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ABSTRACT

Nowadays, Rheumatic diseases are increasing more and more, So, it s important knowing the pathophysiology

and extra-risk of each rheumatic disease so as to do sound underwriting, Here is brief review and long-term prognosis

of some rheumatic diseases such as rheumatoid arthritis, systemic lupus erythematosus, Sjogren syndrome,

antiphospholipid syndrome, systemic sclerosis, ankylosing spondylitis, Takayasu' s arteritis, and Behcet syndrome,
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1. FHE A ¥ AHYD (rheumatoid arthritis: RA)
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wel A o gk vlA epdtn 2743 o),

BEZ A FE7} FuE] 2012 (theumatoid factor; RF)9} 22
APVRAE AT B olileh, CDANE, Tl EAAE, A
FRAE, FBAT 9 FAPEE RA B4 QolH 534

Sk gtk Aol ETRSl B ARTFRIS] v ARl A

A TNF-a vk QIE|F205 22 T 4 ARl o
A2k ¥re] A Qint,
RAS] MBS AAAH R B 10,0008 F 3 Hwo]
HEEE 1, BB W2 1 gl A,
3 A AR = 35~504]0]Tt, ofAdo] T B 3wl =
rou), divkze] AT o Sshy, ARAZoIt YT
St ktoll A RA WA o] WakrhaL sh3let. olfre= e A
A3} 8 Aoz dSsharh

RA ZIholA AW Ef-o] AALES glont, 2010 ACR/
EURAR 7)ol A Anticyclic citrullinated antibody(anti-
CCP) & anti-citrullinated protein antibody(ACPA)+= -
3lt}. 2010 ACR/EURARS] RA B-77]15Y & 47 &5 3
TE FAEE Hol vt AT &S AHEH; A 5
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A 37 o] 107] o] ATEES et drtd st} EA
+ A AT RFS/] 12]a ACPAR/do]™H 0%, RF
o} ACPA R OF F/do]™ 24, RF A ACPA 73F
Jold 37 ot} AL AifollA] SAdold AL Aol U
2|7} AA; AFgHupper limit of normal; ULN) o]ujof| &3}
= Aot} oF kA (low positivity) & A3} =27} ULN o]
ZFolAE, ULN®| 3ui= 94| ¢ 7-%-olH, & ¢4 (high

i
=

positivity) o] g ULN2] 38] ©]2d3] 74-¢-¢]t}t. RFHE-0] g
W oxjo 7 ofREE XAl AeubH, kAL oF oF

Qo Agsitt, AA 2 F5/37188-E A (acute phase
reactant) AR oItk CRPO} ESR BF Aozt d 04
CRP B ESRo| v Folebd 1 olnt, At v ike]
2 W9E Fall Q5] A BEo R Aot YA &
o 2 A& 7I7ko 7 65 minto]d 0, 65 o|do|d 1
olet, FH o] 64 n|vko]H RAZIAL F|A & <t

o

2 ElIHSIAM

CEHEEE LA

Disease Activity Score based on 28-joint evaluation, DAS-
280)2h= 7L A AE £3] ARt

DAS28=0.56\TJC28 +0.28SJC28 +0.70log(ESR) +0.014(GH) &
A2Fsk=t], log(ESR)-S Westergren' s ESRQ] AR 19|
™, GHE General Health of patient’ s global assessment of
disease activity on a visual analogue scaleo|t}, 5,173 %3}
ol % AW FFEo|il, 327 ool Ax AW T
&, 2,63 olatetd #afolrt.

3H CDAI(Clinical Disease Activity Index)+
TJC+SJC+PGA+EGAR T31=t], 224 2o 1%, 10~22
ol 5%, 2.8~105 0™ Ak, 2.8%] olstetd w3 o]
o}, o] 9ol F7HAAlE O e, 2 AlA 8 ol o
© Aot} HZ AXNE FHAAZRE T B VN
olal, #%3l ¥4 17) olah, CRP Lag/dr o]}l

7|5 Re N H 8-S MEoE FFEE A 4
ke thgel APVE glek e19) o BAE ol B
831 % 5 9lg Aoz Auet
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A7Vl oJ5h, F-TNFAAA 2
o] H|AEA] DMARD Rt} AM4ES

2 gl iet, =3 WeHRA A7YE B FGINFIA A
257} P HAS VA 71 A STkl sheir

H)= wu| el A oA Ald)E 1990 o] FHHEE] 2000
o Zuboll AR A7) 34 FZAT 93, 1970 o o]
ZAFE 20009 ZRF A7EA| o] AbEE s} s AR
Az}, g dukele 100209 B 1.2%eA 0302 Fa
St o, RASHARE2 2. 50| 9aL, o4 dwkele 10091
T 1.0900A 0.2 22 ZHA3F AN, o RASKAFE 2,47
o7 =L ARt

2. AAR A
(systemic lupus erythematosus; SLE)
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Review of rheumatic diseases in terms of insurance medicine

2, Ze|E atdoh A A W F 5~10d Aol 27 AP 2 A
Yg] 8857 9= Atk 7|28 10824 1|28 u]E] 28} 3] SLE7} S8 A A1 9 AdaA o] 2723 59 ] ut
(American college of Rheumatology; ACR)o|4] A A& FOIAL SLE Abge] 29%7F 27] Apgolet sk ict. 9, F7]
|02 1Vl &5 F 471E wHEsH SLER Zed 5 9l AP 87 19 354 ol el F2 2)&%1:7&&4@4 =
T} oF ZAEZ WA “SOAP BRAIN MD' & 417] glerj= =06 o = 3785l [L}TE: Abgolet. Manzis"” £ 35~44
g ejstolA A%, Ao} el SLE fx5-e 273 Framingham o1 T2

- H 331\‘]/\]74 H]—/K 20] ok g = oJ
AR A (Serositis) & FhAoIt HAw, ggrap 1 HRATER 35 | 5% 509 TS S5 SLE
- == = ZALAB Azlo = o
= A9 Autale sy, SR 74 A0l ulcers) A=Al o S35k Asto] wIRETbel ik ol
- o O] ) A 3 =z}of] A= = AP N ol o
o TR EE TolTo WA mEA forolrh, 4 TS WIHAE VIS, AFuEE, SERel= ﬂ
== = = =
A HAY(Arthritis) & Wb do g e REpe gy B8 FEAS AL Sof 2 IFeHOR A1 e]
- - - o]
st 7 7 olde] dx HEGo R g A BNy M »
L . . 3}z anila'Y% & n| =04 S E e ] a3
(Photosensitivity) & 3% =% 2 | QA= o] 1)1 walo|c}, 5+ Danila' "% & w|=o| A telEo 2 FAH SLE 35
- EE Ao g =% = )\1,\ [e= =N x]— <1 o
A ﬁgﬂié_‘ﬁ‘r(Blood disorders)& WA 2Z135 o TF WILE FAAL A7F AT, A% el
_ . Alrlo]| o3FL ) z|= 9 A 2o [} =
A (4,000/m), BEPZIAZ(13] o)A (1,500/1), 823 Fdoll J&S v|x& Qaets dE20|T) o] ARE &4
=0 2 AEBE S AXAE A AT =
B glo] 100000/, $TANY Fog vt TEOR ATEENE AT dah, 3 2AAYAEE MR
- . - 0 9 0]9]
o oAA A1 2 (Renal mvolvement)t il ()0,5g/d 731%, EDR 13%,°] AtH(Table2).
o 4w 2Y 3e0py) e AT 4F, AFA FIY
B . n . i 16
?ﬂ](Antinuclear antibody)oo}:/‘é% okm %_g_ 9lo] 1:160 o)A Table 2. Mortality analysis of SLE (source article : Danila Mi, et al®)
- - . i P p g Age g m g f ¢ogdd MR% EDR%
ol 7%, JGA W ?‘fj};}(lmmunologlc phenomena) 1| 09sa27 | 0g8a27 | 001573 | 30 |0.002183 | 0.001293 [ 0001384 | 1137 14
© 2 dsDNA, anti-Smith(Sm) ?‘sc};‘q]’ g}o] 2] & &} A| (anti- 2 | 098034 | 099601 |0,003995 | 40 |0.002381 | 0.001425 | 0001523 | 262 2
L ) ) o o 3 | 097247 | 099198 [0008023| 41 | 000259 | 0.001563 | 0.001668 | 81 6
phospholipid antibody(anticardiolipin 1gG/IgM E=+= lupus 4 | 096854 | 099596 |0.004044 | 42 | 0002827 | 0001713 [ 0001827 | 221 2
anticoagulant), UH% 7‘3 /\]_g]_ LEA] 3 (LE cell) 7é }\]_9/] xggg}z;] 5 | 094495 | 097564 | 0024362 | 43 | 0.003087 | 0.001877 |0,002000 | 1218 2
_ - 6 | 093315 | 098752 | 0012485 | 44 | 0003369 | 0.002052 | 0.002186 | 571 10
OFA] olZml A 12 o)A ic di o = g . . g .
7k, oA 21784 ol (Neurologic disorder) ThE 7 | ooz | ogssu |oowes7 | 45 | 0003662 0002236 | 0.002381 | 708 1
ol Q= wkzh o A A s3] 27 (Malar rash)& oF 8 | 090169 | 098285 | 0.017146 | 46 | 0003970 | 0.002425 | 0.002583 | 664 15
_ L 9 | osmie | 096947 [0030530 | 47 |0.004309 | 0.002617 |0.002790 | 1094 28
2 =W ¥y 50 978 Zulo|th o ulal akx 70 | 096947 |0 : 02017 0
ki TR A 52 5719 Fukolth, d3tA by Ll 10 | 085450 | 097751 | 0022494 | 48 |0.004694] 0002812 | 0,003004| 749 19
(Discoid rash)< H52)7) Falsta Agte o8z | 99 AnnMean 098440 | 0,015602 0002135 | 731 13

718 A4 Fukolrt, 2003 H AT S| oA A0

}Eu/\)\xtﬂ ZZ AA A~A AT BRE 3 _
graef =2 44 7] 7= Tablel3} 3. £ 1MW 3 F(Sjigren syndrome; SS)
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1. g9
Table 1. Pathological classification of lupus nephritis 5 T e
: pus nep ss v A3 AR olin) 7B YT PAg o
classification Findings =
: o7 o7 R PR 112 e olshluY) ol ek 5
Group | marginal mesangial Normal LM, abnormal EM - - -
— : Ak, #HA ol9]e] AW E Thedtd deolx=dY, 257,
Group |l mesangial proliferative excess cellularity on LM . 151 ol s u]E - L= gwm= Al A
| A Z} 3} A H|&o o Ty NZ SMHZ A
Group I focal proliferative (50% glomerular involvement E =’ MRS o= [ AR ) B==00: 10
= S = = A~ o)
. Y50% glomerular involvement, WS g3, AA=daE So] E £ Qi) #x)o
Group IV diffuse proliferative need intensive therapy
[
S0 o) el M 7223 At R T2} Sk
Group V Membraneous Nephrotic feature - = é§]- o1 = = N
= ke o] LM EE L1 o =198
Group VI advanced sclerosing Chronic glomerular sclerosis o ohE el & glo] 4 s EEoR Uy
*light microscopy, T electron microscopy —5}7‘:“ OE]X]'}‘E]T’]' SLEL]' RA %_o/] 7]1:/}‘ %ﬂﬂ/—k—g%ﬂ]’ %%H%

SLE 91’3 bye] S4ol otslel SHE urEa}y) o]

SLEQ] o] % w3k ujo- o] WA olth, Ha 20 Eok SLES] A} &3] ERIEE o] HAF AHF R ESR SV WIE, WY
FEL Y 5AHYTE 19559 oMol sagEgol son 1AL, BT 7, AdEnERI YL T, G IA|, 53
njate] Bobatd 2wt Zefoll= 109 AZ80] 90%E 3]5 anti-Ro$} anti-La, FHE]22212}, anti-alpha-fodrin antibody,
T 159 BELo] 80% AE2 B2 9xe] ojt}, Aot d g 74 Folrt

19709 o] Urowitz S92 SLE APgEe] o] gaa e =  B-SSA/Ro FAl= S8 &Aabe] 50%04 vehb=d dAH
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$S¢] 75%, o)A SS&) 15%014 BHelHt}, wheha] SSA/Ro
7} 73012} st ssE uijAlE & gleh. gEo] 471e] 50%
A& SSA/Ro7}F FoletE FHE oA Fxl s R
= ARE F Qle AAF dEolt), 33, anti-SSA/Rog} anti-
SsB/Lag] 72 AW SFEE o SeA % oF Hrt,

B, FAL 99 BE A APEE A 2 27
A7 (minor salivary gland biopsy)o]th. s}A|g+ HA4 Q]

N ool AL F2 ARE AFdhs AFAAE of
&8 ¢ £aWSFT AT RIFEE 63~81.8%, 5ol%

= 83.5~95%2}aL &k Tk
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23goltt, A Q17 0.1~407} o] Fsle] gl 47

AR ozt A% 9 $Fo) Aol 1-29 ¥ o

T ol Huirle 19 o] ¢

dFE £IVETE AAZE FEE Holth, B 4
& FUP2E L PYFY, Z S ATF B B
olc.

&IBZFTIN PLFo] Be S Fasie) 279
F32o] 430004 HBANZF] Wshew, ol U
v Q1 Wk o] 18.9ule) 29 WAES oJrldh Y=
Aeke] 59 WAl e ssAloltt, aIRETE WY 5 ¢
2% AWA Ao ARk Y 7d i Joldh &9
ZFTOA Wk M EANYTE] P EF f3e D
EYzFoln R9lE B e HEste] 9, vAIT, 3
28 A, 9 5 vkt 200 7bEe 219 94 Tha
ot AT YLF Wiko] & Ao oAy
E QR T W AAE FZE, 2, A &
2, MAPHLF, A75A, FoEzeA FH, GFEN
s, wEEy da2eRdes

B, FAA LA Z 717 £TAZEE AL e 4
Ao} AHZE 5 FANAFFRY A SHL et
SSA/Ro B4 AR 4K A Ao FF 2t A

2 2A] erd 8ol ok AR ofol7} olghE 4
%, 57 ofole] o]gge 15% Frolt),

APS)

(anticardiolipin antibody, antiphosphatydylserine) B+
gkl (7] beta-2 glycoprotein I(apolipoprotein H)
A7y S7keke Fdoldt. Apsel Aagk Werlde 2 ¢
A Faict, rEsk 849l 2] A8 (antiphospholipid antibody;
aPL7} APSE Q0 717te] o 8% gke Agoltt.

A7019] 5% aPLE BG31a Q7] wjiolt}h, APSE F3E

22833191245 F 7 (Lupus anticoagulant syndrome; LA)|
g Y], o= AxRE WAt} dustH, APSE &
L GHFETE T2 AT o2 Uy wEolth
st Al W8S AR, A% A7 oF 5% aPL
A= 2 2] ¥ 34 (anti-

Hfgoha delA L, @tk
cardiolipin antibody; aCL)%= 1L
o}, wpeba] duk QI FehollA] A AL
AN FJE 7]&fok drt. vlEo] aPLEA = SLESA
30-40%014] FAolP] 7 APS BAks 100 v Aol
g AW% )98 of g},

APS $H2l= HEFo|u A2 A o] WA Eo] o HEF
2o HE Ao A AP ol Libman-Sacks (sterile) AU

ellA 7198k B9-= # A @}, Libman-Sacks At

Hol& Z-aet glo] WA= AW o2 SLESHA}ol| A

&3] & & U
A A Rl A= B AR Ak 3 £ A F5 vkl
g 71w flEE A A9 gl A okt
gl 82l 2| A5 E T (catastrophic APS)o]ek & V)7l &
AlepA o 2 7] o] g Eo % He 7
o

=R B ¥ catastrophic APS 2} 1307
I 2ol TES 61 T F 1301S AR ol
T 037 (40%) H = I Al APgeFQlaL, veA] 739 F 58
Hol|A 2 o] 7had=Hl, 3878 (66%)- 67,271 4 717t
EF O o] APS A o] IR, 118 (19%) APS S/l

Qgict. 587 F 99(16%)2 ALt ol5 9] Aele o
W\ Ao] 31, E4YA8E% Aol 2 194, Apsed
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7§f4%— sclerodermas 17524 Carlo CurzioZ} &3} 1
Z 71 A= 2e Bl e 18361 Giovambattista
Fantonett17]— Ay Zolgts= WS ©dstgar, 19454
Robert H Goetzi= 3] 50] 4l dgtolzkal "Zr%'s}ﬁi‘ﬂr. a1
FHE o] 2 21/ Ao 2 o]3) =L .
73%%4 ofe= vRo] B4 9o HF WRlo] yehtar, Wf
52710 i s At 2 AR daSe] 1
835]‘:— ZA] 705}0]1;]-
W55 ol E) 20k 8] olA] A4 e ek

R0 W} g Aolrh, FRAE

offf m ob > o
L |o

Gl SSc FAFe] 90~95%0l A g4 o]
speckled B=3= centromere & o]t} Scl-700]8}i1%: &
topoisomerase 1 &A= v|vhAd Zalol|A] 30% 7} 8ol
T}, Anticentromere A= S S8 9] 45~50%°NA] %X
o nvkF Al olx = th7l 2 dolth. Anti-RNP= m|vHd ol
A 23], &3 A% %2 % (mixed connective tissue disease;
MCTD)¢] F8kE xlo)x F2 ephdtt tiEof o] &
= =47 AREy 9 A oA gohas akeivk 94
Aol A mlAE Y o] ERlye Aee A% 7 &
T Qlek. H2e ATt oahd AR AtEAEe] A
A 713 AhgivaL YFEHL e ol AER AR
A ol =5 antiendothelial cell(AECA), anti-fibrilin(FBN1), anti-
matrix metalloproteinase (MMP)-1, MMP-35 H]53}¢] anti-
platelet-derived growth factor receptor(PDGFr) 5-0] A7) =

_V&L
i ot 1%

oL

of FAPHE FriEs o] mrke ATt A3t
EE 287U 5 B A8 80} Aeld ARl B
WS ol Wik A2 APEARAL|Y Ane] Hspr}
B398 v it

4 E250l5HN 2|3

al oAl o] MR E- AWkl 1008
g0l gAdRTH 4~oul] A gk AR
A Ho 2T GAFSI)

A g o] gk HluEst 1HEA A EE, 21 $17] e
ofghtt, Yt AE717H2 <oF 1204, vk )R8k
2 A7 o whe} gFateh 1038 EEL 1A%

nRbE 2 21% AEolm 27] Abdell 71 & 9=
#adgto|tt,

2 24080]H, o
£ 30~504] 0]t}

2 71%,

nRE 84

5. 7[E}

CREST &3 ol&k 43 % (Calcinosis), #lo]x=84
(Raynaud phenomenon), 2 &2%7% <l (Esophageal
FEAA3}H(Sclerodactyly), =A%
(Telangiectasia) 59| S7do] B34 0 2 Yehy+= HI 59
A @ oltt, stA 28 AR M= sk 22 o
Z AME7) = sk, 200413 9] NadashkevichE o] Zth7]
F5 AAX3FA=d; AA centromere protein, Scl-70(topo 1),
fibrilin 2L7}8HA| A, 25 &3 A71AF ARt AR A4
v 75 Ee prayer ARRL, UlA ek o) ) A3
S A, A dlolm B, LA A
S0 T S YARY, ofBA £EAFS T 13
HIEFQ 3, ol g A A o] FA| s A
b an. A ol nEapE 94 Aszos
999%, E-0] = 100%0]t},

Sk, Maricq®} Valter= 2005d 7 3}52] & th& 2574

T3
u

dysmotility),

ﬁr-lo

l

BCDCREST
AN U

E AN AR B T F
= s)ne] wjehd Ak, A
Agd 295 9ol HaHe A, AP L 554 55
Wk 1= AL, Al IVE L Scleroderma sine scleroderma, 77]

AW o] 131 anticentromere 3| S-AJo| W BA| T S =

l‘

9o, A Ve B5E $4e vehhAw 58E f30
2 EFEY] ol B¢ Tor gt 1eg &4 =9
oA A &A% gk,

CRESTZ S 79| X 8= A Zo gz oswx ouﬂ,q

S5 ATTE BA Gk AgbE o R Bt Agee) R A
33l 55% SAbellN AHE sdETa HaEe] glu

ol e w92 A4 veol dYon A
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ASE oG HFAd He XP7l ol ¥ RA HU= 33
Holt}h, B o 57t S He AERs B2 #ES A
ek A, e ARl E ESRJJr }&, HI2E = o] =4
FASAI(NSAIDs) | ¥h-g-o] EBFgh $2f Folrt. Az 3
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7} 4TiRkaL Bl iR S
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