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AP 42 LA 7 T

2 25 11 B i g 58k

i

Al

i 3 e A ) A D 0 B R B A A
S¢ 0 [ I %8 A R 58 4 6% % (neuropathy ) B 1]
B RES) o R B E TSR - AR
EATFAERE —EHE  BAE —MERE
+ {5 4n i 5% 18 AE 1% ¥ (carpal
tunnel syndrome ) ° HLA] LIEEAFAMIERLL L » IR
FA T [ AR AR A1) P S R 2+ 3 A B AR R
£ EE RIEETRE N BRI - RS
4 B #4555 % ( mononeuropathy multiplex 5
& multiple mononeuropathy ) = 5 8L K
Z RIS - 51 BB R BN E A
55§ B 2 0E M 4095 2 (polyneuropathy ) © A
I+ S RE A AR S ) B R R B BB
SR 1 D 1 A A R 0 R R B AR AT LR
AR BT AT DR MR E
J0 (sequential involvement) o & i # 48 B 4 &%
B AR R AR ZE - BEEN 0 AFICHAR (Sch-
wann cell ) * M5 » REFHER  (F—EFHL
S R A A B R AT LIS AR R
BRI  EBE AR 2 SERER - WA
EERABMHEMERE  FERSEERENK
TR E R AL LA
1. &% % (vasculopathy) : 40 4P
5548 (vasculitic neuropathy ) » FMT (A & & #
BN FRERHA © SN A IS AR AT i B R TR IR
v ANFE B EE AR
0 4% %5 (ischemic neuropathy) * — EL B4 M3
S ELTER A SIRERL @ R 2 ¢ BEIMER
EPN- o
¥ EARBREMEISH

(mononeuropathy )

(collateral circulation)

HIUEE S+t % - M

N m%ﬁéJl‘iﬁi /413 Y o ﬁﬁ&

R E £
#@ oA

BT AR AR - AES I ERA
( polyarteritis nodosa, PAN ) * B — SHfE B
(Churg—Strauss Syndrome, CSS) » REFHATEHE:
JR4E (systemic lupus erythematosus, SLE) * {# [
M AR R I v AR 2 M AR AR
A ks I3 7 88 #7 22 (hemarheology ) B9 & B FFf
B B UAUREAT MBKASAE (polycythemia vera) * 14
EBIREH ( cryoglobulinemia) B B K B £k A MLAE
(Waldenstrom's macroglobulinemia) * A J 32 %
KB Z (shower of emboli)%‘ﬁﬁf PAGE RS © 7=
BEEPME R RE RN

2, BE ﬁﬂﬁ??@%ﬁ@fﬁi%—fu W& R A
SEEIE TR A0 B AL » QOFRIER (leprosy )

3. BR  FRARSKEFASEMENRESCE
PEA A o B DA AR TR R a0 Hh A A
(neurofibroma )8 FF R 4HATE (Schwannoma ) ;

4. S EETES LT R R (hereditary
dysmyelination neuropathy ) : —BE#f%iH %
FoPEAE B o B B S R IA 1 h A

( hereditary neuropathy with liability to pres-
sure palsies * fff#§ HNPP ) * QMRS RE S
T 5% ok IR ) s L 06 P R 1 A

5. {44555 2 (metabolic neuropathy) :
BH RAY BRI A % % ( vasculopa-
thy ) » % F 2 & MR & 5| & M 7 R 40—
SRR (2 RE R 208 ™48 R R &
KRBT ) o BUHSCEEWERA - SHE ME
B MF AR » RS RRE o

t

BERERE
B A R i A P A LE R SRR B AR
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SR M 20 M A AR A BB AR ] 0 AR
TERE » FLH iy 2 [ R 20 I A8 1Y el 4050 488 1o o
GeES » T B A iE e e R A B BT
ZEREMWE . M5 - WREMEMFE N
iAo MR AR 0 R -

1 MEARE - B (D) — R MRERE BT —
i oA - MERFHEIN - EELFEvE R AL B IfLBR
## (eosinophil count) * 4L i Bk {7 f £ 2 5 (2)
MiEHE » SRS R AR
(extractable nuclear antigen antibodies) * 3
J5, 1% ¥ (rheumatoid factor) » #if# » % EEER
B BRTRIUE » C BT RYIHE - MFESD
Bk o (3)HFPR MR - WIHHR G AEE S
(circulating immune complex) * MIFMERIE
# % i (angiotensin—converting enzyme) * $iL
PEERYTHE - ABIREA LB ( human immunod-
eficiency virus ) * HERAAEEL(H -

2. MEETE A FRARA o oA A A Ay K LR T A
A DI BA S 2 # B b ( multifocal
axonal degeneration ) B fE @ & 5 E & & 1
& {7 ( compound motor action potential ) J%
JRCHE ¥ 48 7E {7 ( sensory action degneration )
{1 4 W R K+ 1 0 P AR {40 T 1 i g
BH O EEA PR AS SR ARS8 TE
AR A S B 0 B (D) EE R 2 F &
Haw o HEEE A A IRIEZE A 2 AL (2)
TR0 14— 1R e 400 b R A o 45 2 B 1 36 (2 AR i 1
EAPRAK » (3) b JH 48 Y Bl 1 B (L SR IR PR (LR
il 8 AR W IE o 7 B A e 0 R L 3R SR Y S
(—ERA ) » aJREF S A0 EFLERE AT - BHE TLIC
Hh#giB 41k ( Wallerian degeneration ) B * 1854
HEB A T DI £ X 6 K 0 B
HHEL9—10 K » fEut LAE F R R i 4 4 B9 1R
b BIBEE RIS 2Kk -

3 IEME - BEMEMmEREFRILER
7E 75— 250 {8k (75— 250 pum ) B9 A8 R 51 E B ik
(small epineurial arteries) > 7£ % i #1 &8 5 2 ]
a2 [/ — M AL H Y ( between and within fasci-
cles ) A I EZ B A HMH RTEL - EREMK
B 1 A BT RR R o AR T fOK(T pm) KE
B A Bl #5048 (1arge myelinated nerves) B {H %

wHEE E o4k T - W
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B EE - BN BRI A E - BRI AL A
B B M A E AR AT IR o MLTUA B A2 L
B 0045 (1) [0 B i ifn & 48 (tunica adventitia)
SR B4 I A A S A A 0 e SUE - TR Y AR AT
L2 B R B 42 4 M ( mononuclear inflammatory
cells ) B2 % BI% f#EBR ( polysegmented neu-
trophils ) * {KIBIMAT R AGHFRS  AETA IR (2)
I A% B g B - 0 4 A 4E T (fibrinoid
necrosis ) * FEZE » H M+ 3R P9 RZ 40 AR AY BT
Z o SRRY O FAR T » U EBURK | ZILR
FEE ] AR LA A T B &S (sural ne-
rve )  FEEMEFES ( superficial peroneal nerve)
B F %8 ( superficail radial nerve ) © 4158
A UL F o AT AR oSt i A 4% 32 i BURR
( diagnostic yield ) * i@ 1% E H Ik R 54
I 1 P £ A S B RS BT AR B A R B RN R [F]
T Tt 7T 8 e 8 B LT SRR A BE AL ( per-
oneus brevis muscle ) B4 i+ M R EZEZR
BB T ST A SRR o

IR I

WIS (leprosy ) J& — TR 10 B W B 48 &
G i BRI B AR 0 HR L A Mycobacterium
leproae * EEEMEKEHNEHRAFELEER
(obligatory intracellular parasites) * & i 4
FAMEIR (27 —31°C) BYBRIE b o R EHRFER
FER AR R A A E AV ERRRE - — R E
g (tuberculoid leprosy) * & & F % 58 ZU i) 41
i 760 40 2% 17 FE (cellular immunity) » {8 5B
s E KRR - A ATRMaiER - A
— 3 B IR KU 69 (lepromatous leprosy) @ iE
B A RS R % S BE ( humoral immunity )
B R o TSR S o HAabam AR
M —E B & T (borderline ) » WK ER
(indetermined ) 2% B8 & # 45 4 %Y (pure neuritic
form ) » EHFAER B RFKHFRE -

ST A Y T A S (R E ¢ 1. B R
& [#) 7 i #148 ( superficial cutaneous nerve )
SR AT AR M E - 2. B H ES s
$JE ( thickening of nerve ) AYIR £ o fis A EHH
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B IR RS A B S A BURBURE T K 0 HE
FIHRETRH A B AR E ABREGEAE S B
8% 5 %% ( painless injury ) * B 56 B 8
&% (ulceration )  BEK L HEWEERER
HRME B M 487585 ( focal neuropathy ) * HfER:
LI 5 AR ( predilection sites ) ' &
S S R A ) b e A A A B ( en-
traprment sites ) * B 75 A9 FE BiF B 4 48 9 48
(entrapment neuropathy ) 8RB 8 4 B8 U 48
7% ( chronic compressive neuropathy ) ° H
M B R R AME 1% ( epineurial vessel )
BB EEMY ( vasa nervorum ) 7EiEIEE
SePRAE (i B R S FBATEL - 5L PE TR
$6 1E Fp o 0T 0 T R T T U RGBSR RE R
KR E B F A Z i EEE ( cubital tunnel ) # AL
BEEME R MZERRE ( tardy ulnar palsy ) + BEH
45 JF AR AT BE FR BE Z B2 BETE ( spiral groove ) IE
R HE 4 46 BR B2 ( radial nerve palsy )  JHEHf 48
HAMNE ZAFTEH ( fibular head or neck )
¥ A BE# KX K BE ( peroneal nerve palsy ) * 2
% /2 732 UBRIE ( cross leg palsy ) DA R R4 4R 7E
4538 SR (1ateral malleolus) » 258 fF B 45
(flexor retinaculum) fff J& A 2 fff B% iE (tarsal
tunnel ) i A% B B¥ 38 AE 1% 8 ( tarsal tunnel
syndrome ) ( 1) o % #H A0 3 450 H A E B
i AW eTHRE - FThATE - B SATEE
BB 8 T BIEE RIS A A R R B -

RTE Y79 R R T TE 5 1% BRI Ry TR BF B
12 ¥ (granulomatous inflammation) * L3 -
R 4 B (epitheloid cells) & M K 48 ffl (Langer-
gans cells) A0y © TR B IE B LE DL E W4
Hfd ( macrophage ) * $E40Af ( plasma cell ) * K&
#RE 3R ( lymphoeyte ) = EREE 4 40 M0 o it

xR BREBEBHAEZERRBAL

AF 48 5 B AR JOF
Eddbis EA(EEE) e 1 18 JE AR
Rob4s M) B A (R B B
MR AT R
b TP (FaR) mArE AR
A i MR BEHAEds ALLAKRAE
N b 4 SR ( B REE ) Tt i AR

HHERE Fo+tE £ W

FE AL 1982 FERE RE R B RRZE
FEEYHHE ( multi—drug therapy ) » FF{EMHAY
21 +% dapsone, rifampicin, clofazimine ° BfI
[FERRZEYIAR » WA S 2 A R S AR 8
AR EE  EEARERSSEEARL
( axonal degeneration ) ; # &5 If) BE A9 ik 18 20
TMIE L HE 4 ( nerve regeneration ) » #4t
LB EBE TR AT RERHTE T HEHARIEES  HRTH
FHA| BT EEYE ( neurotrophin ) &)
BRI HAFEE L4 BT LU A W A P A A B A
PRI 1 58 R AFEINRE <

TR

MM R R HEA S SRR R
NI BT ~ 4R - B8 - WA - SO
EEECHAEREY BEXRIBBEFEZIER &
HAMRRRERAS LAEFZEEAEEMKYE
BA O RS R HIER o WIS RS
B 0 EE IS A1 B (neural crest—dervied cells) A&
i LR A R B 89 (sporadic) &
RHIRMER » BER T WEBER LIS - B EHF
i 8 A ) L R 0 I LRI A
BEZHR » R T RE RS CHERERA
W B (] - B LbEE A Rl R AR T 8 A SR e
TERLHY T #f = R T B 50 7 (8 » HKHp SR AR T8 A i
BEROLAT M A A o UM B © 3 — RIS
% (neurofibromatosis type 1, NF1) K& %5 — & 4
£2 48 49 (neurofibromatosis type 2, NF2) » —
EREAFMERREZR (F2) °

ST A BRI ( R3) AR
5| » A5 N4 & KA ( von Recklinghausem
disease ) X F8 [E 4 T 4 48 4% 498 ( peripheral
neurofibromatosis ) HSHEREEA RN B
HE 15 R Z AR AR ZH% ( cafe-
au—lait ) -+ Ffthops 8 - B B A M AS W A
( dermal neruofibroma ) * # ik ¥ &8 & 4 /&
( plexiform neurofibroma ) - 35 #4141 48 4 45
492 ( optic glioma ) * ST ARIE 2 @& &M

( iris melanomatous hamartomas * X 7§ 2 [,
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R MEEEESEREE

£ A A
A4 45 M TR AP 45 o 4
HER X £ RS REM G RE
AR 1/3000 1/35,000
fEBEE 179 11.2 22q 12
e Wiz BEE B BEY
ALK
A B EH Neurofibromin  Merlin
B ARAA
MR 0% At £ F 34228,
KR B E RS AR
{95—100%) (~45%)
F kb s ok 4
bamAbse Rbi Abe (15% ) SRR KR
(90% )
4 2R (0% ) #ETHAR
(80% )
22 [ > 40% &%)
B A 4 5 M ) 9 &
BETEE (5% )
BRI

3 HCBEEZ DR

& — T AP 4 4 4 TR
1. %76 184 (cafe—aulait ) * EXH
HiE B RS Bk ( BHALUATHR ) X
k#4156 B (ZHEEMEAER) °
2. % 7 2 {8 AL B AP 4B A % A 1 1B FRAY
ke 2
3T R E s R R
4. 78,4 48 -
5. %rff = 44 2 &£ 45408
aﬁ%%ﬁméi%ﬁﬁﬁ%%(?ﬁﬁm%
M 85 1L
7. BB HBA F—RATE MG
= RV E
1. A1l A B R 2R
9. B =Rl ig R IE TR
(1) F-1a) 77 B 34 15,78 &,
(2) v FAEAT R AR 7 & @ B6 78
HBoHRE #RETOAR
(3) Xk B 451k,

VAV 4B B

%M » Lisch nodule ) ¢
GERINABMERFMN T EREL MG
7 FH VR B BT #48 (subcutaneous nerves) * A
SR RANM - B N AR R A B E A
Ml Mm% 0 B KRS (mastcell) RBEBHE

HEREBRE B +LE £ - W
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( collagen fibers ) Z Ml o B A #4B @47 2 5F
RMER EREZ KRNI MBEREFZ#
(low—affinity nerve growth factor receptor) * 4§
S FEERENE 2 FRAM ( denervated
Schwann cells ) : BRHBHERESLEE
T AT AR IR 2 MRAE - HCFT A A B B L B
AR BILL - ERFRAIRA R & B R R
(onion bulbs ) = AR EEHEEREHNLE
BRI BT EN MM EREFTERA
5 A ) BRI AR 0 33 b n] LA AE B A Y B 0
% AR ERIRA TS L ES -

IR He B TE4h R Bl B R TR K
Bz &R E e SR ILIEHERY
FEAR + (EEFRN A B Rkt S SR T8 F) o4 1o 40 o 2t A
BE - AIMEESENZE LTS ERE - 759
4y B R AR A AR AT $E B! ( transform ) &[] 5
My MR FRA B —FREIREEES
JCE RSt AR o RIZH B — RIMAG MR RB R
B o PEMEREREESEEREERE
( sarcomatous transformation) * Hit —E
B AT SR R /NG 0 LR

PRI LB MNAFFICAMIRE (aggre-
gates of mitotic Schwann cells ) ©

B & B0 a5 — B M R AR 4 AU FE B (NF
1 gene ) A + HEFEEYWRE & neurofibromin * 7+
T84 327 KDa * E2&—FEEE M HIEH (tumor
suppressor gene ) 2 EEY) » 18 BUE T W B HI%E
£ 45 8 {7 ( translocation ) ' B % & ( point
mutation ) * ffi A ( insertion ) » Ai %% ( dele-
tion ) * ALUEBIE R Z B EERTIM -

BB NFAPOB M AEEER (central
neurofibromatosis ) * S8 T H & BRI AT
2 %, 98 (bilateral vestibular Schwanoma) » 7
BRI TR - ERIEE SRR —
RN AR E - HERN (NF2
gene ) Z EEYFE K merlin » F5HE Bl —SLiE R
AMRE AR R AU B 2 B BB - IRRTRE A R
MH ZIhEE © TERT A A 28 1 B MR B IR
A MRESER AR AR D DL I M AR B B 4EAR
T BRER K EE KGN RE - RERZ
BT AT REE SR T ©
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EEM S F B SR

BT H A AR AR - mANA
M EBE ERENRY - SBEERAY RS
AR B E AR B Y A e o A 5 0 BT AT
LAMG 2 R A R RSB A B S W AR - H
B T HEER AR b ARAI7ES 17 Sk
8 AY BB RE A —22 ( peripheral myelin pro-
tein—22, PMP22 ) » H I [F i 5 (deletion) L2
2572 % (point mutation) FF & LAY © 1B — R EH
AR RRMAE ZIRE—WEREARE &
HREMARE LSS —BRH (s
B ) EEE AR EEHFEERT N B
Rt AR AR BB E A 2 A 0 T
#% B AR R T B Y 5 BAE ¢ PR B
( BCHSBUE ) » ATRETE 59— W A U BE AR B
RO & 5 FEANER RS 52 - MTRE MM A R B
WA BRI °

B 9 B A M AG A A AT IR &
RS BE B R M AR B A R N — RS
MEEGE . FE-APHREE (S5 EREEE
B8 ) WAFER (E—MERCELHEREESR
MR EAE R B 4015 10—16% ) » ATTAERR T
B EAEARRE LIS A B O E A AR 2 BB Y
RS AIATE MR EE R A AR TR
REAR N FZZBERERE -

RS AR AR E - AT UBER [ FiE )
H % (tamocula) * BEIEMWEHE TR H
R INE | EEM R R HIE R
S REAFAE R ERR -

E—SRWE AR A R EENE
(DHEEHRA  BREN AR MERENE
B QRENEEZINESHEREADEHE
RUERAR - DUETEDT H 89 5 B 0N B B EERERRIR
ZIREE (BRI E A E RIERY - AR H A
MEBRAWHRZIL - B~ EFAZEE  Eilk
HRAT #E — RS TFEL  HZAOER
TR IR A% -

I B 3 4 A o
B RS A2 T AR - R

EAEE Z_+tE % -0

AP IE B M S R B OB AT AR A - #R 2
Bt 5| BB PE M B & ( necrotizing vasculi-
tis ) MEZEME » ERMWERHL -

H 1952 LA » AR EHE 2L Mm%
& (vasculitis) fE 8 » AT E ST AH —{#E
R LIRS E BRI B HERE » TEE
HRZ 77 [ e e A ) B AR AL T © 1990 4E 3
B & % £ [ (American College of Rheumato-
logy) Bs]E—EMERH - EHBE AEBH
AR DIRERZ SR B R AR o 1994 FERE—
fff #f € 2 57 4t 3% (Chapel Hill Consensus Con-
ference) * Ma@s TH - EMBRYE  UETH

F®4: MERHSH

A BB ME %R
1. (A4 hH 0 £KH)
2. e th ([EshE > M)
3. ZEkAE (gLt )
4. 7% EF (Spad o Efmiemd  AHEER
b )
B. E R AMEY 2 &%k
1. &5 W B %
a. AR LGRS BhAK K
b. AP BRI M2 b F X
VHRKAFE
M- ER
. % K
c. iz Hr B ERA M F K
d. £t B BAT Sk A M L A58k % Bk K
e. 5 hE X EREEH
2. B HUHE A E K
a. R
L AR s
. AR G ek st de 4 ¥
b.
PERBEEAMZE R
i, BIERA M hE X
i gl Az e K (REmey o TF
B )
iv. SRR K
v, BRSNS REES R
3. Efmfadhir £
a. BEAk £
b. FE KB £
4, Bipit g 5
a B—figirm g X (FLFraduE
S ARLE )
b. ¥ — & it sd fo K
c. HBEZAHHeE K (HiE FhF
ToAEE BRKE)
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HZETERE » METEEHEALR - —B=H
M R R A - (1) R s R
® 0 (2) ARE R EERIE % ( AFk4)

IR 48 M it 8 g 8 O B R S SR IR R B
— #i 48 #% ( mononeuritis ) B2 % 7L B AL
(mononeuritis multiplex ) B %  {H L4 5
o A AR M B A8 2 (distal symmetric
sensory ) 8 %5 B 1 R T i Bl o 4845 38 (sensori-
motor polyneuropathy ) L 7] DLEE 4+ [H & Bk
) 148 e 08 SRS I A RSS2 A0+ B E S ~ BV
BB EHES R AR g B T B AR AT ST
e g S AR S AR - ST R g E
] BRARSECRAIER R o SR E AR E Y
S AREY F 2 M A4 (acute onset) * T 1 4% L TEE
B (3] 18 75 1 Bf 44 40 28 5 4F (axonal regenera-
tion ) EEHHEEBHMMBEAZA -

Z B RS E M AR o AT L,
% 2| B R il & I 44 4575 2 (axonal neuropathy)
MFEH  BEAEEEE ARG MK - E
M B R A 0 DB AT DR R [
{5 1M 38 Y — 3 1 R A A (A B 1 (transient
conduction block) ° TIHLEE (electromyography )
HI| AT %8 5] /L 4% 4 9H & ( fibrillation ) 3% 1F MK
( positive waves ) iB4LAREMAE ZHE I LW
%% ( denervation ) AUREE ©

LV 46 4 30 46 05 8 T 2 B e B AL Ao S22 |
RIS ETRS BT B SRR R R I B i
AN AR Y I TR e I O TR - U R LA L
& REH M 4 TE ( fibrinoid necrosis )+ [ 3
(thrombosis) * Hi 1ML L4 & P K2 40 AL 7% ( endo-
thelial cell disruption ) * B2 FIFRE B F
FER[E H P R U2 BB o

LA £ 4 e 40 48 R R T USRI 9 s
(B 1 mg/keg/day BI1E) » T [FFF{# A cyclopho-
sphamide ( 2 mg/kg/day ) A L4 5l 5 48 [ B2 #9
& o B4m A BZERF LA /L BRESR
RATEBEER RS B - ZBEW AR EEE
Ve 4 B PESE AR B > FR AR I 4 1 B A S A v
B ( pulse therapy ) AJLAEEMER » LIF
o A PR AR O I R I B A o

— s ARERBZMER

HEE F 8 £ — W
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A T R R R T DA AR AN A B
TEM B RAEL - SF () AE S 5
>~ EHE ( Lyme disease ) * (2} » {0
FREREE ~ 97 (aspergilus ) » (3)32FEVKEE - (4)
JRE ARSI E - BN E - ABIRE
4 4% # ( human immunodeficiency virus )
YIEREH -

— ~ E&E 5% 7 (immune dysregulation) B
ERZMESR : FL M ERETEHEES N
fEAR » SEAI 2B LER  BACHER
FERE » EREENESENANEE  BLNER
ME e S ERAE MRS RIS -

1. S5 MRFEMMER © S HHEMME R (sys-
temic necrotizing vasculitis ) %4 BB KER S
FaopiE e ERMNERER FRETHSERE
HERBRAER - HPEE S EMERENE
Hi R Y &5 8 M 2 B R 48 (classic PAN) » &L
ZHEBRERENRILKHFE » HH5HE 607 4
WA EHLRFENEYE - B - RERBERA—
HE /0 R p SRR HERROREIEEME R - R
i ( asthma ) F1#E FHEALYEE M3KIBZ ( eosino-
philia ) o #148 R 15 F A9 1E TR HEDIRE
09 AR B ST S BRI MER - H
75% B8 B A B L AT LU BR BV i B I Bk
40 i1 ' 718 (antineutrophile cytoplasmic anti-
body * FHFEHL R PEBRILEE » ANCA ) BIFAE 55
A MR A R BT A S B AOAEE ¢ (1)
%1% /N % 4 (microscopic polyangitis) f(2)
34 [T P % B (Wegner's granulomatosis) ° £
AN R FERLHME » B - DEIR G
REBOUAR K S TR BIRA » HIERE A RE
gk > B/ NRE 4 ( rapid progressive glomerulo-
nephritis, RPGN ) K7 - SLIC A 2FEE
= B R R GE PR 2 R e 4 B T MRS M MR
RETFTEMNERA - B— LERE - 2HUVNOLER
DR R =R AT kR ERYE
H 2 1M% % (ANCA-associated vasculitides) ©

HAbA ME RRT A2 SRR - G
%E B35 1k B8 1 42 (rheumatoid arthritis, RA) » 4
BMAREERE > & 5 HE KA (systemic
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R®5RBHEAZNE

i A K
A BRIgM 5 4o RN
HFoWT FHRIgM (i simsRm 1%

BCRE g ) R g 0 RMRT
% # 1gG 3 4a BENE T
FEZRY SHREREBERT S%5a%ER %
MRk FE IR
;';‘ ©

% # 1gG 4 4m IR0

FEL P ERIE PN

*

sclerosis ) % o

2. B8 M B R @M % (hypersensit-
ivity vasculitis ) JEHEHREE R AL HUR 2 1% » 1|
F P A8 ( immune complex ) I8 © EHmE
AN 4 0 £ LLEW R T AR R o 5L
PLE ST LR B M R YR — LB
PRSI (Ui 1M R 4% A0 B RAG) A — AR
R 25 TR A M ¥4 BEBR E H 4 (essential mixed
cryoglobulinemia ) A% °

“EEZEH ( cryoglobulin ) &2 —FEE{KERT

R RIRTIE M RERRED - WES R
A (FRS)  H® 8 (typell) M5 =
(type Il ) 8 & iR & B (mixed—type) * & Fy fth
MRS — R (type I R E A HHKERED
( monoclonal immunoglobulin ) ° ¥ EEEKEH
FE AT LA R R E R AR - B E B ( multiple
myeloma ) T84 © #F%EEERE AR A & HHF
E R IR A LB ( “essential” ) o JREEME
IRA B SRR [ MAEAT 50% & 4 J& 1 4007
B BRHEENBEMLE R - B EERES
R F i 4 4 4 (LA TR DR LA L3R B
( plasma change ) B 1 BE » SR A 72 =3 80
LR AR A A A CRBIAT &R » EEAEHC &
IF 48 B C BUAT 9% 8 2 L ( RNA)
HFAER mEEd » TH#E (interferon ) A AR
VAR C TURFA + A7 LeH AR W48 S IR R A TR
ZTHEERFMUE °

3. EMENAR - EAMEIAR 5 ( giant cell
arteritis ) FL & MTESH © WEIIRS ( temporal
arteritis ) B & % KR & ( Takayasu arteri-

wiEeE wmottE B - M

tis ) o A HRR LUR A0 A AU B BV BHAR Fs & A BE
FEME ML 4 » FERHE B R AFIE M R R ELAR
i ( giant cell ) BB o 8 15 E& J i 48
Az Grim bk @ o M R RS A R A R A
Ky 4 o 48498 Mayo Clinic BB 5 » BEEBIIR %
{4 5 A 12% B9 T B JE) 8 o A R AR
i ©

4, BB HE M E /L S mE RS
R WAL B A M R (isolated peri-
pheral nerve vasculitis ) SURBIE 4 51 i B 14 4
#0495 %% (nonsystemic vasculitic neuropathy) * fifi
283 ARRANRZ S HEnE R BIERR
RILE S RY - FIC B2 LERS T
(1) A MES A M A B 1 2 M A 0 (2)
M) 1 A BRI 7 4 SRR A I R SR I
g BIBRTRSBMEREZI - HistE il
MR ZEE (DR EMAELERS
[ > Sk Gr AR R R B - R S RSN
A R al e AW mE R - H
RTERLCESE I RS R A R M AR R
( primary angiitis of the central nervous sys-
tem ) * MFEIN{LIE » WABRDLARBRLLEE
M4 » T EFE B A BRI RAH L
BERILARBE B I R G MU M A0
fty 95 T e T4 L b 2R 4001 LR 4% T Al 48
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