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WA 5% NS EE SRS E A5 5 L R R 8 T
BB E B RBEESR . HATE A 40 R EHEH IR
TASRENLR, BREEWRBERBEARNEESE 5
REWRFTAERERFENBETREEBRE, XE2H
B RBEMEIRRE SEBEXH A SYE, TEE LE S
A AT B AN B B B LA, B R TE SR B BT A K, K
VIR RN BRI, 43 A HHAH T AR
MRS E SRARRB LMW ERREY ., ALH S
ERME WAL BAR R, B S PRI AT B &Rk
P B 12 BT B B8 B, AR 7T e TR B Ak X R R TR
HEE MEBTER BEFERAAEFEENERE X,
T BB MEES AR R A RN ERIET B
B A Bk m st R HAER RSB e R, M RE &
WIFBEORIREREFESBENBELTE M4 REL S
HI R,

ZHA B REER RN A RN 8 2 HEE, B
HAH Tl REN N E SO0k EE 8 R-E R, BT
A bR i
W (anti —extractable nuclear antigens antibody spectrum,
ENAs), /MM &R KK A Pk, BRVBELTL
(rheumatoid arthritis, RA) &1 8 B AKL . 8 & % AT
TRMRTE B B PURTE BF A TR R R A OCHE B B TR g A
LAY A SRR R B SR BB X A S5k
W RO AR, M REEBEARARELE, 85

PRI E B RE R ERW A EEER.
1 BEHERNEH—8EY

TEHAT B RUEARNN , A TFA LA BHEES S 5RE
WP EURE S, B ERR, A E MR X WA
HALWM . TAL 8 Sk SR, B —Fa
SRBEERREH R ERE R, E R A SR
E A o ) BB PE RO S 4 1 R S 7 T B 1 R S A 3
BHXEETHN, MEFERARRSHIERD M EES

B, R B R LR I PR AE AR I B2 R, SR 5 A ) R 05 A 35 B9
A S PE, MBI RPAT 0, R E B W,

3% (antinuclear antibody spectrum, ANAs) \$T 5]

L1 ANAs (#MBgfe SR BT ANA BRE XA &
HAZ 0 M i 2 R IR BOR A M ELR  B B PLR L ERER
BRGEERRPHT LB, B, B K ANA R4
T H o ANA B4 0 15 I PR 12 W7 55 % 5 32 5 P Bl O BB B I
BB i T A A B A R R A IR MR
M, &% ANA ERFE B EERRBHHAARAE, T
TE AR A b B BB T B B9 AR AE M LA, TR LRI PR A 2
KR ANA, TEHARBARR D e h 3 F— R BRI

BLYLM, R A7 B o B, W STk i WX — R
BIbp B PUIA  ANA J 35 R B0 R E 3 — B B
B Xt & W28 ANA f5 RUERITIE R 00 8 BHiE, 434
KARBERIERT BB HHE, X T HH LS 6K
B ORENE BESHBITINBEEREE L.

HAT, R40M M5 T B AL R 5 HUR 5076 3R A0 ANA
SRk BIPL DNA idk A EARG HEAELR
WHHBLCHE, G- REXARRARNHEREEES HEFS
W2, ANA WFOERIE 42260 TR 8 SRR BN L 52
WEBAEEMNRAER, OERHEW - TAK A S5k,
REEMUEF L BIE L AR X 8 SRR AW, DG — %
i) ANAs Kl
111 ANA ANABWE RGN (systemic lupus
erythematosus, SLE) i B £ &R %8 , 49 95% K X157 SLE
BRIR & 4 47 4 219% (mixed connective tissue disease, MCTD)
BEERAE ANA, HFEH & . ANA BH¥Ex) HERR SLE 89 B HE T
WES S, ANA FE S B SR ERm kR E I Ex L,
1.1.2 HiX %k DNA (double-strand DNA, dsDNA) #ifk %%
dsDNA #ik )2 SLE B EF R EMAR STk, HTESLE AR
YLD REEEM, L dsDNA HikENRERBRES
SLE 89 11 B2 Widr v 2 — , W1 X 43 SLE 55 Ho Al X8 H 5= 5%,
DR AERREERR TRRENE. SHE . SERNH
Pl dsDNA $ik, FE AL T SLE MR B R G B &, E
BIPRPEAR A T B2 40%5 LT o BT dsDNA Sk G B 459
WIERAMTLRA 5 RS RASBY, SREEE X LT
3K . $i dsDNA HLAR Y B E % LR T S B K o i
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dsDNA $i{ki2 i SLE f45 5t 0T 35 95%~100% , {8 SO
Xy 30%~50% , H it , $1 dsDNA Hi 4 B A GE Bk SLE B9
B, R ENSNERE A UERTREARNLRE
RN,
1.1.3  $i#% /MEHL & (antinucleosome antibody, AnuA) An-
uA i SLE B E WA E IR B Pk, BAOREEREYH
e SR RARN, HTUHREBR/MWEERE, X
SLE & R0 % 0 40 vt 9 To R M M TE BR BB S R IR SRR AR, 2
BB ERERNRERR, 2R MMESIE LK B0
WA &G el 2 4 2 ¥ 45 CD4Th2 480, Th2 4 jfy 3%
FATELL, B0E B MM 4 AnuA, AnuA BA 3T ds-DNA #i
RARR S H S, TTIKE 95%, 7E R Gt AL IE (sys-
temic sclerosis, SS) B & A H 20%~50% K ik FHEFR, K
fis B RE R R SR A, SR RDAE AnuA
MR x5 SLE 5515 75 3 7 A 2%
1.2 Hi ENA SiiEmR B2 51 R  ENA B AR B
HEMER, BFRAEAMWEED, Y REEORE, 2T+
A% DNA. ENA $i/R s FE M Sm. B E A (nuclear
ribonucleoprotein, nRNP) SSA SSB Jo-1.,Scl-70 $i{J&, Xk
PRBRE & B WP ESER MR S B A RA RS W
FRAFMARKEHSRAFS TFEWRET, FARMER
G PEBE R FT 7 AR R R AUHE ENA Sk, RE 45 9T ENA
PHESEMESREERFFHHEREWHE LR, EH
4‘%%%%']19%& BEGREHERFFEREEZNIRKRE XL
o MR ANA FBHERT R HEAT AT #8247 9T
121 H Smiidk HSm AN EKRF SIE BEF+, R
SLE #y I ¥ AR B4k, EFI A SLE B9i2 WikruE . 2 30%~40%
# SLE 4T Sm Pk B, T R B R 88 HEBR SLE 192
o FEXSPT dsDNA LA & , 4T Sm HLRKF 5 SLE £A% 9
ES R RERAEE, 1RITE M SLE B &t o] FEH
Sm HLAkRHM . T Sm AR R I B AR SLE 5034
I7 IS B 1R B 12 7 B AR R A5 B
1.2.2 # nRNP il #i nRNP fi{k Ei2 M MCTD B Z M
HEME, S A MCTD Wiglitriti, HEMNENEE
UIRNA ¥ E B E &9, 8 X F 2l UIRNP, B MCTD &%
BOPRA M B W S 3k 95% ., R ERBNESN SR EER
#9, B AP nRNP HLAEX AT RFEETF 42 . HT nRNP LK IR
R, 7E SLE (SS #E 17 1 2R 55 1 5% {1k A (progressive sys-
temic sclerosis, PSS) | {Jl % (dermatomyositis, DM)/%& & £
L ¢ (polymyositis, PM) &5 £ 55 op ti o] 46 ot , {8 /R 7T L RA
AZ5 7% 4 RS , Tt 29 BE MCTD 8 4
1.2.3 37 SSA/Ro HiEFI 4T SSB/La ik  #L SSA/Ro Hi ik
FO4T SSB/La fi{f 2 SS BB HH WK 8 S Hiik. KR
oy R 70%~80% %0 40%, i ¥t SSB/La HLIKM R R T

Hi SSA/Ro Hi 4k, 7 15 50%~60% , 3% BN 44 =) i 46 ) 7T 42
B XSS W2 #E ., 4y SLE B #F A 41 SSA/Ro ik fIin
SSB/La Lk ie i, HFHMEE N HIR 35%M 15%EH . 4
60% /). 24 SLE B3 AhABREE ) SLE 838 fH 4 ILIRAE
BT W HHT SSA/Ro LR FRYE . 4T SSA HUIK AT & L i 4
ABRIL, IR B EIJURB G A, th BB H) SLE B AR
SEAYE O NG SR . S0 BT SSA/Ro Hiik FE A SLE
BE, HPr SSA/Ro ik 5 SSA/Ro R M RIEE &,
SUURT SRR M B, & iF BEHAS RmE R .
124 Hi Jo-1 itk ZHUERFE LT PM, #XFRA PM-1
ko HL Jo-1 FUIRTE PM f PR M4 R 1] 18 40%~50% , 1E
PM/DM (& 1 B PR 36 25%, Bk B2 AL 46 P 4G
AR 0%, 5 Hofh B B S MR P L Jo-1 i HIAY, B
i Jo-1 HithX 28 PM EG i Rt, PM 5 SSESHE
&, Bl Jo—1 HL 1A PE M 3 W] i 3k 85%,PSS/PM 1k 25%,
PM {3 i 6] BT 45 4 4k & 30 Jo—1 Hodk PR AT % 60%.,
1.2.5 #0Scl-70 #ifk 4% Scl-70 & JLFALTE PSS B &
K, BOR BT R PSS MR IEHTU A . HT Scl-70 Hik7E SS 1 FR
PR o 20%~40% , #E PSS () FHPE K i 324 409%~60%
EHME B REREREZPRCERER Y, E¥AHR
1.3 pERMAEEBTEMEN R SHERNA i
KAEREABHREEPOEREERRK. FHRARREF
P JR BRI BRIRFEE G DIRF R HARE NIRRT L
AT L BBk AR P B A2 A I B A O (AN RE 4%
BT ) . KBS JRA SLE 1 8 5 S AT IR iR S 5
B, AT 8 Sy,
13,1 T A M6 40 i B 2% 471 4K (antineutrophil cytoplasmic an-
tibody, ANCA) ANCA J&— 4 DL o M h: 40 B B 08 4 1
EHR, ShREZM/DMIE REERBENHXNRERE S
ﬁﬁi“‘” BTG A KK N g6 IgM 2 IgA . ANCA 2 X 1 &
BH. SEREBSHBBERAERE N E S
ANCA 434 i 3% %4 (cytoplasmic antineutrophil eytoplasmic anti-
body, cANCA) f1#% J&] &! (perinuclear antineutrophil cytoplasmic
antibody, pANCA),cANCA #9 T E 5 H 2 E S E 3 (pro-
teinase 3, PR3),pANCA W i B A 8 i+ A b & @
(myeloperoxidase, MPO), pANCA By T JRE R X /B E
HHEED AROAREBEENR ASGED AAEOHE
G % PR3 M4 MPO A S 5 ME RN R R PR EZEMNE
PR HC T 00 o Mk 4 - SO 0K BT, B K R K
FRBTE AL R T/ LB B IR 7E H s R A B B R
AT, BERIERE, BRER/DOEREE LE+H ANCA
I S R TE S MEAE 5, ANCA T EL Y3 B iR i &
TRFEELNEREBER. ANCANHERABEELH E
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BB R Z 00, 8Os ANCA 35 1
HEEE L,

FHRAEAZFR ., FEERE BRI E PR E R,
FHAGIRERAMETHELH KR EERY T HN S
ANCA &1, FHH8 99 [C A M 9 cANCA FH: 3R 7T 3k 90%, 31
PR3 ik M R HH# MR A R S 98 07 . 4R 5E
PEEHT B BLE D ER B 4 R E L ANCA B9 FE R AT 3% 80%,
pANCA ¥ i 0 5 5 M BT R 3 B 05 MPO, ANCA f9k i 7T &
FARE B M 4 R BB W,

5 ANCA P LR R EA SR & % & &
PR (03 AR AR ) W R 8% JRASLE . A 5 R 1t
FFRER AR S, (HIX B0 & B AEE B ANCA B3R & A4
L, ARBIERERE S AR WERA L, 83 ANCA 1
FREETUERINEA B FiRREH
1.3.2  #i B 5 4 /& (anti —phospholiptd antibody, APLA)
APLA Rilxt— S & HBIRE TR RM B SHiE. &F
REHEB-HERL BNBERXLEASOHENES
¥ . APLA 8] 55 Py B7 40 i o i /AR B T B9 TS R &5 6 , T 40 4
T B, 8 A 5 I R A BB /MR L B SR Th ARG R
RERMLEESERS SR MEERMWEERKS, APLA
S5UEMES, ERMESET T RAHREBH L AR
MM, P.OBEAS (anticardiolipin antibody, ACL) 3k 2
APLA i B FRER —F, B ACL MR HERR, S
BB X RN R tRE ., ACL AT RA &M
P # ] 3% 33%~49%, S4B RA B 3% 7] 3k 42%~59% ,ACL $i
WRE IR T MR B R R IR AR A 45 & 1 (an-
tiphospholipid syndrome, APS) 523 & ##¥5. ACL k5 A
SRR APS 1926 BB,

14 RAMZEH A FHEMKWEESIERMMA 5 ANA
UM PR, 6 A R B R R RE AR RA B AT L8 4% AR A 0
g4,

141 %K BE T (theumatoid factor, RF) RF £ Il 45 ¥
IgG HIFRA B SHifEk. RF 2 RA BEMHFEILNE &
Pk, AR RT3k 79.6%, RA &M 7=4 RF § B 48
MR, EEH R EBRFHNEEEATAIRESR
RF. RF 5 NAHH g6 B4R REE Y5 1 TiE L
B R W, A0 R VA R B LT LK
B E RIS MR E B2 S5 EA A TR RS T8
ZHT,IBARAREDG, ERERERRTRROLER,
IgM 2 RF $A 2 RF 9 ER KR, @RI R S et 3 o
T TN A

FTEE RF BT 28 RA WK A EES L ,RF B
AN B E IR M E T H & RF 3 RA BEABA IE
5, RF ARG RS RA RUME—4R#E, 7E SLE PSS 4

X PO S R B

BEEGEEERBEMTSEFEAP RFHEERTE
28.99%~50.0% , B 410 1 7% ¥ #4181 (< 40 IU/mL),, 1gM % RF
£ RA B35 ML B9800 > 80 TU/mL G ™ E L I AE R
Bt Bl ERERBETG A R RF FEASREHERR RA H12HT,
HEM> RABAEV—HEMmE RF A, XRBHEXTH
PR Rt AR b R R A R SR R R o

142 $if%EEHA (ant keratin antibody, AKA) AKA X
AR LEBE OB ARBEDA. AKA FEZ R TRRE
HRTRBE, KRHEMEN 30%~55%, F5 K0k 95%~
99% ., AKA ¥ 3L % A] 56 T e K 2 3L, B 0 AKA X F
B2l RAEEEENIERE X, 5 REBRERN, E#H—
FEREX RAMZW X ERLH . AKA A8 RA fiEW—
AMFRERHEPAE, ST E AKA 59 RA B4, IR BER 8™
H o AKA B BURME IR, AKA BIE R AEHEER RA 9207, AKA
5 RF [AlB FREAR 2 3, AKA BRI RE A M:, Wi RF
FH M B R R AKA JRAT R B4 .

143 HiH L E B K (antidodies against cyclic citrullinated
peptides, anti—-CCP)Jitk  #HEBEH BRI EER-TEREL
EEAFTENMERM, L CCPHREEZZH RAN—1TE
FrREH IS, T CCP Ik 32 4 IgC 25404k, 3 RA M4
SR 9%, EEFRM B M BRI LS HAE, BARS
BB, 29 79%H9 53 RA 8% o £ 41 CCP 41 fk I
., B CCP kP BE il CCP AR EEAES K
AEXTRE. REH CCP#iMk 5 RF MR WEURE (T
CCP #i 1k :80%,RF:79%) , {B47 CCP Hi/k 915 7 45 5 vk 1 §
2 F RF (3 CCP #ik:97% ,RF:63%)",

1.5 B 555t iFmAE et 8 5500 R i 212 5 5K AL
A M ANA fIRF IR M, BUBRMEERFE BIR R
¥ BT 78 4k (primary biliary cirrhosis, PBC) . H S R % |
WPBC 5B HRBEHMREEMFELN S KL He, T
PR LU AR IR 5 P

1.5.1 HFEB/AILPLMAE (anti-smooth muscle antibody, ASMA)
ASMA £ B 5 558 ¥ AT 4 1 I 38 A R ik 1Y, ASMA 1%
AR B E PR PR R AT 38 90%, B H ASMA(KT
1:1000) %f 2 Wt B 5 S et i & 5 5 L AT 31X 100%. 11gG B
ASMA ZE SR ABRENETERS , XL PBC 55
R RESN, ¥ IgG F IgM & ASMA [ & 8.
ASMA ZE FFAMNIE T B2 25 i R YW R BRI R R
JF 440 B3 R P i A b BRAR AR, B T ASMA £ B T B &
G ITF 4 (PBC 1935 W7 TR 15 oAl P JEE 257 1 2 B L7
1.52 H 4 k& HL /& (anti —mitochondria antibody, AMA)
PBC BEUAF MR E AT HBER A FEREN A G REEE
. AMA § M2 B 21 Bhi2 i PBC M¥ER M B H¥iik, PBC
BEIJLEEAK B AMALAMA f M2 BEEAHNTRES
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5 &k, % PBC IR B H LW E L. AMA-M2 B 7E PBC £
i BE M FE T ik 98% , & W B BT XY PBC M2 Wids Rk
97%,
1.6 7 A HOWR R A2 A O 1 1 B 50 40 1 A6 T B 42 5 1 A I
Br A HORBR 2 0 R R 18 v R VSR, PARIRAME M
F 3% 240 i S 5 240 Y 45 4 TR 5 2 5 IR AR TH RE A
THEZEERERN, ixHPRERXEFETHEARTRERER
Hi 1K (antithyroglobulin antibody, ATGA) K 7 B bk B 450k A 471
{4 (anti—thyroid microsomal antibody, ATMA) FH # , 8 3 ££ 4
BRRERMAFRBRANEREE, EAPRERES
ATGA #y B 3  36%~100% ,ATMA § FA 14 2 % 85% ~
100% ,ATGA 5 ATMA X5 # 0 %3 47 4 R AR 4% 1) 18 Wi FEL 1
KA KE 98%. ATGA 5 ATMA FH 45 5 ol HER 7 A FH AR AR
KRB HUIE®H At 3 ATGA 55 ATMA B, B3
R BB,
17 ®ERGA S Gt ARG B & TR MR B 2
SRR 2 K BE 8 & B EAE UL F7 (myasthenia
gravis, MG)i B $H LL R Ry 51 5 1Y,
1.7.1  Hi Z. BB 58 Z 4K (anti-acetylchocine receptor, AchR )4t
& AchR Ui 2 MG BE M5 K A B A, 5l AchR #i
AT S BEROALA N BRI L & S RB S AR
HBR M- NRENESERRERE, SRAENA
B, &R BHAER MBI, B 5 & 5 B K m
A, BEATE W EE REHATHEATFRIGEZ R,
25 90%8 MG 5 51 AchR HiIkMHYE . HHT AchR Hilki &
51 AR B AR R
172 H B ULP4E (anti-skeletal muscle antibody, ASA)
ASAERTHEBRRKT O0SZU L MCRERRERRRM
MG B8 , 8P RF/MT 20 Z 1 MG BE . 4 90%H MG &
HEHEMIBRSH15%F MIRE . e Ea MG 55 i 8
%, H ASA FAPEZE T 1k 80%~90%, ASA &% % 4E MG B3
BB H K R A R SRS
2 BSNtRNAENEFEERABRENEN
149 3 S 3 S 6 A AT v R ERAE A9 5 PR U B 0 A
L BREAGHARNMANRK, RAEKEHE SR
PR AR HT IR g B B S 40 B fr B 43 T A A LA B SR A
VIR, AR RESERN R ER, B E ANk S
ZHEARHRERCEMERREREWRMN A FHAKTT
EFETAGERRBEMSMBEELS, mE A FHAk
YE#E — 25 BT IR 5 5 1 DX Ari, JWW £ ELISA 3% West—
Blot ¥k i %ot i 45 988 H, Uk B S 958 X)wﬁﬁmo
HEr, AE—HERSFTXAGME, ZEANE
ELISA 7 f1 West-Blot %, {E H 7£ #1704 A BT F i 40 R 201
T SEALPUR , A R ARAE I 52 A B — 0B 45 SR AV R M A A 5

o B THESHEAS AL, BT S A Bk

B AREAS, Al E — /N a HEP—2 AN RER N ) B B

LRI B R GUER AL G, e — R R A,
R ACIRT Kﬁlﬁﬂﬁﬁrﬂzfcﬁﬂﬁﬁﬁm%ﬁwﬁ%%ﬁ% Xt
TR IR R R 8 Sk, ER LR
RE,AFGESHUERMERL. & FU L EEhEN
IR EREEGHSHARERN EFETS AR, LEE
—8 8 Bk ERRTE B 3L B A 0T ISR B BT B B,
RE TR ER, BB H K SRR, Uk E B Xt
WG K 2 B 5 78 7T ROR T M — P 3R T HUR 32 5%

THT X 1 IR BS 2 55 R 6y B 5 0 WRGE R R, T X B Y IR Y
TR, ERSEERBATRIE A 510 W PR3 5 2 /91 3035
HBSMMAEEFE. Hit, BB ARNELSXTSGRKESIT B
Bk & R LI E R KB, AEXT U BIIG R I2IT R
FEERN, GRS R EERSRE THEAR BN S5ER
PSS N
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