ % fenpt fop g &
ZAAPEE R MO SR AIDS TR F S
Wit Zish- B F o

(“)RBHLERL FiEH
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ciency syndrome)
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(leukocyte adhesion
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3. Chediak-Higashi Syndrome
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¥ (acquired immunodeficiency syndrome ;
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oA AR ¥ R F (human
immunodeficiency virus;HIV) g % CD4" #
84 Tm#e (CD4" helper cells) »#h#k CD4" &
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BAeH > 27 CD4" #es T wre &5 5 HIV &0
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SR B A AR FLT
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simian immunodeficiency virus (SIV; j&d
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