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@ genetic factors
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Pathogenesis

I Excessive, abnormal production of
“self” antibod:es and formation of IC.

F Autoantibedies against nuclear,
cytoplasiric and membrane components
of mult:ple cell types 1n multiple organs
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GNS
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Systemic ‘eatures

Fever weak Weight loss




skin anda mucosa

&% photusensitivity
alopecia

%? Raynaud’s phenomenon
E|=_L rase

' 2z7oral ulcer

rash




skin and mucosa
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skin and mucosa

or— White due to
inadequate blood flow

Blue as oxygen is
depleted in the tissues

© Medicine Net, Ino

Raynaud’s Phenomenon
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Muscle and Joint

Jarthritis --Zaccoud’s arthropathy
JMuscle pain. myositis
Jfemora: head necrosis




Muscle and Joint




Renal lesion

@Proteinuriz
“hematuria
Jcylindriria

@ Nephritic syndrome
“Renal insufficiency




lupus nephritis
& Class I IE&R
@ ClassI FHREFEM  mesangial
& ClassIII SiktI8%EM focal proliferative
& Class IV FRBIBTEME  diffuse proliferative
&ClassV R membranous

& Class VI B /EkTE{L % glomerulosclerosis




Nervous system

& clinical manifestation:
-headache. vomiting
-psychogcaia
-epilepsy %
-convuision - conscious disturban
-Com:

& pathology-vasculitis

& cerebrospinal fluid-no special (intracrinial

pressuretproteinfcell population] glucose))

& Identify with other central nervous system
disease




Hematology system

@ leukopenia

& thrombocytopnia

& anemias: hemolytic anemias
anemias of chronic disease

< lymphadenectasis

@ splenectasis




Respiratory system

Jpleurisy
JPleural effision
JPulmonzary interstitial fibrosis
<@ Lupus pneumonia
JPulmonary hypertension

JRespiratory failure






Circulatory system

& heart -pericarditis
-myocariiis
-endocarditis Libman-Sack endocarditis
-cardiac arrhythmias
-caralac failure

@ vessel -vasculitis




Digestive system

& Clinical featuses

-anepaanymia

-navsea and vomiting

-abdominal pain. diar
-veritoneal effusion %
-acute abdomen 5

& pathology -mesenterium vas ﬁ:;s




DIBHIE DA ZR 51

(antiphospholipid ax:tibody syndrome)

& clinical maniiestation:
-arterons and/or venous thrombosis
-spontaneous abortion
-threiabocytopenia

& laboratory examination:

-positive anti-phospholipid antibody
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CRITERIA FOR THE DIAGNOSIS OF SLE
ACCORDING TO THE ACR(1997)

1. Butterfly rash

2. Discoid lupus

3. Photosensitivity

4. Oral ulceration

5. Polyarthritis

6. Nephritis
a. proteinuri2 sver 0.5g/day
b. cellular casis

7. Pleuritis/pericaruitis

8. Neuropsychisu.c symptoms 11. ANA
a. conv'sions

9. Haematological alterations

a. haemolytic anaemia

b. leucopenia (4.0 G/1)

c. lymphopenia (1.5G/1)

d. thrombocytopenia (100G/1)
10. Immunologic alterations

a. anti-dsDNA

b. anti-Sm

c. anti-CL and/or LA

b. psychosis
- <
4 or more symptoms are required for the diagnosis \ /4//@“)



WA LR
AR
o 1 R P
LI AT
PR 23R
Ao LB TR S

MAB4N10543, 1043 PA ERESH, 20 DL B3R~ 1R B B K& Sh



R ARSLEFARIMERFEIE

FERIELE: =5, EET &
b 3§
stk U O &
KTR
PR
335, BN
THEIR A . Ll ZABRREL D

FEH8K. MMk, #quglﬁ(\ EIE@%'I‘EEEQHHEI

DNAfL R R T+,




SLEFRTR R E 1

I:I:I II:I:I

(=
2. H
33&

EIREHE, TE

lft" f'zﬁ'?«l?ﬁf’ T’:ﬁ'
ﬁeﬂﬂﬂﬂﬁﬁz)ﬁ FKE?“LD

USLE: ERAZ R
L SLE ﬁ/»\ Jt%?

WA (lupus crisis):
B SHEEREER, Fz_

fts

o R A E
i PR RS

s 9

P

=

SLERYIZHR 8 % (314

2,

&) :
LR EIEI-R B E

/

SR IR D P

0%, CEIREMA,

1 AUSLE

L

=,



#LEtiology 2:d pathogenesis
Zpatholcqgy

#Clinical findings
#Lailvoratory findings
glagnosis

£ Treatment

Zprognosis



L B - 1
- R -
s B 9 G WK i == SLESEIR
S A ﬁiﬁﬁﬂ K R RER B O

1
R, RT3



Jgeneral treaiment
Jdrug treatent
Jplasmapheresis

Jhaemapoietic stem cell

transplantation -
largeting
t 'lmmqpe .

s ys\l;em_ %




General treatment

& 1ILIBRTT
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Medications treatment
\ntissiarial
Costicosteroid

Immunosuppressant '

Biological t
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JE B AP R 25 (NSAIDS)
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PLIE Z (Antimalarials)

& FE/EH-PIR. FEH
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BIEBF (lupus crisis) RIVEIT

1. BB B
c00mg-1g/d, 3R
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P& B2 B I & (Corticosteroids)
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Hydrocortisone
cortisone

Prednisone

Prednisolone

methylprednisolone

Triamcinalone
Betamethasone

Dexamethasone
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Vi 52 IR (Corticosteroids)
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( Cyclophosphoml de, CTX)
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o 7 {1537 (Immunosuppressant)

&I BEBERE (CTXO

& i MEIE LS (KR 2= Imuran)

& I I E (cyclosporin A)

& 2 H WG 7, FB(HR 7 CellCept)
& H SR (MTX)

& Z 54 (Leflunomide)
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iR RIS (f1muran)

& W CTX/EFH B[EBIER /M

& 2 EAERCTXWIEE R BIT

& HVE-ELEFE 2-3 mg/kg /day H AR

-2 FFFIE1-3 mg/kg /day O AR
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A HIE (cyclosporin A)
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% H B 2B (CellCept)
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Zx=E (Leflunomide)
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