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LTB) :» £33 4 cde bH F
Bk R B SRS & S
BlAE e M o
(3) LTC4~LTDs 2 LTE:: ¥ 54 § ez
A F gee g (spasm) % HfiEn F

6. A & HWeh3 L
constituents)

1%?*,?)5,_5}5 » H

(lysosomal

vk IR A B IR 3 G 0% R WAk AR
[ ¢ﬁ§“’?iﬁ4’ﬁ“’ﬁﬁéﬁ$

(DB & + % ¢ %  (cationic
proteins) :¥ fﬂ_«f%-i\‘ G 8T dmie
A e BOR @O E S F 2B

= i‘a%fiﬁf‘itﬁ”’iﬁlb Mo fe e p; .
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(2) Felt3-v p5 (acid protease) :

Peit IR BT ¥ ARk o2
£% S Eviim®e ch3d i3 5 4
(phagolysosome) ¥ 4 w7 % £
% (debris) -

3 B F 9 pE (neutral

proteases) @ gt fiFac A fE R -
o ARG aE PR 2 i
¥ o T ag A s ep IR o Bl it Ik
EANE E"’%’ﬁi%lftﬁgi T % A, 3k
T oo
ok 2 B 3 Bk fRpE
(acid hydrolase) - * Rk * ¢ fp=
(collagenase) ~3# |+ v f# (elastase) %
X Jj% v Rk F v &  (plasminogen
activator) o ipi A >R PUEAHE
£ o

7. ¥ p &  (oxygen—derived
free radicals)

OB S B 55 A
B R APEAL AL F P o
B o
(1) 31%a § 0 A e enig 3o Futig
a 'g@f—m/%ﬁ P23 4o o
(2) % & $% v f& (antiprotease)
G QAR l = S
:; H 13 4 > &rﬁﬁ_ﬁgﬁm’f’? S how TR
LS

¥ ehimiE o

(D

L
B

8. = /¥ iEFF (platelet
activating factor ; PAF)

PAF ¥ ¢ o -] it B > 2t o7 R i e
$2 4§ A ek PAR S EAF ok A RIT R 5
FARD HEH RS PAF 7 i o4t
-G EER= gLt = 2 e AR = I LS - S SR S
e (target cells) & @ % & wmfe (dr
”-‘Lﬁ:) L\’%\'ﬂl*’ﬁl’aﬁ'—/\%ﬁ_ -!ir'm';l’i?%
(prostaglandins) & ¢ = % &
(leukotrienes) -

45

ENRS NG 89

it

9. % 3% (cytokines)

A M gk Y 0 b ow Ik A R
(interleukin-1 ; IL-1) % % 3% » %]+
(tumor necrosis factor ; TNF) %= ¥ o
LM bk i % o [L-1 & L R FE
BRI S Pwre 8F A 2
IL-1 - TNF ~ ## % ¥ % (cachectin) - 5]
”ﬁi E;;J;;Fg‘r (cachexia) hiF* »» £ d X
HenE v imie o g dl o [L-1 2 TNF eni®® =
A VAR

VR A 3

i‘ ' ¥ q_p 4 & (autocrine)
(paracrine) % p 4~ & (endocrine) ig
o gt A B4 et Bfdp it A B A A
KA > A FF I AP eniEr oA Fand &
TEARIETE Stk Ry NE L N SO PTG S 7 ST A
MERBE RE* mzoigiar mie 2 PR
JEPFIZAR TE® o )b A LA TN A et eniE
oo g
(1) xp Lglmwe &3 & 5 % FsF
(surface adhesion molecules)
A fg’%nvg PoMe n IR H e 2
p S gj—;xﬁ:g:! °
(2) & =2 & PGl e
(3) & = PAF -
(4) H A4 p A JmPe chggn |2 o
[L-1 2 INF 2 & EF KiE* 5 B
SRR S R LI SRR S
ACTH 2 %1 5t 7% (corticoids) % 31
Pos f iR (o BPE 6K~ B R SR e Pl s
Higwprs M papl B) -

10.




4 £ ¥ 3 (growth
factors)
SN ER LRI URE T TR RS
& Hr el oo
BoaE 2 gt U gl f?wé 5 oBE IR
ﬁ” § i 1gm4\:l1/q\ ;'-lir'sllﬁ' '?Ji#ﬁ
f%ﬁ@@%#%wkaFwﬁ%ééé

TR o HLA %’fm¢ BT W B AT L
(1) & g ehgrsk 5 73 % (pros-
taglandin ; PGI2) -
(2) #ed g FE
(vasoactive amines)4riesfi%s i
# & % (serotonin) -~ C3a &
Coa ~ 4+% % (bradykinin) % ¢
=% % (leukotrienes) Ci > Di~ Es
22 PAF -
(3) Afre 2
(4) ## 2 IL-1 2 TINF ~ 5 730k -
(5) 7 + #FPRFE ~ FEHR
(6) sz BT i3 %4ps (lysosomal
i R HP

metabolites) -

i i R

P Cha~ 9 = %4 Bis mpjz

enzymes ) (oxygen

(m ) X dm e

By LEFEY 5 - FRI P LR
F?/]jt*‘«k—ﬁ BRI & Sde LR R D
Wb o @ 3 vgv‘ Mod a3 “’%’ﬁfﬁ']é‘_é IR~
R R LR A S
2o Hos p A E w2 (natural killer
cells 5 NK cells) ~ = /] ~ # % o
(dendriticcells) » p A P2 2 R wmbe
AP FE RNk d o

1. V‘ﬁ' ¥ #4¢ n 3¢ (neutrophils)
FY otk w3k (B 8-16) Mt ik

GERF o A LA LR AR R
S A TR A AR i o B e

- g 3G Log o P Y R IR
Bl 8-16. ‘%"‘ v a3k o ] 2 FE coli 31 A2 FGE
,\» 7‘1;1’\:‘ r’j"r/ _“_T ; il _Q}\}ﬁ.:ﬁmﬂé o

BpF ARG RLREF oMY R TR
/\4
;

A &ﬁponvngwﬁﬁ—,ﬁ:—r,v Mo
iﬁ{ﬁxi*ﬂi“)ﬁq’*mz\&‘m"e —E!_L-ﬁm
o B Pi\mfgﬁﬁv%*"’* La k3o

e 2 Begier F"ﬂ—\-u LR £ w]o\fF1

Pe w3l 4B e sl H e f T R

oo R RAPE o HEEITH Ap g 50 ¥ e

n

>

e 2 H3p k. (lysosomal granules) 2%
SN - %‘*,"%;ﬁﬁsgm)?a&’i%;’ ¥
e AR R ﬁ{ﬁmrf]ﬁﬂ}ki .

‘E Pld IR 7 o0 AR S RERE

PR - ATk g F R Camro-
philic granules) > z 7 #% i* s (peroxi-
dase) ; &% F s T > MR AR RS
% A& (electrondense) - F17; & #£FA) >
BRI A L AR AR S HP o TR AR m“?,’ ¢ote
v Ik B ¥ #we (promyelocyte) FFe 35
* oo o] R x L AF AR R (specific
granules) » 7 % i % i* = (peroxidase) ;
TR EET MR AEMT SRR
(electron lucent) - 135 & i35 > 5304
L enis 8 A5 & ek w2 (myelocyte) o =

ERE L e R T R R A
z 7 & B B R pe (alkaline

phosphatase) ~ H#t+ ¥ F (cationic
protein) ~§“4# 39 (lactoferrin) % % f&
M FpF (lysozyme) »igdt e Fv e (L dg it
B v 3Ek 7 7 -k fEps (hydrolytic
enzymes) @ gl fF o NELM IR T o (FR
FiE o

Y IR LRIy
m frgide &3k (heterophils) - * fikrg
#2 w3 (pseudoeosinophils) - F1H 2
V*ﬁ&r’}mgp—}__o %*F'_ ﬂv Me m TR AL 7J\
ﬁ*ﬁzl (hydrolytic enzyme) v FPL B R ek

T E AR E @ AR TR oK

BN Rl & IR Rtk ST & L p
Bo g Fu; w3 HE 44 e s o R
'Ji"ﬁ-,ﬂ‘izi"?vw °



Rt &7 (eosinophils)

P%’ palte &3k (B 8-17T) AL F2 4
g+ (thewormkillers) >z 7 3 fa%gf:

(1) 4= %23%f# (primary granules) :
R AARLRT X s LTI N oL
% > T F ke (promyelo-
cyte) > BEERIBS I T3 F A A
fap¥ (arylsulphatase) i—‘&riﬁ}‘&&
f= (acid phosphatase) % P‘%‘ i
w2 iEF I pE o

(2) 7R3k (specific granules)
4 fg w2 (myelocytes) 4
o X S8 drdoh ~ g~ FE S WL
XA EE PR ARE B L8
;F,J}a/z\}l B _'m*#lgo,e B2 S
3o R & EIBB ’Vr‘rl’f#Q P
g 77 L Rardt o
(major basic protein) o

(3) ¥ = ARpR AL G hutehrg gl
RS BT R R H«;&hui T i&ﬁ
(arachidonate) 2. * -

\:%'ﬁy;;,y}ﬁ I H w g ﬂ'r_;j:*ﬁ 7 [ enxs

TR R LN LR b3 /\’Fﬁlzr
Lo T 7 g R & [gE B e & fmre (TR (S

BT HAER T, o B 2 5 G B F AR
FH L2 AE AR ¢ o gt TR
A7 F %5 h> A FipipF B (arysulfatase
B) & ATV KRIEBAK g R T
(SRS-A; slow reacting substance of anaphy-
laxis) ° SRS-A ¥ & MiEack BehA d o B
"26% D (phospholipase D) ¥ # & i i -] 4
%1t 713 (platelet activating factors) o
A B OO S S TPE S S~ L I 3
(lysophospholipase) » ¢ f#E ¥ HE pt v o Ik
G p BenpE o T oh s 2 .Qrv}l‘,:.\:%"\:’ e
TRooghd L IRTTZ G BBOREE S T 4 R e
Wiz o

v ﬁ”ﬁ.f’* v IREEL B AL T By
% ¥ I“nL (antibody-dependent) % o gt &
= P A & M 39 (major basic
protein) ¥ s H_i & ehde F o v 514 gt iF
* ogtob, HEE 23 v (cationic protein)
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¥ e
e

=
oo
ol

hrl
i
T‘x —=
Pal
F
o)

e

5 v"lv;um““ 4 R B m
X H #E 7 > 7 ﬁﬁf**&t*pf]”
£z O #g'f‘i"‘ mﬁ:uwu; ’F%
ﬁ{%&:%iﬁﬁﬂi-ﬁ fobe o m 2ER

[Pa R
oA Pk o Tok W
T . N
;.

o
‘.3 T= ¥ .3

T3

—7 T

tmqlﬁﬁ& "’\ﬁ:?\:’f"‘llii’pq-

/\’Fﬁ—(:“r\?’ Pde ) gl ptd o ke
e X R AR Y 2 T At b ch e SORE
L R LR A R ’Ji;ﬂ N
Dipes Aag G 4 ke by o H B

4 B ihid

. Viﬂ.ﬂh+
&

- i
B 8-1T. ﬁﬁ‘i&}’*w © Ik E}V*ﬁj‘f’}w Tk B E AR
woE
(1) Cbha
(2) BATF foeivf frih v s Rk i 7]
+ (e051noph11 chemotactic

factor of anaphylaxis)
(3) ¥f ¥ {4 s henef FLbL G & SRR T
M ¥13+  (eosinophil chemotactic
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factor of neutrophil)

(3) ¢ =% % Bi (leukotriene Bi)

(4) mono-HETES ( ¥ 3= 2 w ' pk ;
mono-  hydroxyeicosatetraenoic
acid)

(5) m & FSF (PAF)

f’%iﬁﬂ%44’“”$ﬁ%iﬁﬁ

FR Mo n3ReanizE4p g sl

B e 137 & iz R SR g IS FE LG
w RPN o J T L e 3 M T e
L If R X e iR S o B e & KRR * 7
F‘%’ # &= M9 x 3% J2 (eosinophilic
abscess) SEEVENIER, Bl el mvﬂ # ke

BB ¥ A3 Jersey £ enf B ¥ % (nasal
granuloma) s R R _’rnv‘}:,’ # i ‘]Vi LN

(eosinophilic myositis) ~Jjg ~ W% 5 &%
hogaz@EiEep v (collagenolytic
granuloma) ~ Jj % Jevg B Ao LAf £ ¢ T R
(eosmophlllc granuloma complex) % g¥¥7
L L

hakttd & 3k (basophils)

PL o TRETAT X e R § V%%'H‘
HA e R FRRT o S B A B
ARESIEE Sib SRS M o
i oL FRApLY o B .

Rdglie £ skt R IgE G M AR
RS BTN Thl T HEERERS
IR L T SO S SR

?j};}i‘sw—k‘gmyé;}g‘;‘,gj °

4., %+ =% (mast cells)

s mre () 8-18) F 15 % & v
@mwglﬁww,@wjﬁz%ag%u

foizd fAm etk z 3 "‘;e]' ER TR LICR S E il
e 77 esiez g f -9 fF (serine
proteinase) ° ™M % [ ¥ 3 IgE % 88
(receptor) ° H 7% iy 57+ ¥ {35 )
Botes i (CRBE ) B E G dR o
mIRE RS RS A E

I LR Rl AR AR R

Cf s s3] x e (connective
tissue type mast cells) » & & A] w7  'm
oo ¥ - KEAA GOTRR o Aot i et

» AR ST 4 fm#e (mucosal type mast
CGllS) o {4 X A v HEpsk o & ,ﬁ,_;g.g; A e
< fmPE o

WUEF B¢ 00T A i A R S HEAR
& 'FT A EF - A B AT o %lr'ér}' Fr}%:)]’;‘;,i B AT
AL 5 d e & mre A T o
¥ "2 (monoamine) ~ 4%% fé 3—v f* (serine
proteinase) ~ % % # p&  (lysosomal
enzyme) ~TNF 2 A% 434 F @ 5142 o gt oh
37 L e 7r R R B IEATE o 9T X dmie it

F4 80

Bl 8-18. #* + :m*¢ (mast cell) ’*“‘Z’*ﬁﬂ“"'fﬁl’*#
5 44§ £ & (eosinophilic granuloma complex) ¥
K GmRE iBE s Wp ¢ T & fmie H e ’}*m%;'—}“'
R

~=h

FAp > ¥ LEBP WA XH IS anF 4
ﬁ,? 5[%@:}-;3‘@,55*:.;—,’15:?«"3378@1%4“ ’LE?fgé_
b PR G - B R 0 H P

PR T EEFLRNEL



b, HA 3w

¥ 1 5 % w ¥ (mononuclear
phagocytes) ~ E ®& w *2 (macrophages)

o5 LTS b Lk p L o
(reticuloendothelial cells ; RE cells) -
- Hwre R F R b Y F o EE P
w3 (monocytes) ° % H @ B o fLlok
#t  (histiocytes) & ¥ 7] F i w %
(resident macrophages) @ 4-3*&0 Kupffer
<% (Kupffer’ scells) ~# a2 B g
% (alveolar macrophages) -~ &% g%ﬁk g
gk (histiocytes) ﬁaii o A
%z (mesothelial cells) ~ ¥4~ H ¥ B2
Hed gk p L e (RE cells) ~ i g ep
A mre 2R

-

o 1

AR AL Y 2

Bl 8-19. Evxiw® > 2 gl (Johne s disease)

L T S L R g L

dpl G wmre (glial cells) (®8-19 -
B 8-20) -

Yoy sake L Eemre R EPG A

EIR SN2 93

¥ f %A+ 5w (polymorphonuclear
phagocytes) » ® FI#Af#] > * AL B E
fw*¢ (microphage) ¥ ¥x&rimbe 2 5 A5
LWt A o AN R R B E B E
T R EjeDiEr o3 HRIfAp i A KR 5
ﬁ&&?%ﬁoﬁﬁﬂﬁéiﬁiﬁﬁﬁm
o B gk B NI B mE R A
£ e 3 LR F R Y R J I
Flv L F e NI E e e AR S R L
JE° B v Bk e ko dot = dhle
CEREEA RS T Ey L RE Y S
& 75k (hyphae) ot B ¥ i )= § $ieh
F m? (maltinucleated giant cells) - FE
Gk T e X e AR v K& BlBrE2 i
LA EEE TR E Y e Y
SRLRF S e s 3 g Bk L1 S B
B (cationic proteins) % F 48 H- ¢
(lactoferrin) - ™ % ¥ %% 6 ¥ - fs
(myeloperoxidase) > o ¥ @ end v fmbe »
Pl = > # Z % ¥ % F v pe
(myeloperoxidase) - fe4rz 7 iE% i+ & fx
(catalase) s fs7 i3 it f*r (peroxidase)
e o
Evgiwm®? 5 d %= %% (lymphokines)
(£ # y-interferon) % » & F|H ‘wm¥e
WD FLE wFTAY S FE T FR R
MmO IR E 0 FEREE R w e (activated
macrophages) - i&fim® € A (b BA
(mediators) 47T :



B 8-20. *penft 3 w2 (gittercell) - 3 iwbe s
- BB rEmre ¥R YRR L e 3 o
o k9 F ps (neutral

(D

(2)
(3)

(4)
(5)
(6)
)

(8)

proteases) ° ¢ # % R kv fiF
(collagenase) % 3 |+ F v f%
(elastinase)  FLFFV 3 [R5 49
I Jf:'% BoE v A
(plasminogen activator) - {é H A
25 %% (plasmin) 73 fea ek -
v n IfAg e FlF o

=2 » % gt (arachidonic acid)

=¥ (reactive oxygen) ek B
MR LR L o
A F]F oo

LA
F o
imre g% (cytokines) 4 IL-1 %
TNF -

(growth-promoting) %]

(9) 24+ %% (interferon) -
3’-%—.5"3& SLERT SN B SR R
LEFBTHREFLR mu' o I B vt B 3T

ﬁﬁﬁﬁﬁ»W%iﬁﬁﬁiﬁﬁT*B#W
HroEmn RELE mE A4 RN e LK
f(% L HZEF (modify) #uh iy 4 - 4

BF BB E S o beT R AR AL R
(tolerogen) %= 4% &k (immunogen) - =
FTRBRMOE L me A LR F e
B o

Eofimie eniT® § % 20 4 1]»\}‘1‘ LREF &
SHEcA 0 B F R E_E F g bde
£ FAE R :,@'rm@efv:go AR R
RO R R sl kI R %gnﬁn:@}ﬁ'tt:sm
'z b sn ] (intracellular bacteria) gt
gﬁﬁi»a”;wﬁ%m»éﬁ; Y- B e

hd o 4 Ebﬁ)i‘;‘; m”a,uim
N LA un]{ir"?"‘fp‘:]“""’% 4 g ',,:é—ﬁ.}ﬁ‘r,‘
WD Tk (leprosy) -~ 2 g 2+ I
(Johne' s disease) (B 8-19); + % #enilh
ﬁ]ﬁﬁ‘kf'iéf‘«jﬁ?]‘]% (histoplasmosis) % 3
2 #Fp (blastomycosis); #h ke 5ldz2
JE % % 2 MM (lysosomal storage
diseases) % % ”h K2 o

o At

6. # = 3 (lymphocytes)

ATk (B 8-21) 7 fe AWk F B iF
~EER A S LR ER L (bF [ ER
i o T IRT A T T A BT Ik o
T = GNP B LA T3
R R (mitogens) X %o pm*e
FEWE o IR S (rosette



B 8-2l. %=k @ AF ¢ 3 #H> folliclee ¥
LR IS J‘fﬁ A o % L (mycoplasmal
pneumonia) -

formation with sheep red blood cells) -
LR AN H T B R AT R R
(paracortical zone) % #-%gv F hipf = %
B R R R OE OB (periarteriolar
sheath) T-# = ki & (7% 3w L4 L&
FR BT HIE S FERS [HE F L e
F A2 A PR AT Bj T shA R
R PR S A T IRA R AT A HT
a4 ¢ o (germinal center) H 4 & 7
AR AR L RFREB- T R e G AR
T 3-v 2 Fc 24X 48 (receptors) o

M T IRz ;“f]&.ﬁm’?é’ii%'}ﬁf (infiltration)
SRR DERE Ay S LR (K A E
IR e L R F R T SRR A
- e £ B Rk F 5145 ) i
BF AL A & e g LR R e
RSP AP MALEF -

Wh g Y o B R E M T IR G
ER I (Rt AL R Ly s Y e
%% % i (LCM 5 lymphocytic
choriomeningitis) ~ p # & & 7 > 4ol =

EIR SN2 95

b5 e ;{”J]‘i % (lymphocytic thyroiditis)
’ff’gg%&’jﬁ %F‘I‘HT": :1"\’_‘?:‘: o

7. #.ﬁn’:’é’ (plasma cells)

’3‘]&97’-’? (B 8-22) & #k = ket xh lmrz o
BT ook ks 'Jlir:smvé 1 BT L LA
P o B P T A o0 ALk B B
(cartwheel appearance) > fw® {7 7 =~ &
sup gk B 4% (RER) - RER p RIFFSHEAE
PR LM R ARIE ATV A
¢ ;%% (inclusion body) - # % Russell
=] %8 (Russell body) - ## % Russell =
%ﬂﬁ?’iﬁﬁm’?é ' 5 matt cells (Fim¥e )o

B 8-22. 5]%.397’?? (plasma cell) » &% A2 F 5
Fi oo BAR Lpwie S ?j‘zﬁm’?é N gl

RS N

NG A 5]%,397’-"? WS T ke pE
Moo FREFpp - A2 < il
# k30 £ ox (hyperglobulinemia) - %
e AR S o AR
(feline infectious peritonitis; FIP) -~
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wihle § ¥ o (Aleutian mink disease)

B 8-23. ¥

-5

ﬁﬁT@%ﬁ

-v’ -

LN
F X FE % (Langhans giant cell)
e o By e s de § gRA o

E

’

B 8-24. E ¥ - E mr (foreign body giant
cell) » H 3 Fendt 7L p o

v a2 ¥ (plasmacytic stomatitis) ~ 2R 7
WA LA PR E

8. %+ FE wm* (multinucleated
giant cells)

S E fmie o 2 8F

(1) WgpehEmi i L3E 55,7 d
mE oA S & R
2 i jgem A% o AR b ik dp B A%
s N s X W oA - 4F
B 49 FNE % (Langhans
giant cells) (®8-23) s FE

e H s A o
B P25 ME @ (foreign body
giant cells) (® 8-24)>
i AP AR R A L o
WEPRFALIPEFAEw
om it KB Holdenp T EP
¥FRLFEPHUEwe-Lizd 2 830
P9 EA P @ TR L4 B
PR E me Ed kB sl dee itk
SEHFRT OR LA KRS T R
PER TliEA BE i e § B ARG
A B E mre N AN R B
(stage) 2 @ B> 2 &2 R 5

G
I

I
e

STE Y

il

B o

(2) " B B w % (tumor giant
cells) @ ix% AP TR, &
AR AR FAL SR W

o kP ARG R PR
R

(3) * ¥ eh s F e dod chpl F mre
(osteoclasts) -

B PR

A e NG (chronic inflammation)
13 e (hallmarks) 72 @ % - > E¥ U
i aEE o AR S B BT RE Bl
%R o SRS e kol F 2 (F



8-25): %= > .?J—‘"f%iﬂ%‘}ﬁ’ligfi (B 8-25) %
EN SN —\«mﬁii&

B 8-25. BILCEF o Ep T
VAR o

AL 3

Bt Lo A E 2 T Al
(1) ¢ & Lpmgegn o FHLEF &
gk T AR 2R URF AR
RR ke ¥R F AL CER
R B R SRS
RERLF R -
(2) £ REPELLEF o
(3) 7 Lo 2 i ]S =R T 2t
from @il AcAB N EA B slds
BAELREF o blde: § & F 2 3w
N et Ao E T '@5 e
BHRF I FRELEF o £
iﬁﬁh CHp e E A SR R
e laﬁ*i #E%‘ﬁ- ’ —kf'?fﬁ
(asbestos) % # 3 (silica) *t%
IR REF e B ARF &
£ H P LA AR RISE &
Foac sl L F e
- AT o B Ui AR
NEE e lem P hE e Lk A
L F s o Td L g Pt ot fia
- Pl BRI B ook (g K
T Ppeds o T 26 R i ‘}‘ﬂ'% PR igE B oo e
Mg A clede kR B EF R E R R R
et if ok o 16 BB S nE e o )

EIR SN2 97

B T kP LT kR

(1) #ma ? B e Lakm koptd
Ao M FeniTH @ 5l4ec izt 4B e
P E o e 45 Cha~ BAaF-d RAs
(fibrinopeptide) ~*f * {1t =
%9 F (neutrophilic cationic
proteins) ~ ¥ & I} F F
(leukokines) ~ % & 4 £ 7] &
(growth factors) % % &k 3 v
(collagen) & % 2 £ F-v %
(fibronectin) ¢ % K %
(fragments) °

(2) o B #meg 4 o

(3) d @T\-,‘-%-PP /}E“ %9@5' is

BEAR il f enfRT A= Lﬁim
R AERF B B REFERT R R
Fls ¥ 00 Ay P ke SRR b
Yok A - ERMEUREF BT 2 f‘”“‘ﬁ
LN ER RO s R ’%9:%‘31*;;&]'7,% (actinomycosis)
PR O 0 3R F T AT S g o L
0o IR e

e oM T sk Iy 3 - T ERPEY
T blAe BomA g o B G L o
HI B Uphmre > PIEHT IR -

B P FHEE K EF R (chronic
granulomatous inflammation) e
L (B 8-26) = — AR LmF ko
R ™ » HpAp g 48 A ¥ T L /D
$r2_% o H A B en g imie o AL AR OE
“i P (modified macrophages) - # & #f .t

A %2 (epithelioid cells) - #f} A ¥ 3
P P hibeiod e Bt 4w -

ot fhmre Hd wjpenE e L Rk
Mi:ﬁ‘; A BB By S O R 3
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