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1. Central tolerance > a . Qs
AN INGATUINTINRE

$WN"e ¢fhigh affinity autoreactive T cells) Uuazidngnszuaunsiviniine tolerance

ANLNG 32ien1sWmUN T cells dannda 1invessfudnyoynuuiiaues T cells (TCR)

1
a

PaguuRa1e4 T cells Aagautiu HAAINNNINaATTATa TCR genes wuLiguvnlifls TCR i
ANNNTAINTAIE ANNTTAR bseN IndaazninnisAauantinues T cells (repertoire) Tneld

nalnuan 2 aging Aa
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(1) positive selection

. o o o A = o 9 A

iag lwslan mdaazinnisAn@en T cells A wasnllyinutihfineuauemia
svuun AN Tnadenienaadnil TCR Ndsznuiuldwaniy self MHC/peptides (class |
waz class 1) 13 11lalan1alflasuniswmuind (mature T cells) Aauiazdaannlulunssia
2 A o Y o o ) LAy o A
wanaiuigauiuiana MHC (MHC restriction) 49w T cells nguitlisnunisdniaan
azgniaeslitesanesionielyl (programiied cell death) nmelusieningda T cells e
nsvLaUNNIAARaNLLUNAsE 2 nauelas Ad W?zﬂuiﬁ’mﬁﬁu MHC class Il 3&nan
CD4+ T cells WazWANTILsZNMIOWERATL MHC classaeindn CD8+ T cells

(2) negative selection ™ 1

mmuﬁiﬂﬂmﬁm

o

antigen specific TCR)MAnnafaeanllingnag (deletion) ddes T cells A TCR Uneinu
1 f ’r‘ ‘ :_ ‘:
aanluivdnaulng =
Central toleranced tilun ﬁﬁzﬁpm%/ﬁﬁm T cells. PRuiuuaumiausenaliaeng
a ({4

wilauuu (high affinity auidredetion) < Melusige lnidaztuaumiauianierasnadengi

T4/ T/ calls. P TCR Mall@uadiuLaumiausenie (self

o o . : 'y M ﬂ( a ! i a X o
A1ATY (dominant self antigens) Usigat) [12,18] &NILLAURLALINNETAATUNINNEUAS

| o TR . Y Y A
iasannibafeiinnesniauvieuiiianssaadanitlsanan  (modified) lHlasa¥1aiiall

o

AN [14]  autoreactive ~F-cells ﬁLﬁé}'ﬁ@hﬁ%ﬂiﬂmﬂﬁiaﬂwﬁmié’@ﬂﬂmmzﬁmg 1

| A £ A .
peripheral T cells ﬂpwhwmmm%e T cells wianHazgniiniy

o I

3liWignnsziunasintaamasniauivaiuan ldlagnalnaes geripheral tolerance anf

a

| |
L)) 4]

2. Peripheral tolerance

HunaldfistrheEiff_autoredotive | T ell3 ﬁu@mmnﬁi@ﬂwﬁmmﬂumﬁu T
cells Undl TnaeAedsnismauAn  autoreactive T ceells iaglunfaginnasldiinnig
mumu@\uﬁ'@qﬂmzﬁu (ignbrant State) Batedflaugrang wir anauliiliautoreactive T

a o ©° [l d’j di dlo o a [ % o = & Ay o d‘
cells LﬂlW]’W\ﬂﬂFNlﬂ’]LLMLL\TLuﬂLﬂﬂWﬂﬁﬂﬂLﬂﬂﬂ’]ﬁ‘ﬂﬂLZ\iU muum"lwmmﬂ@@mL%@QMﬂuﬂu N

q

o 1

fndnnsgasanaes T cells Wl lwaadsnannazgnindnlianely dastingiu tdnunsyan

a a |

priamgaany T cells Adeann Walafisanegoudanuantisinanlliaziiadulae

q

%
o =X

nnRANTuIuNlS ww AnnsialuaseusumiauseniaanefoseagIe9) AN

Tuag

1
o

paaawnan alasamasniANiugninans Anstaueluana MHC class Il 8aniiiig
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IAANIN ViFpautoreactive T cells gﬂm:fé’jué’wmiﬁm%@ M Wiegluan nnFantl iz

anunsaiedeudinell S uma AN IS nIELLA L AR L ALeIAa LA e A
TunnstiuldueueuAiauithuans peptide iU T cells Az ABINLNILLAUNNIT

anysnl 2 dunevde

(1) Fe4NNTTLIUNTIANNTALWEURLAY (antigen processing) Lﬁﬂﬁlﬁlﬁﬁﬂa‘zﬂuﬁuiw@q@

MHC uaz TCR ldati1amileauiy )/

2) lunnsnszsiu T cells siagnislulanalesa /)ﬁmlatory molecule) mumm [15]

mﬂnmfam\ﬂm@mwum”l,ummgpmy@u TCElls 18 T cells V]Qﬂﬂﬁ‘wﬁqlu'ﬂ?;ll’]\ﬂﬂ

anysniazliaunsonsvgimaadmeniushaudall i @nergy) viseusafitaaaiesinges

Wimne'ld (apoptosis) widan1ansesi T cells wiasandeluianaidsuiasaat we

TuanassuLneTiing) A9l j’ T cells. Wisusanszsuldl (1aiandniy

J
|

HANAL mum@umml‘w autoreactive T cells rialsptusnldan

aal dl dl 1 o 1 ¢

Annsuilenidaeilasiuly quﬁﬁu ﬁ@ﬂ’]ﬁ‘ﬂfmﬂmmwﬂ’mu autoreactive T cells
Y | J

A1l regulatory T cells [16, 1 9 K 7;5. 4

val ' dl b % 1
ndaldlnanguiniaad CD4+ COSEE %Liﬂﬂ‘fﬁ’ffééﬁlatory T cells (T reg) T9@519annsau

Tni¥a nisanaszes T reg mlmﬁm‘tmmwﬁﬁéhdﬁumm ‘Emmmmnmqvmmma self

tolerance Lﬂum@ﬁémammmmﬁmmmhmmmﬁ Tnedn® Treg Hifsunm

Uszanoudesas 5 09 104789 CD4+ T cells lunszialaen —1il 1985 Sakaguchi WazAnLY

v i |
WUANNN2LE909N"THH9NUTRs CDA+ NAAINNNIALIANTENAIEASTHA CD4+CD25+ a4
Huununaes regulatory T cells

Regulatoly T cells [ld5unpagnananeaiauandossiltl [1970 fr8] vinuthaimauaunig

pouANestegyuLNANUTe lunngianns unuwulsaniduiussueadadn T reg

a qQ
4 1

Y TN U BeinfA salf foleranc, Maemaliliilfanstndnetie fiasbyntias  dusniie
294 T red Nnansan ngda Fafh T reg Annlaasssusd Ineflugadaiin CD4+CD25+
Regulatory T cells ﬁﬂdmﬁﬂuﬁwﬁuﬁ 2 1szinnAe
1. Natural regulatory T cells Tdurl ailafin1sudndaanuLL CDA+/CD25+/GITR
2. Inducible regulatory T cells Lﬂumﬁmﬁ'Lﬁmmﬂu@ﬂﬁiﬂuimﬁm%'uﬁmmr]m@m:éju
AEYAS U T regulatory type 1 (Tr1) Laz Th3 [19-22] Ina@39 cytokines TGFB,

IL-10 4i789111A1N thymic derived TR NNNTULAAIRANKLLCDA+/CD25+/CD62Lhi
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T9gnnszsulag dendritic cells

Regulatory T cells 9@29Us2nnd transcription factor 1l FOXP3 wunenii Ing

o ]

VNuENEUEINaRANIzUAUNNINNRANTusa e itianuies

Th subset

P F T FT A
NG 2

v
o o o

n AT Y e o
Regulatory T cells. {HNHINAIA ou Llem 3 muimﬂmuquaumm&mmumm
effector T cells 15 @;m,—.mm:" TA8Uad 1L-10 ABNN

)

(HNASUSIN1IN9N1TD D4+CD25+ LAy CD8+ @1119D

WA TGF-B aanun lALAClNaduiin1gMneuaes Th wsaestilana Th1 uay Th2 Taanwuan

'
o A

NIEAR TGF- ﬁum’LuLM@@'ﬂmﬂuwmrﬂm']@uu:iwmmsmamummmﬁFjuﬂu‘ln

Suverisly ( aﬂﬂuugs‘m&uﬁﬂaﬁﬁm mm?m;mﬁum?

Maneitiaifiadneniglduananiidnudafinnsdudusafaugu NK cells dendritic cells, B
cote. BN RS} ik bbby bbb Al Bl
Y = 1 = o v A o A ° o
ABNNNITULAANARNTDY FOXP3 asynuuniilu regulatory T cells NRANNANNIZUATNINNU
Tiatanysnl

NAIRIN Gershon AUNL regulatory suppressor cells AauN Sakaguchi IHAuNL

FOXP3 lu CD4+CD25+ regulatory T cells Tutl 2003 TaenszUaUNT flow cytometry
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FOXP3 \flu transcription factor 7ivinutinlunismuAndugInisineu Taawudn
o ° Ao q o o o 2 Y A o A P
AnEEIBIN 1IN I gaaNAMaNTRIeY T reg  UUATABNNIEALNGINBLATHNNT
WAAIDBNNUILND [23] TP AUFABNIINIWABY [L-2 HNunng STAT-5 signal [24,25]

Imsaa¥9rea FOXP3 Tilsmuilsznausiag 11 exons , Forknead DNA binding domain
131900 C — terminus TNAIN1I0AURAU NFAT (Nuclear factor of activated T cells)

dautlsznavduldun zn finger, Le ipper, Tadautlananulinaeadeiulu forkhead

v
o o

- .
family 814 uaziane N — termin LENNITNINTL

A
——
N— T ,’ma\\

fror
W 2 AlAGsIARIG 10y FOXP3 Tulsmiu

o

e /\‘:\.‘(‘ e

o

1191 TN LANEUE AR EOXPE /il 111NFLAY splice variant @9U1A
! V\ P

)

Nzl TUAA UUUNE 71 -1 W4-0D8+ uazviaaesuuunyly

CD4+CD25+ regula -'-".' ) !".\ 1% western blot WA AL
FOXP3 sLuméisrfﬂLmnmﬂslumé@mq isoform 7l i xon 2 WAeaN1InNNenule
WRauiy v A .

FOXP3 @W@Hm '@M&%%W%NFAT Ay NF- kB NIu
yn9 Forkhead domain [26] IneinnsfieansvdslalaanetianniiimadCuanannii FOXP3

PRI PSRN i v

nsanadlies CD127 Faflunnudnmnizans T reg
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Pro-rich

4 ’ ZF
7

; ““'I' L I\--_

g1l 2.5 ugmau 24 FOXP3 Mnuiseniuitlmang

Tuiana FOXP3 Rdaudin egulatory T cells finiinnsnanaiug lilay

M liAuLazdninng a) i ' 2 IPEX (Immune dysregulation,

polyendocrinopath A g

o

-°~ = a a a vy
10T nnefinunAnnegduiv

1 d’l dl 1 v o : 1
mmumﬂ@mum@mqgﬂm waelinsunalnfuds qﬂmmmﬂ?
sruLnRANTuuensian s, A CDA4+CD25+ T cells wutlszannfasas 5 09 10 1999
a

wiaaTin CD4 qﬂuogm%lﬂ?ﬂ:ﬂléjs f9NNTUAANAANTAY
30

CTLA4, GITR ez CD103 28NIbanAINNLNEN FOXP3 L‘VI’TLA‘LW]LL@@Q@@ﬂ%ﬁQWN@’]LWWVﬁI’ﬂ\?VI

S S I T R

transducq|on FOX YN naive T cells mmi‘wmmmiﬂimummmmmqmwLsﬁ@@uﬂﬂm

|
o

Aanranasaeensainslalnaed Teduiusiunimineuaes T reg uanelidiudn FOXP3

aun3nnszfulil naive T cells wlaesuily Treg 18 T reg awnsnaialalnpnmintiaing
a vy o

niANAu ldun IL-4, 1L-10 uaz TGF-B

FOXP3 1ilu transcription factor NAANBANIANIENU8 CD4+CD25+ Treg  Hiaya

TudndnaaaanunsLanIaanaad FOXP3 mRNA 1agRd RT-PCR lusanlndauazsax
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i’iqmafaﬂumﬂmﬂ thymocyte 13in CD4+CD25+ wuldlszunnidesas 5 199 thymocyte 73
cD4+CD8- lusanlnialne thymocyte im CD4+CD25+ winduitinnsuanseanae
FOXP3

AMNUNLINUDINIGEYLAENIE self tolerance Fanendninnasisalesauiend AN
fplnAres regulatory T cells Tiia CD4+ way CD25+ ﬁﬂﬁlﬁmmq:qm@ﬂ self tolerance
BAZNITHAANRBNURN FOXP3 mu’“ﬁlu transonpfn factor WQ’]LW’]""IJ'M regulatory T cells Wag

@ammﬂﬂm AHNTANH A AHANTUS

mﬂmﬂmmﬂmﬁmL@mm@ﬂmmmlmrﬁgmm@m@“ﬂﬂw LLm\ﬂum'ﬂmﬂmmmu’Lu

mmmwm\ﬂumm regulatory. T cells

a

aa

flaqriuflasandayadefaem@aLesiu Hsu nazAnm-(28] innnsineluymasesmud
o
wynilulsaleaneaadl la

o/ 1 v 1 1 dgj Adl o U
I T cells JAATIUAENTTURNANAILIAN uanaNUNaNT 1

a

'ﬂ mmmmmmqv self tolerance ummmmmfa

NYNANATLANTNA re

double strand DNA Gqdld 4 wﬁluf_ﬁ‘pmmmm Bagavant uazAtUy [29] WUIWY
dl a a a '.4 _i_ ‘; = 1% a

NARBINNAANNNALINAUEN regulatory ] Ce.hs auifnlednauainlsaeauasd

ad 1dd

dnunisAnin lidan BAZATHE Ejp],;“Lﬁmmmdwﬁmmmﬁwmumwm CD4+

4
CD25+ regulatory T cells | ﬂfsmmﬁﬂﬁmﬁmm‘[immLL@@@ WAZWLINENAUSALNT

T Ta—o;
anavIas FOXP3 N19ANE189 sz"ara LR ﬂ%jfl] W‘LI'J”] CD4+CD25+ regulatory T cells

GLuN‘]J‘JF;ILfrﬂ’&LL‘ﬂZ\]ddﬁﬂ’]?ﬂ’]L?U‘H—@@mﬁ@’mqu@@mw?_I‘i_lﬂ‘]_lﬂ@ll‘vﬂﬁ‘ﬂ@ﬁ‘u T anaunu

ﬂ’]ﬁ‘ﬁm:f’ﬁl’ﬂ\‘l Alvaw’ummhmﬂ_mmmﬂgﬂm@ﬂ@g@{munu AULNFNLINRNUIY

regulatory T celIs:lmLLmnm\muLLmmmmnuu’mmiwmﬁmwmmﬂﬂmlugﬂqm@mLL@@@ f4

3R AN 9N IHIaT AR LILLAZ NN TN rego"rajtory T cells lwdanm

nsfnees Crispirfidheanslufinsiogueaao me wudfliiesdilaeiiteetlu
svtzinBUWNIRTER banatahd Heg 38 | MsAnYTAd Melor-Pla uazAni nunnsamas
109LAU CD4+CD25+ T cells TufttfiinierinGusaslanidie fiour@einng Tnawwdn
frlaeiiRaataguuddinhispang Ind Wstau s UEDA 1 jdesdillasidsuh Y red anas
(R=-0.611, P value <0.001)

high
T cells

nsAneaes Liu wazanse ludilae 94 918 wun1sanases CD4+ CD25
Tidnazag uszaeinBurisessuzasuudnfinau [34] Miyara waranuzuandliiviudinisanas
299 T reg HAMNANRUSAUAMNANGBLYRlsA %qﬁuﬁwgmdwLﬁmmnmin’wﬁﬂﬁlﬁmmq:
ta apoptosis 1’71'LﬁmmwﬁmﬁﬂﬁﬁmaﬁmzﬁuﬁlqLﬂuLL@uﬁmmm@ﬂmem NIANHIUDY

Bonelli uazpnuldinaia flow cytometry dnauau FOXP3 + T cells Tuidenanadilaie
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high X0 o =
ANAY UANANNUELINNITANTN

AUBRBNNANNINTEU WLINHLSHNY natural CD4+CD25+
aurEnuINIneNuans vy dnisanaszesfiaadeiin CD4+CD25 bright uiiaeieaueq
antamat/lusreziniu [30,33 -34]
~ = \ aa \ o = o =
An19AnEINLIN T reg ARN1TUGAIRENTRY FOXP3 Nanfen e faugdnasiinng
deasnassianndaiensiosioy wisenlndaudoudinsinnulfaunsziadeiosianans
mummeﬂumummmmmmuwu XP3 Imﬂwm”mumﬂumﬂqamﬂu@ﬂ WAY

szﬁummﬂumﬂqwumﬂ u FOXPS ﬂ@wﬂﬂm‘vmu’mmmﬂmmﬂ

ummﬂmmmeﬂmuumm%@ﬂ@a F&ﬁmamum CD4+CD25— HA5Fung

@:@uiumﬂmmamwf
= ' v
UNNNNIANTA il

FBunnusnau lua

’1 394 UQWNﬂ’]?ﬂﬁbﬁ]‘NWﬂ‘Vi T reg

fnsasuudasluniensaiu

& A / v, (@ - . . - .
Usrnisusnmantla@s a L. b U GHQNN@m@ﬂ’]ﬁ‘LﬂmLWNLL@tﬂ’]ﬁ"ﬂ%

B qumuiumﬂaﬂ Vigna-Perez LAz

e a7 -
[39] WUQWNﬂW?LWN%}Xﬂ@QV]L"ﬁ@@ Nﬁ‘rﬁ‘ﬂﬂﬁ InassnEAae rituximab LL@%llﬂJ

@Q‘ll'ﬂ E’TLJJF;I rituximab MM HIAANIAA

mmmwLsmmummvlmum?mvmulummmﬂuLﬂmmﬂwmm‘mmamum CD4+CD25+

o SRR A
iiZE?ﬁmmﬁ%mWWﬁﬁﬁ EW]

Fle|dS LASATS [41]‘W‘LI’J’] CD4+CD25™" T cells @WN’]?GH‘LI?NT]’W?ZQT’W\? anti ds-DNA

Iy ) ) p P g
AEl rituximab WUNLTARNNNTHLE

WU 90 quummﬁ“ﬁ#

ﬂawma‘wammﬁ 2l

FOXP3+ [

Tudnaane1rladmas WU ITANEINAL WL ANNANAUSFINA19
ANTANHINAUBNENARIZHL FOXP3 NIENIUANTIANINALRNNT B ARSH IAALFL R8s
WLFNANNIDINNTZAL FOXP3 ladnamauanenlinanisineuseslainaietd inli Coa+

CD25+ T cells {81889 WU [42] @9 Karagiannidis wazany [43] Tdansanuludilelsa
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natural T reg wanaINi Suarez uavAuz [44] Manulufihaeawasd 110 sewudn

high

AU CD4+ CD25™" T cells lldniusiunisnnizuaesisn InanwudngihenlsaniGu

o ° high

watlaFunnsinenaaaifs sas FUUIANGINALNLAIUI CD4+ CD25™ T cells MANTIY

dayanisinslunnzlpdniaudisiities Sfikakis wazaniy [45] Anmdiaelndniay

Ay vo o ¥ .
’Q'\ﬂiﬁ‘ﬂl@@LLﬂﬂﬂV]iﬂ?Uﬂq??ﬂHq M r\

ﬂmu 7 71elpednseAl FOXP3 mRNA lu

WUIF2FU FOXP3 mRNA lulaaaaas

! L&'ﬂum?mmummﬂ ARUNAILAA
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L@@ﬂﬂfﬂ\‘l%ﬂ'lﬂﬂ?iﬁzmﬂ’]ﬁﬂ\‘i"l
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I;J‘]JQEIN?‘Z@ULWN"IINM N7 NEALA

ANNNIINA WA T ) 31I9N135N A 1AL

(R = remission)

time (months)
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Tuanauazutinaes FOXP3 Aaudnedudan doyanninseguainniauanliddnaziiy
Y - = . e & N al = a = . =
Arunannzenensan I u lalaened @euuanEy vsesuaiainasonislasu
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loaaniaug on and natural history)

1] 2003 M4 Int nal Pathology Society [46] I3

ANTNUNIULD FIN1F36 3 WHO ipada i faustl a.a.

1995 aadunnsuan WFtu wnsilealalaznens

s dl = dl a Qy i v dl
wnnel Nuszauiinigla nRvastutelulprresdilon @

UANANNAZNUNTLLRLILL Aaasunlasiely tubular

interstitium WAy vascular IHANNNLANANNISTULILD AR

dasnuaznanegLiu lomerulus valu glomerulus

E—————
W=y

WPenfuussing segment 1 ﬂ@‘.ﬁﬁ‘-ﬁiﬂﬂ

A3aainssnnndatannaziinld 14 lsazman

"BAnauaNAeiY ansaniel
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fidndantsvgulau (aludaunesdndndaen dares HUNRIFIUNINTY WanaIn

Uils psllazaiuayunisiiadainald

light microscope T8 n13dian immunofluorescence L ﬂ‘i’ﬂé’m‘-}@m?ﬂuﬂ‘mﬁﬂm@ﬂu
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m%"nﬁ 2.1 mﬁmﬂ@:mm lupus nephritis tAel International Society of Nephrology / Renal

Pathology Society [46]

Class | Minimal mesangial lupus nephritis
Normal glomeruli by light microscopy, but mesangial immune deposits by
immunofluorescence
Class I Mesangial prollferatlv r”
Purely mesan la tsél la / ree or mesangial matrix expansion by light
mlcroscopthglalJnmu
elial deposits visible by
MOt by light microscopy
Class IlI
Class Il (A)
Class Il (A/C)
Class Il (C)
Class IV

A

Class IV-G (A
ClassIV-S(A/C)
ClassIV-G(A/C)

Diffuse lupus n(ip}l/s // ’/m‘
Acp})or inactive dn‘fuse segmentam

or extracapillary glomerulonephritis

or wm‘-g € 7;ﬂmed into diffuse segmental (IV-S) lupus
nephri § when > 50% of the involved glomeruli Rave segmental lesions, and diffuse global

(IV-G) lupus@néphritig=when > 50% ofwthe involved glomeruli have global lesions.

RRAUHTRER AT = oo

tuft. This class includes cases with diffuse W|re loop deposits th little or no glomerular

TRYNAMHIINENRE

Active lesions: diffuse global proliferative lupus nephritis
Active and chronic lesions: diffuse segmental proliferative and sclerosing lupus nephritis

Active and chronic lesions: diffuse global proliferative and sclerosing lupus nephritis

Class IV-S (C) Chronic inactive lesions with scars: diffuse segmental sclerosing lupus nephritis
Class IV-G (C) Chronic inactive lesions with scars: diffuse global sclerosing lupus nephritis
Class VI Advanced sclerosis lupus nephritis

> 90% of glomeruli globally sclerosed without residual activity
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* Indicate the proportion of glomeruli with active and with sclerotic lesions.
° Indicate the proportion of glomeruli with fibrinoid necrosis and/or cellular crescents.
Indicate and grade ( mild, moderate, severe ) tubular atrophy, interstitial inflammation

and fibrosis, severity of arteriosclerosis or other vascular lesions.

Tsnladniauann 7 ﬁnumﬂu@’mumnﬁmﬁuﬁu@ﬂ
FUnenBan A \ ‘Jiaiﬁ;ul,l,m (class I, 1) ®1anul
wAnnsFaaslilsfuay. laiwupnuiednfay  inns
wenngnilsaluszazenn g bl rmation A8 LWaguan class I,
1 'l class 1 viza 1V 1 ‘ 293 ldun class Il IV axdinis
N (edema) Ausulalinga
(hypertension) wasinI3L failure) nN1WeNNInileA gz
g9azueindn Tneannslu snanuaedlnlisandaauialnane
Lﬁ‘mﬁi”ﬂ”mmmﬂim ﬂ’ﬂlllﬂ?W@@WLWQHIHH@:NﬁﬁWﬂ'}%@ﬂWWﬂ’a\ﬂmL‘ﬂuLL‘LI‘LI

Class V W azanipldndEaseinista ua: wan (Wnazidu nephrotic

range proteinuria) s IV i lERnswennsallsa
Tpe139uANIN welsmintdAasnaUAUaABNITINEN
nsnniueesn1azlndntauaaalsrleauand ”Lﬂ%uumwmimﬂmum nephrltlo

s O LRI IR By ardindonsns

TARLIAABATY uﬂﬁstmum@wymaiﬂ_Imu‘luﬁmm et uressssumtasAtiuly

don IR AR B M A D A B FEpEdn socat

nephrotid flare TnedanmusTsauialutlagnnzis [47]
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2.2.1 n15udszLduann clinical activity score [48-50]

tlaqiiuldiinisfnrsesiialun1sdnsziuanuguussedlsneanand lungaatn -

¥
o v

nauildariasanusazasauiuaula Amnuswny Anugnsasdaials wanainiidsias

1%
a

Ransaniae ldanasiag activity score Nflanlutlaqiiu lfun SLEDAI2K @alalfutlgaulu

a dl = da{ o/ 1
azilsviduanIsineaune 1y 10 Suneu
E’mﬁﬂmmuﬁiazmm? Fals 1 D4 8

AZUUULAIUATHATEIRINY 49§08 U UAANIIEATIDHAAFTGT 2.2

7 2002 Tausmuilasann SLEDAI

AN9n9sviiiu Taelanniann

1
Al A A

SLEDAI-2K Wnsingan e hin TpensminmEn nuse unalwitieyfawsanisd

a

Tsmuialuilaanay & liitad e masiialniies] Tevnniu SLEDAI

a
]

A TINLIN SLEDAI-2K 71137

a

score lANALDALANIY

=

!
Usziuglqeldaziden. ANAN A \c\»w: Uszlamiluntsnensnians
Ql g N

AN TIR L6

=~
[

-

\
)

209

D

FOUUMLUINNS )
ANRINITUNMINEAE
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EI']?’N# 2.2 WaANNT IAZUULANN SLEDAI-2K

{Enter weight in SLEDAI Score column if descriptor 15 present at the time of the visit or in the preceding 10 days. )

Weight SLEDA! Descripior Definition
SCORE

Seizure Recent onset, exclede metabolic, infectious or drug causes.
= ability 1o function in normal sctivity dec fo severe disturbance in the perception
; Ih:hld: hallucinsiions, incoberence, marked loose associasisons,

thought content, marked Hbogical thinking, bizarne, disonganized, or
. . Exclude uremin and drug causes,

d ¢t and I'hm-‘ualmnl. features, uﬂuht_'.r 1o gustain sivention
\ st 2 of the fallowing: perceptual distarbance, incoherent
o d ' drowsiness, of increased of decrexsed psychamotor
& \i\\ ic, infectious, or dreg causes.
Ml Inelude cyrosd bodies, retinal hemorrhages, serous exudale or
\ . g "’ \. d, or optic newrdtis. Exclude hypertension, infection, or drug
\\\\\

] mmmymdnugmdm
£ \ i may be migrainous, bud must be nonresponaive io narcolic
H "'\\ }‘k\ scular accident(s)h. Exclude arteriosclerosis,
] ,* ‘ e finger nodules, periungual infarction, splinter

“\ 8] wmmfnfm-hm
4 ! npunfhrhnmmm tenderness, swelling or effusion).
4 eakniess, associated with elevaied creatine

i ‘ mwemwmmmwnhwmlmmlm

4 lar 0F red blood cell casts,
4 Blood cellsbigh power field, Exclude stome, infection or other cawse.
4
4 er field  Exclude infection.
2
2
2
2 1l Hleural rub ar effusion, or pleural thickening.
2 nmmmmn kst 1 of the following: rub, effusion, or electrocardiogram or

echocandsogram confirmatian,
H il EJ aﬂﬂwh“lnhnrmhm”hm

ninding abave normal range for tesling labaratary.
f :%.
Sﬂm

< :.mw-uw ulrsi Ao, excludgying causes.

_ = == I Pd

L INIRNAMNENAE
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wanNaINHgein1sUsTiiuaINNImIIan19iedtiin1seu iy anti ds-DNA Tpedl
nsAneiehansnsanensninsinGuredtseld [51,52] Tasamzdluiasanetdy
gagladniay atalsfinuiinsdAnsanudndiaandainimslaniBuiaiunsaonudnsziu

| aly v ! ¥ o oA o a
anagviTalnAld [53] visanisldszdu complement Tnanudndunuanlunisindaisa lunis
Lqmﬂﬁiﬁﬁﬂﬂﬂumﬁmﬁmmumuﬁﬁumma‘mmaﬁﬂ agalafimunudndannlaues
ATINAUNZHN Lummm”mﬂm@@mumﬁ‘;ﬂfmuuﬂmmnﬂ%mu g dngnlunisaing

Wlﬂi_lﬂ‘]_l‘ﬂlz‘]?’]“ll'ﬂ\‘iﬂ’]ﬁ‘sl“ﬁ sﬁﬂWUQWIMﬂWQyV} ‘ﬂﬂL@U"QWNVI\‘]ﬂW?LWNﬂ’\?’&?’NLL@vﬂ’]ﬂfH

De

=&

complement u@ﬂmﬂumLLmﬁmwuquﬂﬁuﬁuﬁmmr’ﬁu complement ALAINNTALETLN

ARNN 11 SLEDAI score.saniid eldila ﬂi@ﬂ@ﬂﬂ??ﬂWﬂQﬂiﬁuﬂﬁﬁ‘Lﬂﬂﬂﬂﬁ‘ﬂ’]Lﬁ“]_lamvlﬂ

lutlagnazunausazinasia mmmimﬂw@ﬂmmﬂmu‘ﬂmﬂme‘mmmmmmmwm

¥ . = T W . -
GFR  wnTunazfanudndiansianastsumlilaiiulnilaansasfiazaiunsngzaanisden
vealald  mslffunllsiulidasnsinediananediGureslnlugiaeausadiduiie

Tmmawqﬂuﬂ@wu@é\phrotlc flare mmmﬁmmiﬂa‘mu’luﬂm&mimm

$ / X

n. ﬂ‘%uﬁm‘iﬂ?ﬁﬂiuﬁamfaz annsnutlaanne 24 dalug
Bunnulisauiausduiiasney 24 dalug a1 lalaanisdnsysuaaslilonulu

tlaannz uaziFdndakildanaeiiu lalvdaciaane4 dalas ksatndnaanliaeldgns

24-hr\urine protein (g/day) = [Upro (mg/dl) /1000] xAV (ml/day) 00}
Ime 24-hr urine protein = Ysunauldsaulutlaanns widaanflunfusedu (g/day)
Upro = szauldsiulutlaanas miaaduiadniusewmdans (mg/dl)

V = Funautlaanaslu 24 falnevize 1 44 mdaanduladaanssiadi (mi/day)
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a

st Funall i lutlaannsdaeiai aunsouent i (absolute value) 184
‘Eﬂ@ﬁuﬁﬁm@ﬂmqﬁ@maziﬁlmuﬂuﬁ%ﬁLﬂﬂié’ﬁ*umiﬂ@m%udﬁLﬂﬁ%ﬁﬁ‘ﬁ'fegm (gold standard)
TunsdpBunallsiuluiagins  wisasanduanusanieaindibaiuatiewnn  aenglef
paAFHeNaRrLAaaRaeLldiTiaaInAaRanaalunaAntaanny  UeARieay
Hagnnz ¥ llprnuasunepiafutlaanazananniiues  liFunnlsaasilunnasnuang
ﬂ?mmiﬂimuiuﬁmma”mmM@’mmmuJu@m/

/.

2. AndrunasllsAvnelni creatining "lﬁwajqz (UPCR) [55]

neldsesu Rl e ot asae iz B ndysi uilaanag 14
289ATIY LL&i%ﬁﬂ?{mm%’m e ad e e Funilaaagiany

ulasagnaannarauiuiualialin g

) i

dl = o dl ! ¥ dl
Wasannluninzudnedns wn‘um%”muu@ﬂﬂuﬂuﬁ@mqﬂu@mﬁmﬂ@umw”mw

wazsedunasarazAunluilagnd ﬂﬂ”Lj.lznmsl,l,ﬂ'mmmﬂ?mmmmﬂmm STURLATLSEAL
llsAuluilagnay  nAsuges mq‘lﬁﬂmusluﬁmmqvmmﬂuﬂmvmum@ Aduluilaanzas
ATNINAAAYINARAARELT] mmmmLﬂﬁmmmmmﬁmmﬁmmqﬂmLmzzmmmm
1ﬂ1°ﬁ1um?ﬂmuuﬂ?mmiﬂ@muﬁ%@ﬂnwm@ﬂmm
zﬁmmfamvm’Nﬁvmmmials?uduﬂmmmvmtmmvmmmm@ Atuluilaanny

...

73z suragprazitiulusladnny

(UPCR) @WNW?QMC_\LT@ Aein

|

v © o i ;\
LL@QH’]M’W’]’]WJELLT@EI %@-[ﬂ? —
3 el

UPCR = Upro (mg/dit)’/ Ucrmg/dL)

a8 UPCR = &ndquseningsysuaaslslsmuinauiussduuadcreatiningls tagaay

pd e Tu e AT A48 Ve TTuladnsumAad3ana (mg/d)

Upro

Ucr AnudNdunescreatininelutlaanay wiaduliaaniusamdans (mg/dl)
nssziiudinnaulisfuluilagnzingld UPCR HAanuduiuss (good correlation)

Auni1sdaEunnulisiuianun lutlaanas 24 dqlug [66-58] waTNANNAAIALAARUETRLNGN

Wasannauniudiunutlaanazin i ldidymannanuianaialuniasuilaany . wen

a1n# UPCR flagnsnsaaunnsldannisiiviiaganaziiesaianen (spot urine) aenglsnimniu
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a

Aailiannnsnueninnass (absolute value) 1edisaundueannieiasnzls wazagadl
¥ = . . ! o a .
dayanisAn®I1e9 Birmingham uazAnsy [59]  wudniednfiunnlisfiuain spot urine
. . - . = dl A 2 aa o o a % VR
(spot urine protein/creatinine ratio) #AdNiTedalfanaslunisiiaguninzinGuiugiog
ladnauanieaueaatasennz lunguiihaniszaulilsauluilaginzagszning 0.5 niuns

3 N5u

2.2.3 nmsiadsunos

n. smumma“ v gl mwﬁm:ﬁuﬁmﬁﬁﬂmﬁam

Pcr=[Ger-E

Imel Pcr =

TScr = 1311 mﬁﬁ@yﬁ]%'

-,‘

i A i,
7 e

flaqel °'1ﬁmm%ﬂmvmuﬂ?ﬂ:ﬁﬁuiumfamum‘ﬁ U mﬂ?mmmmmamﬂv

At filaaunasel W’]wNﬂ')EI@\‘i'mEIMﬁ‘

mﬂmmu@ (muscle mass)
9/

Hae M lENnNraFemIREATUTE was mum@umuuslumawvmmmm‘m 2iflu wanannil

Tugileeny GFR anaauN qugzﬂﬁ*uﬁaimﬂﬂﬁ@umﬁuﬂ?ﬂ:?}ﬁumm@im uaziiiy

AN99 LL@ZﬁW@Wﬁ?‘ﬁW%@%% mﬂ%@%ﬁ@zﬁu ArazAnLly

\wenat/lunmailngvs <) 1 GFR Andnilaf [60]
A TR S fﬂ“’ﬁ Wf}l@@ﬁmm
M RN SR INaNe8NNa 598NN dN1 30 1EWNe creatinine clearance 38 GFR
o L. & P o o = = o PRy ' Iy A a
AIN9¥AY creatinine lwdanlfatingnsies TnaAnliatailadesing <) Nlnasan1saiieAzess
a ! ¥ v o .31' a til o A dl o -
iy | duidnd g A wazimenid aelullagiiuiannisnldlunisinung creatinine
clearance 438 GFR MAMHIANNNTLAZNN1INIUNE creatinine clearance N LNN8aN5LLAY
ldiuatinauninaefgn AaNN1989 Cockeroft-Gault [61] LHasaInaunsaananls ldeann

wazannsnAuwnliAeudinedie  AnsAneineaaumAnugniesaesnisldaunisinans
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n1sAnE wudnannistiansnsnldvioung GFR ldetnegnsies ( Insfimnuiananaldiiuies
az 30 ) lhdszanniFeaay 50 De 96 w0gilos [62]

d2uANn19289 MDRDstudy @endedayaangiaaisiornouaziion il GFR

a

?:/ 1Y ! =< ' aa ] a
PAINUANE  FANLANAENIT 10 AUDIHNINNET 90 WARAATADUINAR  1.73  AITINUAT

(mi/min/1.73m%)  saunduileiueu [62] dewfluannisiuntieneaninfigaluilaqiiu dnns

' d’ld 1
WARANNITUNUBLAE

89710118 N inN9tinaw

crel (ﬂuﬂﬂﬁ%@%l@ﬂ%cﬂ%ﬁ 1440
QW'T@ ’@ﬁ?mﬂ%@w u @ﬂ (i)

Uer = szpupsasituluiladnny wiheduiaaniusewndans (mg/dl)
v — Funnutlaannslu 24 dalueie 1 54 wideiufiadanssediy
(ml/day)

Per = svsupresiiuluden wiadulaaniusendans (mg/dl)
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A9 AN creatinine clearance aNANIALTTIZA9Y 24 dqlie Tn13Nwne GFR &
ANHAAIALAAAUNINATIINIFIEANNNINUIE  GFR  annsesuprazAnuluaen  1iadan
Bunaazasiiunduaanniatiaanasluwsasduazinanuduuds (day-to-day variation) wa
al a [~ :J/ [~ 1 %’/ =3
Fautanaialunianuiiasnng unemasaanafutlaann s luasunazunpfaduilagnasun

ynnuase M lmlEunnlagnnenlunisA1uand creatinine clearance faliannaanuiluas

/
224 msm'm%mﬁ'a'lmmqwm%éﬁﬂ/ﬁ

9 a
tlaqiiugailu goldestandard 61u1ﬂ'1:“uanmmgummmmqﬂmﬁﬂLmumm@mva@'ﬁ

q
dl 1Y = K
Lu'ﬂ\‘i"\’mWUQ’]aﬂ'}ﬂLWﬂ tle

nuaUnAluszezuan©) [

5460 11N u‘ﬁﬁmmamﬂﬂam@qﬁzﬁma:u?@miﬁ’mummim

ﬁ']’]ll"ﬂ’]L‘W’]“’Mﬁ‘ﬂi’)W’ﬂiMﬂ’]ﬁ"}u@ﬂﬂ u@ﬂmnuwum N‘]J’DEI‘V]

i

TR TN TR RERT N mgmn_@qu@mmmumeqmm@imwummmmﬂﬂm

o 3 9/ o4 ! 49 P a

289N19M19U8 1 1115 mﬂgﬁm&gmmmﬁmm
- = ' ) - = A p~ Ao
UNTANINLINNN B ﬂ,Lm;J _CI&SST)U;‘ LL?W pure class V Nﬂqﬁ‘Wﬂqﬂﬂ‘ﬂﬁ?ﬂﬂﬂﬂ')’]

F AL ;o | a -1 ' .
class Ill %98 class IV AN ”wuﬂmﬂﬁqw‘mﬁmu NN TUMFRAIRLRY subendothelial

deposit wm'mmmmmwmnuﬁ“mmiﬂm@fwvwmemmwmm@mmummimmLm

a9 dou mesangial 38 subegftﬁehal depow “flaoudestieainnlflatiauining

) r £ .
A3ANEBY Austlﬁ—gmvﬁm” 84T WY Zchviny noex (@)VLLM chronicity index (Cl)
ANNNTOLANNINENNS Bl aen 1 lASNLALAIN 1S AR ALAAS Lia the WL cellular crescents,
|

fibrinoid necrosis WA tubular atrophy Lutladan1eanesantninasan1snenIadlsanin

1 1 i 1
= A

qn wananiaINnIsANEINERN ackvity index Mneamsnilanlinngane cellular crescents

q

L ) = ol | | ). . ) X
WAL chronicity Hndex WWﬂﬁﬂimﬁiﬂimmw@mﬂﬂ interstitial fibrosis WANANNUNITANNILDY

glomerular scarring Wag interstitial fibroSis ‘wmﬂ1ﬁﬂ‘izmmummmiwmmm’im A [65]

s

@ﬂwm:mqwm%?mmﬂﬂﬁﬁqmﬂugmm (activity) A=A Body (chronicity ) Tu

tlaquiunldsumnutanilunisitvualaanguaes Austin uazane taadinislipzuuie

q

dsziliuannguuamnanesnanenganen toelinzuuugann 24 azuuulngliaos

o o

AR V‘Llavﬂ‘]:rmzv\lﬂ’fﬁ?wmmuu cellular crescents, fibrinoid necrosis %38 karyorrhexis GR

fnnslmin AL Ao ewin ANURNH UL NN TN ALBNDINANNEFASIHNS

Wansnunvivsanlanfiagiizians glomerulus, tubulointerstitium T4 IFAZULUAIZAN 12 AZLUL

u
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foyalneazBaaLanIRamTe 2.3 Fuane wananiewudngieeiiil activity index gadl
TenaiRansinesedlafianfuasiisnidaiiniigandi (66,67]

Esdaile LazAnUy [68] WUIN ANBOUZNINWLITINEILUL class IV, activity index,
vasculitis WAz tubulointerstitial index Anasian1sneINInilsn WAZITUREATLNANIIANEN

WUIANEIENNNENFAINeNLeuantanensallsailla  1duA  subendothelial  deposit,

)

cellular crescents

dl ! IS o o
ex NNINNI1 3 WANANANUSAUNNT

a&iinﬁm wsiaeiglafimunudngilon
T— ,

Nossent LazAtue [69]

v‘iqmummim LAZNIT9R m?ﬂalﬂm,
 m—

Activity index (lesions are sc _': o el aximum score 24 points)
e Hypercullularit Wary prfoli f OMPromising

e Leukocyte exudation:’fotfniorh ;"
. ﬁagg;rhexmf hhnmil“ m‘ \?
o Cellular credeents (weighted «2) lavers af pralfesating epithelial cells
and monot f.r.-_"" Bowiman s capsule
e Hyaline de Shls sitiver materials lining
(wire loops) hllmg yaline thrombi ) capil loops
o Interstitial inflammation: infiltration of leukﬂ-cyteq i predominantly
mononuclear cellsy-dmong=tubules

c..m...c.tﬁ,ﬁl'mu!l‘i(lﬂliﬁtﬂn'ﬁm sore

12 points)

T IR L.

e Tubular atrophy: thickening of tubular basement membranes,
tubular epithelial degeneration, with separation of residual tuhules

o Interstitial fibrosis: deposition of collagenous connective tissue
among tubules

cukocytes in glomeruli
iied x2): necrotizing changes
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dRyanNneNFANWINGN 1eTieAuguLsTeslsn wazadnEaiiaesisn atnglaf
FNUBNAINAMNIULINNNNLNTINEIUEY 3501350 nsmeuauassianisinsinefiiiv

(%

tladeniuasagilasuazsanisinauaeslaluscazenasion

4

2.3 AMNSLINAINUNI59A messenger RNA A3ginAllA RT-PCR [70]

J
Wufiveniuiuimaiiazes RT-POR (L@mﬁmﬂ?mmﬁu {uAsinalage &
AINYNABILNUENGY N19IRMENIR messengeiaRNA" (MRNA) Anseansunaztinunld
Tun1emdiin Tnaanunsniaaansigens m’}l el sadidiniaeninn viemadlutlaanas
At FananaldFuA AL T I&mLﬂw’tsﬁﬂﬁiué’mﬁmmimfmluﬁﬂwm: non-invasive

il = ri’/ ¥ = o 1R 7 ' o
TaNlselemiviaa1unng DLULTATIATLNEIN uq‘iumluma‘mumumWamﬁm:m

v 1 ‘: aa o | o o
N17IATEALU MR 'Nﬂiﬂ@ﬁiﬂu@ﬂﬂiiﬂiﬁl LI NNTIATEAL MRNA 283

TalpAne it aasTiin T aa b z‘ff*(cytotq%ic‘iT cells) tadtadudilaeninisUfiaslnlu
DR AN vo ' = iy 44 ° | R \
filaelsFunisgnanelndgfia mLgﬁgpmzg:r,jé,n;Eimuﬂéﬂuﬂmamwmmm“lm i A9

o/ o 1 ( J o o
Fasyfiu mRNA 294 growth factor, #1287 fmsuenasidenesla feadesiinaesnis

Qg/ k4 aa ] T sy ~ | o
preaTuitlennanenanenaluadsaanaaa lpaaifuaseanaliaunsnayuudn sz ang
WaEerieouuald  Bnnetin mRNAC ialdlunasdsziunsrevawessian1sinen g

Muthukumar uazAmS  ladeBunn: mRNA Iuﬁmwmméhmﬂaﬂuim TPEINLINT AL

'
mRNA 284 cytotoxic'{b.ell, granzyme B, perforin Lag FOXES\Nﬂ?mmmﬂ%ﬂuéﬂfmﬁLﬁm
nazlfias lnaunau TN anlaAe TEALTEY MRNA ﬁqﬁmﬁmﬁ@umimm@wummaﬁﬂ
u@nf«nnﬁﬂ“\afmmmmnwmnmﬁmsmaumumﬁi@mﬁ%’ﬁﬂmmiﬂﬁLmﬁ1m%ﬂé’qmimﬂﬂqiim
azfu mRNA 8h (FOXP3| Wfdanulathilaniaizohatldadlagumay wudiamnsnld
Ustifiunnsnenauessienisldaiioseadld  uenandidadiniainAdidlnadnadieein
nnsfnilaidl nnddeiftliind mRNA [ TGRS B, collagen I, il bR R A AT Ael
nsfianisieiinannnnslden calcineurin inhibitor usazaialudtlaanaauln wazsslamd
@ﬂﬁqqa@mm@mmmﬁﬁmﬁﬂmLﬁ'@mﬂwmﬁﬁﬁLﬁmmmﬂfmﬁmiiﬂimmmﬁmié’

wARANTTTA RNA HvaneRa Lsun Northern blotting, RNase protection assay, In-
situ hybridization, Polymerase Chain Reaction la¥ gene microarray

Polymerase Chain Reaction ({tAannsfimunzsinan1dldlunendiin daedennd

mwifazg\‘i real time Polymerase Chain Reaction Y78 quantitative Polymerase Chain
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Reaction 1¥lun1s¥n1funns DNA vida messenger RNA Tnel¥@nduaes primer szl
§u Tnen Bunoufifinanunsougaseenidlngenaldansmosuas (fluorescent probes) FaaziAn
nsBesuaslifiuiaranunsoinlddeaiesdle  duneuluniafiuBunadiniAeuulag
AnuszeznanlaendiLBunns DNA vida messenger RNA finnnasifinlédifa unnsdnlag
MWnawnmespuen  uwdatiniunns DNA vie messenger RNA  #inldliilenmu

housekeeping gene NNINLLTHA spanaa8 N30 90 W udUTuNuA ldunlee

| = = v . \ = ¥
NNLEU LWENLTARLAE UBLLAN olymerase Chain Reaction A ldans

AW7we9 probes AWWNTE 14 usintalsfimunisiaen probes
% A % o = dl o o dl a
FeaanAaeANNTYInss \@aietleaiunndaae e

Angluitla

=2~
T ()

‘);.
18
(D

LN
JNALN

FOUUMLUINNS )
ANRINITUNMINEAE



3.1 dszd1ns

3.1.1 Uszdnsiin

filspauaany asadalgauinaiamg American College of
Rheumatology Tus. : " e 15 Tl

1. filaefinennimmaee : m@ﬁmiﬁﬁﬁwmimﬁlammﬂu

pfausniidernEudnle

svaululsiulutlagaassmtingn

\

- AMUIULEALE 4 el 5 alioa
‘, o aa a l
- 1SS mumamuumumnm’]

NI XGis
0.5 NAANTNFBLATARIVIRTLALATAANUILARANANNIT 1.3 NAANSUADLATARNT
2. filelfsunistadanityinmnaduraslaualfsoansamatuiianls Inaduiilalnsiaq

e QUGB YA Bindid ssrion 5 gomeru

Tmﬂlm 138N URANNNEN AN LAZU ST usTAumNNAN Fures lnattivity index)

ok ddibad V11 AVIE TV E)

ANTULTINNNENTINELTEITUANN activity index A1 National Institute of Health version
Glomerular abnormalities

- Cellular proliferation

- Fibrinoid necrosis/karyorrhexis

- Cellular crescents
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- Hyaline thrombi , wire loops

- Leukocyte infiltration

Tubulointerstitial abnormalities

- Mononuclear cell infiltration

o

' ¥ A o . .
WANTADNAIMNTULINTEAL O — /ecro&s/karyorrhems wae cellular
©

TINLFNTLALIAYINIULIININGAT

| —

crescents WsEALAYINTUL Win

AN 24 AZLWL 7

3.1.3 nQLNDU] n"5ANET (Exclusion Criteria)
- fulaendaandn piutladnog Eunassinmelunamudasay snds

¥ s
- giaseasss

L

N=[(zQ £ZB)7CcOHI 3 X

:[(1.96+%)/. M
=378
Aatity ;‘l A TE‘? im’]ﬁ
ZO =pn Zﬁ”l;i] 2 m!ﬂuu, Alag ﬂklgﬂlgﬂlﬂ'lm NWUATLAL AN TN 95 %
o a

jﬂgmﬂwﬂi Nﬁ’l’)wg’!@@er%l: 10% HA

ANANTNNITUANKANLNANIATFIULNANUUA
Winru 1.28
Cr)=05In{(1+r)/(1-r)}
r = 05 ilesnddldfinsAnmanudaiuiaessiu FOXP3 mRNA AUAITNIULIING

wedmenlu nnglasniauainisaegaa
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3.2 NPNSAUNALALNIGTIA

3.2.1 AawUgbunns3as

O  ANBOUENINNLNEINENUDY lupus nephritis WLNAN  International  Society

of Nephrology / Renal Pathology Societyﬂ 2003

o WeIAaaNENULNANN activity index 184 National Institute
o S N@?Eﬁ% Polymerase Chain Reaction

.\‘

1. NN9INTEAU FOXIﬁme 2178 Imymerase Chain Reaction

41AA1N1IN

—AANMANAANNT

SITG)

[~3 A o 1 L % o - @ = U 901
1.ifiudendeteangiaudatinnuanisagiiniaansin (leukocytes) Aaetingn EL
buffer
2 tiasmaRARaAT19 L snaa3azansl RLT buffer waziin ldifumisaiianian

genomic DNA wazllsfu
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3ihansazaneduania RNA Uuagunuandan 70 % enueaudarilumiedly
silica-gel-based membrane column Lﬁlﬂlﬁimaqmm RNA fUr1 membrane

4.479 Membrane #9¢! washing buffer (RW1 1az RPE)

5.RNA ﬁ@ﬁmiéﬂ’%ﬁu@gﬁ membrane KA2391 (Elute) 471982a18U89 RNA 280410

membrane UL AaINNIsLwtlanunes RNase (RNase-free water)

2) Sa1FuN0s RNA Alaianumsiaawege v rephotometer
o/ o/ e \ i ]
WANNS - mﬂaamzﬁuumlnm@ memmﬁu 260 W luiums tne
A = 40 ug/ul RNA §

dupau 7‘ \
114 RNA Faginaunia A n 171289 RNase Lanimnng
1 \‘ dI
q L7

= Y o
AANAULAIAIEILATA e

260

ATUATUUNLTNNTU tota

v N 1 o
@mmW@mmummm
3) 4514 complementary D \ : -transcription polymerase
chain reaction (RT-PC

UANNT ﬂgmmmmm cD :@ﬂm aqiaulsireverse transcriptase

® .no'l IR
(TaqMan RT-PCR, Appned'quéf ém

W 11 11.5 ul mnEunme

mﬂmﬂu 11.5 ul Imﬂ‘lmmmﬂﬂﬂm ’Ii‘ﬂuLﬂ‘ﬂuﬂJﬂ\‘i RNase

mumeu

1. mmmﬂ?‘mmm

u@ﬂmmﬂuﬂmﬂ“
2.\F3ed mast X o bed oA R ultis reverse transcriptase
ilea¥eang ﬁﬁiﬂﬂ%ﬁiﬂﬁﬂ%h ifsu‘lumumiﬂ
Conditi
4) 4 ﬁWﬂﬁ ﬁlﬁ ﬁﬂﬁﬁrﬁq m;glr’a]e@ EJreactlon

(real- t|me PCR)
#ANN3 : AR real-time PCR a1AtN19M39aun Aty tuNulkas Fluorescence AN probe
AerFunnudayaynn Fluorescence wilsliumsariuitlinnn cDNA Nignaiaauludjnsen

PCR A93191 3.1
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UABU

1.4#3814 PCR master mix (QuantiTech Probe PCR, Qiagen, Canada) Fumgsan 18 ul

gailsznevulildae QuantiTech probe PCR 10 ul, 0.5 uM primer forward, 0.5 uM primer

reverse, 0.2 uM probe AL RNase free water

2.7 cDNA template 129uAazF28eN9a9114 PCR master mix fiaaginaas 2 ul i1 1ldm
®
htCycler ~ machine (Roche

ig
Molecular Biochemical, In T\%o dition: denature 95°c 0 sec,
annealing/extension 6 in, 55 Wlesﬁm cycles)
3 Amnziidayanisuaaeean aeeinaulasigas uantification (2°°““' Method)
N

1Fununsugnaanaadtiungnla

-

3. Cleavage of the TagMan® Probe
and Increased florescence activity

the cleaved probe

l @
®
an Probe

5191 3.1 ndnn3idessulungii realtime PCR Tagld Tag

U A PN
w01 DAL AV HI N
o PN w
ERL |
Gene n loca
Sense: 5'-GCCCGAAGCGTTTACTTTGA-3' (929-948)

183rRNA\\l
Antisense: 5-TCCATTATTCCTAGCTGCGGTATC-3' (1009-985)
Probe: 5-FAM-AAAGCAGGCCCGAGCCGCC-TAMRA-3’ (965-983)

1. Probe anneal to

specific sequence

Sense: 5-GAGAAGCTGAGTGCCATGCA-3’ (939-959)

FOXP3
Antisense: 5-GGAGCCCTTGTCGGATGAT-3’ (1025-1007)
Probe: 5'-FAM-TGCCATTTTCCCAGCCAGGTGG-TAMRA 3’ (962-984)




2.1/31

aldsauluilagnng

36

a. Auanuantaanaz 24 Falus Tneldgms

24-hr urine protein (g/day) =

[Upro (mg/dl) /1000] x [V (ml/day) /100]

b. AMUIUARAIUIZUNT \‘

Iu k‘

UPCR = Upro d //y;

3.3 ?W.QLWI?ﬂ Lot g

PR =
Taid 1ile9annisf

Q73

NN7IUAfANANTUINTEAE L6 @m -.....: zﬁ:;.

NIMTFIUBE LAY

3.4 NM95IUTIND! 'H"‘

1. ﬁﬂuaﬁumumm:}mﬂ

J
'

WA, 21 Lmemmmﬂm@ﬁhuwwimm

o ﬁﬂ']‘UlL’)‘VIEJ‘UiﬂW‘J

2°ll’ﬂﬂ

AN

101 lsAulutlaannsiiauiussAuaadcreatinine

UPCR)
W

N 5ANELAE HTUNNTTN AN NN D

RIS

renal

biopsy indices Toun
classification IRS/RPS 2003
activity index (NIH classification)
: endocapillary proliferation
: fibrinoid necrosis

. karyorrhexis
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: cellular crescents

: hyaline thrombi

: wire loops

. tubulointerstitial leukocyte infiltration

: mononuclear cell infiltration

- chronicity index

: glomerular sclerosis

d v

3.5 NM5IATIEULRANA

¥ = )0 6 = a { =J
m@uﬂavﬁ, 3 AT (ARSI L AT ANLLIENLLILNIRATTIU LAY
a A o Z )
wmmﬂuzﬂuumdﬁg’mﬂﬁ%ﬂh E a ) ontinuous scale), Spearman’s rank
correlation (ordinal scale) uwaz 1 € test (normal distribution data), Mann -

Whitney U test (non=mnorr

M
o -

Tl

FOUUMLUINNS )
RN TAININENRE
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NANISIAE

4.1 ‘llﬂNﬂWUﬁ’]u"llﬂQNﬂ')ilﬂl‘ll’]ﬁ“lualuﬂﬂiﬁﬂﬂ’]

=

ANN9ANEN HEL

¥

19 L‘]J‘HNTJ'JEILWP]‘MON 36 318 glaeine

a1el 3 T8 @’IF;ILQ@F;I 30 EJ‘W%‘ ﬂ’ﬂilﬁ‘«)ﬂ’.)']\‘l 0.43 ﬂ\‘l 4.78 4n.AM
AR. Iﬂﬁmﬂ%ﬁl@ﬁlmﬁﬂu hanea. Uk u? I!V’]\‘l’]u‘llﬂ\‘liﬁlﬁfc‘lﬂ’)ﬁ MDRD GFR

TALaRe 86.54 + 43 Ny 403 + 2.82 nsusadu

' = < A & a a
ALRNELNALARAUNIT L @@lﬂﬂh\liﬂﬁ‘@ﬁlﬁ‘ SIESARGITCToIabY

TUKTB9TIANART

Y o

diedaulnnfldsuennaniduiuniaunis

9

15971 AU 36 918 e

AT AE 3722 2435 W AEAT e e @ 18Ty pulse

methylprednisolone @mfm 01 AL mravenous cyclophosphamide

119U 9 918l mycophenolate mofetil A1U1 6 9181 azathioprine A1 1 918l Ay 14

e ;:iﬁmﬁmmau%ﬂiﬁw o
awwmnﬁmum'mmaﬂ
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A

¥

A1919% 4.1 uansdayanuguaesgilae

&9

Aauls

LA (VDN : 1ne)

ang (1)

ISN/RPS classification

- Class Il (A), (A/C)
-Class IV (A), (A/C)

- Class Il (C) or IV (C)

- Pure Class V

aAlATy

- Prednisolone (mg)

- Cyclophosphamide (mg)
- Mycophenolate mofetili(mg)
- Myfortic (mg)

- Azathioprine (mg)

- ACEI (mg)

- ARB (Telmisartan) (mg)
Acivity score

Chronicity score

SLEDAI - 2K scoe

SCr (mg/dl)

MDRD GFR (ml/min)
Proteinuria (g/d)

C3 (mg/dl)

C4 (mg/dl)

CH50 (U/ml)

ARti-ds DNA

( positive : negative )

Hb (g/dl)

WBC (cells/ul)

Absolute lymphocyte count

(cells/ul)

a

Anugtlae

36:3
39

63
20

g M ©

19

39
39
34
o
39
39
36
35
36
35
(29:6)
39
39
39

Mean + SD

30.92 + 7.29

37.22°& 24.35
1,020.22 + 524.47
1,375.00'+ 250.00
1,080.00 + 509.12
50 mg

1477 + 13.80

40 mg

6.85 + 5.09
e )
15.82 + 5.07
1.15 +.0.89
86.54 + 43.73
403 F2.82
65166'+ 30.49
1254 +6.71
12.96 £9.48
262.76 £ 411.29

10.99 + 1.96
9,888.46+ 4,982.39
1,482.69 + 745.37

39
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4.2 NANTSANEN

HananensanInlpaesdilosyia 39 918 wilmN ISN/RPS classification T 2003
dsngdn udftlheninawlu proliferative nephritis léur class 111 (A), (A/C) a7uau 13 918,

class IV (A), (A/C) a1u91 20 918 LAY ﬂ@ju non proliferative nephritis 1o pure class V

RN 3 98, sclerosing nephritis %

AN TULINTBIANT

?;I activity score Tmlﬂ WUUGIFA

%

Idl U dl
[EN 24 AzUUL ALaAs UL Q' AZHLU u@nmnum AN

NN BANIWLRNZT 91T a1 ' \\-\.‘. ar crescents WA fibrinoid

i = 9013 ' o 1

e Y |

¥ - \
T08AT 36 \

elay 33 LAY fibrinoid necrosis

al b ﬁmﬁ Fuseililael chronicity score  lABIAZLLU
4eqnaEN 12 Ax 1 fﬁ N 60 AU
‘u/\/"

nsdneifldAnenienans HaadpRTLAAe T¥AU messenger RNA 1in FOXP3

Tudesasilon Mo AN W16 0 aetivity index score  Wi4NH
o oo \’t S - X, o i
ANANTUSTIW A 1A : (PJvalue = 0.04) uanafagild

4.1 M
FOUUMLUINNS )
ANRINITUNMINEAE
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=
L

S
i

1 *

v ¢ ? S— $s

2 0.5 e

=]

= ¢ty ¢ R=-0.330
T .. L o
Z ' _ p=0.04
o +*

E 1

m

%

Q

LL

1
=

|

=

(%]
I

51191 4.1 uapaANd]

(Spearman’s el

Tuudmanngig 118N 19ANANNIULIININ

iy cellular cresce ' .‘.7}:'.‘-. messenger RNA Tl

FOXP3 ’lum@mmmmﬂ IAINLANNANNUSTLNENTANINIRA cellular crescents NA1 R

WINAY — 0.479 me\imﬂm%ﬁmﬁiﬂ42 uaripeanduRNusTuNgSan WA fibrinoid

s QG LU HARAY
FNINTUNVITINENRE
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1.5 +
M
T 1
[ ¥
1%
w 05
° v -
o 0 | N | | R=-0.479
E p=0.02
E e
" -0.5
%
o -1 —
LL
15 -
gﬂ‘ﬁ 4.2 LAASAINHNANNUET OXP3 ) U cellular crescents (%)
NS
(Pearson’s correlation 2 0
_,]?
T
15 LIRYIN YL
1
0.5 ﬁ
*

--)
el
Yo

Pt
-
o
=
T
o
[
(8]

)

FOXP3 mRNA(log scale)

0
-0.5 p-
JIIRIATAINIVETRY
-1.5

Fibrinoid necrosis (%)

g1l 4.3 uARsAINAUSEMINe FOXP3 mRNA (log scale) i fibrinoid necrosis (%)

(Pearson s correlation : R = - 0.461, P value = 0.03)
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[HaAnHANANRLSIR9IAU messenger RNA @ila FOXP3 luiaanaasgilaeiu

n1sdwefaunud lnua A U UAN BisnaneBan wlmaw| U chronicity index,
hyaline thrombi, wire loops s wanannilglunumauduiusiu prednisolone ladnaz
NarsunaniFunan laiusisanislasunisalailadu prednisolone uansiagilii 4.4, 4.5 uazls
o o & 1 a o ¥ ay o 1 1 .
wupudNRusiAtiulunis e nanRAuiusng <) il cyclophosphamide,

mycophenolate mofetil 138 azathi

15 - R = - 0.04
P =0.81
1
0.5
L

FOXP3 mRNASs [log scale)

a4 L.,@mq@@@ﬁ%ngﬁ@ﬁemm -

(Pearson s correlation : R = - g.£)4 P value ‘QAEH

a‘mmnimumm R



FOXP3 mRNAs (logscale)

g1l 4. m )L mgl; ﬁ;ﬂ% ) TugtleflTusy
QW’]@Q NN ma d

44



45

v Ao

miﬂ:‘zLﬁumw?umwmmqﬂmﬁﬂLmuﬁluﬂ@@qﬁuﬁﬂfmﬁﬂm%qmmmﬁﬁnﬁmq X
ARl activity index NANNANAUETL FOXP3 mRNA 52AU anti ds-DNA $2AUATRLH
Huluaen F5ALABNNAWNLS C3 WAy C4 N3N 1U129lAA2ER5 MDRD GFR sxau sl
flaanaz sxsualulnaiu uAndulinuaauduiusiu SLEDAI-2K score Laziautlsau uan

ANANAUNUSFIRN1T199 4.2

A9199 4.2 UaAIANNENTLERFaLLITRNa AeARTANL activity index

ﬁﬁu’uuﬁﬂ')ﬂ Correlation.( r )
Anti ds-DNA Wy T 0:392 0.02
SLEDAI-2K score 34 ( p -0.143 0.42
Serum Cr 39 i ’ 0.332 0.04
C3 36 ‘_f,»‘ 5 -0.349 0.04
Wa,
C4 35 f;;;:‘j -0.339 0.046
MDRD GFR 39 o 0323 0.045
Proteinuria 89 > 0.554 0.000
Hb 39 -0.446 0.004
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A = A a o p P . a [y
LN@ﬂﬂHqLWNLmNLTQLL@ﬂULWﬂUIﬂﬂ@NH@E (subgroup anaIyS|s) ImﬂW@q?mqﬂqu

. < v A~ = ) a Ry ° ey
activity score NNAUNRUIUNNITANSN [66] W‘]J'J’]'Wﬂ’]ﬁ@ﬂ']wmilﬂ"JqNﬁ;uLL?QN’]ﬂQZﬂqﬁuﬂLll'ﬂ

] ¥
AN activity score NINNGN 12 AZUUE  BINNTANENHUNLNIZAL messenger RNA 1iin

v

FOXP3 lwaannasiilaefil activity score 11nN91 12 Gadgilaeauam 5 918 AAleata8d

a

FOXP3 mRNA (log scale) iy -0.05 + 0.51 uaznguid activity score Haandnvizaiviniy
12 Gnqmﬂqmmqu 34 98l ummamﬂqf&% mMRNA (log scale) i1y 0.51 + 0.43

LN@L‘LE‘E‘LIL‘VlEI‘]_IﬂuW‘LIQ’m@N‘VINV’]']’]N‘J‘MLLNN’] FOXP3 mRNA (log scale) LANANNAY

| Ao o o

BENNNTLANATYNNADR A (P Value=0.01) j@mdmﬁ‘—ﬂ‘rﬂG ANUA

o
X
]
=
2
(7]
<L
=
=
o)
o
®
i

Al <12
(N = 34)

519 4.6 WFraLALIZAL FOXP3 mRNA (log scale) seuinaglog nguiineisanmguue

HN (activity index >12) LL@zﬂ@uﬁﬁwmﬁmmwgmmﬁﬂﬂm'f] (activity index < 12)

q

: (P value =0.01)
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el FeuneuszAu messenger RNA #in FOXP3 luiaantevgilasszndnagilaeii
= = Ay ° A =
neNBAN N IAWLY cellular crescents Aoz w13 MulauiAleagaes FOXP3
1 o % 1 dl 1 dj a Yo o
mRNA (log scale) Ny 0.22 + 0.46 ﬂumgmimu cellular crescents mmaﬂqmmqu 26

98 TnaAN@ABa89 FOXP3 mMRNA (log scale) WNfiu 0.55 + 0.45 WUINHAMNLANANGTY

¥ 1
o o v Ao A

aeNNTEANATYNNADA (P value = 0.04)  waneAsgLN 4.7 Fruans luanuenfadnaumis
patnlunuANuANFaTEe L Faude ARl eivasangn endusedl anti ds-DNA

LAANANTNT 4.3

Celitlat grescent & noh cellular crescent

e
E.
©
Q.
(=]
L
—

wn .
< -
=z
m.
=
n.
l.
2
O
LL

. Crescent = ° . Nocrescent. = .~

519 4.7 WranauszAu FOXP3 mRNA (log scale) smanggilaenguninens

AN cellular crescent LL@::mjumlifl cellular crescent (P value = 0.04)
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< . o Lo oy o
13799 4.3 LLAAIAT Mean + SD °ﬂ’ﬂ<im%%mm\i“ﬂuﬂqu;:Iﬂ'mﬁ'a:um\‘i (Cellular crescents)

LAY 13Ja;uLL?q (No cellular crescents)

FOXP3 mRNA 0.04
SLEDAI-2K 0.99
Urine protein b S £+ 0.06
SCr 0.31
MDRD GFR 0.44
C3 0.51
c4 0.31
CH50 0.89
Anti ds-DNA 3: R 0.045
Absolute lymphocytes 1,%@:@%/’ 3 | : “ 553.9 + 804.5 0.41

i v

o

f 7 i A\ ‘

J 2

AONUUINYUINNS

%g‘mmmdwﬁwmﬁ ]
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el FeuneuszAu messenger RNA #in FOXP3 luiaantevgilasszndnagilaeii

wensan wlawuy fibrinoid necrosis  NEhgAwIN 14 alasdA1eAnIay FOXP3

mRNA (log scale) Winfiu 0.21 + 0.46 funguilid fibrinoid necrosis TeiALlaaaMIu 25

k1l

;e lnaiAeALIas FOXP3 mRNA (log scale) Winfiu 0.56 + 0.45 WLANHAMNLANANGY

1 1 v 1
aeNTEANATYNNADA (P value = 0.03)  wansAsgLN 4.8 Fuans luanuenfTinaumis

aa 1 | o dl = o/ v :,/ J o dl
ﬂ@uﬂi&lWUﬂ’ﬂNLLﬁlﬂﬁ]’NﬂuLN'ﬂL‘]ﬁ‘ﬂumﬂﬂJﬂfi Nﬂfmmmmﬂqu LARANANRNGINN 4.4

%

A— J. ——

. Fibriticud neerosic & nonfibrinoid necrosis

A AP SN E. E_ BB N

[}
m.
S
0
o
E.
W,
<
-
or.
£
™
o
x.
Q-
L

YES NO
Fibrinoia necrosis

519 4.8 WFuLWaLUITAL FOXP3 mRNA (log scale) svudnegthengundnensanin
0

fibrinoid necrosis uazNgx Wi fibrinoid necrosis (P value = 0.03)
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15199 4.4 LAAIA Mean + SD U836 BT mp Nﬂuﬂﬂumﬂwmmm (Fibrinoid necrosis)

LAy 13Jﬁ;uLL?Q (No fibrinoid necrosis)

FOXP3 mRNA

SLEDAI-2K 0.37
Urine protein 0.06
SCr .0 0.91
MDRD GFR ‘ 0.89
& W’@i\ 0z
: /ies m\-
CH50 24 \ 0.61
Anti ds-DNA 05.4 + 395.6 0.051
Absolute lymphocytes| 1,47 B '_ " 14553.9 + 804.5 0.99

wananitAse A AneiniulneuBeufaudeyslunauitasfitn Gy (active) £
Al ELANLAIALL SRy N A

ﬂwﬁ‘lﬁimﬂﬂmﬂ@ @w%@%ﬂ%ﬁ ﬂ@ﬁdu active NI

Ansnsan wlnsnauwy proliferativeclass I ( &/C 39 IV (A),»2(A/C) ‘*NNN‘]JQ?;I

Y YRR TOARIV T BV s

active R34 36 38 NN inactive umﬂmQﬂfmwuwaf]ﬁamwimmu sclerosing nephritis

15ur class 111 (C) Wga IV (C) auwau 3 918 wazdilenlafunisinesausssullsmiuly

e A ] [ 1

T1aa192aAAALaLNIY 500 NARNTUARTURAAFADRLALNNTALAAIASILAYANNITDAALINA

any v = o 1 'S A o o [ 1 . .
nHl# Tnedinnavinaueslaeglunneiang 49uau 5 918 sanauIugileengy inactive

a

[

1 A a o dll =l o -;llv all
AU 8 918 LATNGNAILANADAULINGAIWIN 6 918 WanlFatiausTdnnldlunig

pRBNUesELeluNgN active WAZNAN inactive WAANAIANIINT 4.5 WL seAUATRTRAtULY
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AR N1TIANIINNLIaIAAQE3T MDRD GFR 2AUARNNALNYE C3 C4 vida CH50 i

filaeivaaengu liuansneiu eiasanszdy FOXP3 wudngilaelungy active Hezdvs

o o

ndnlungu inactive atiellg1Ayn 194t uazilAn P value 19 0.001 uanIAagL 4.9

o [ %

A15199 4.5 1 FauWauFaTTaneAannszndwgthangu active wag inactive

oA LY :
Parameter A :\\‘\“ i// o Inactive (N) P value

FOXP3 mRNA (log scale) 09+ 0.65* (8) | 0.001
SCr (mg/dl) 0.4 (8) |0.40

MDRD GFR(ml /min) 32.66 (8) |0.43

Proteinuria (g/d) | (8) | 0.000
C3 (mg/dl) S009c | 18997+ 1992 (3) |05
C4 (mg/dl) " 6 3) |0.10
CH50 ( U/ml) 455 210+ 017 (3) |0.07
Anti ds-DNA 26593 47403 4 {748 +37.78  (4) | 0.67

P value (Active vs Inactive)

Healthy control ; FOXE3-{loeg secale) = 0.00+0.32—(N=6) —

 ———4

4

" m
** P value Wnauiy ." y control = 0.003

FOUUMLUINNS )
ANRINITUNMINEAE

o !
* P value Wiguiy hedlthy
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Inactive(8) . | .
_ athology (3)
‘ Clinical (5)
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Tugfiloengu active vianuA 36 918 LHBWANTTUNILAL FOXP3 MRNA WLNANANHOL
wensanenaedlalungy proliferative nephritis A class 11l (A), (A/C) 138 IV (A), (A/C) uay
lungu non proliferative nephritis %A pure class V l{nuAg duansNa8952AU FOXP3

2035 LaTanINgH LanIAagli 4.10

15

0

Ol

;‘,\ag‘- o7
nr &) j
a‘l{lﬁﬁ X

O AT
SEESE < 2

—

=

HORIA | log scade )
i

sﬂw 4.10 wlrsususzey EOXP3 (log scale) °Lumﬂg‘ﬂau inactive (N=8)

=S AU

- inactive vs active class Il (A) Waa IV (A ‘gvalue 0.002 ¢ »

QWW@Q@Dﬂﬁmﬂd%'ﬂ% el 1N E

- active class Illl (A ‘Vl?‘ﬂ IV (A) vs pure class V ; P value 0.858
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2 o =R al a J v o dl A=ll Yo a o 3|
m@ﬂimﬂﬂmmuLmuﬁluﬂzgugﬂqmmquuu\mimummmmumﬁﬂmLﬂui::ﬂ::

U

AL 4 [BeundsaInIzeznAGuAde uaznudnnlauutlasesdn MDRD GFR # 4
AeudlenFeudieuiuAn MDRD GFR 9aedu (A MDRD GFR) RAanuduiusivsssy
messenger RNA #fin FOXP3 luidentasfils ni dasnanfiandle Favhusleviszay
FOXP3 mRNA faaianianslasnensaluanisvineuaedls (MDRD GFR) 7 4 idau 1ng
i

= A o . aX
AR N NV]Nﬂ']?‘Vﬂ\?’]umﬂ\‘iVLmV’N'V]‘W?@ﬂ?]u

¥

1 ) dl =l 1
WLNHANNINLaad N 4 ey §
Waeauiy MDRD GFR MMq49t0an
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A1n ROC curve 419611 UINANIMUAAT cut off 289T2AU messenger RNA Giia
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q
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Uneivaeanguianiinisinm

wudn A uuANFNTuANTRAN Atyn1eatipl entdu anti ds-DNA TanaunuaNlseauian

nd1lungs low FOXP3 mRNA UAAIAIAITINT 4.6

¥
A

A15197 4.6 LA m%’mﬂmwuﬁmmmm

Parameters

v

u

High FOXP3

( mean +SP)

Low FOXP3

( mean + SD)

1aeinga high FOXP3 mRNA uaz low FOXP3 mRNA

P value

FOXP3 mRNA (log scale) 0.69+ 0.27 -0.03 +0.32 0.000
Activity index B4 + 4.66 8.07+ 5.76 0.27
Chronicity index 2444 2.02 3.80 +3.32 0.30
Cellular crescents (%) 5798 + 1208 11.18 + 18.04 0.44
Fibrinoid necrosis (%) 3.93 i:7.83 7.68 +16.22 0.51
SLEDAI-2K 185~ 537, 16.42 + 4.89 0.52
SCr (mg/dl) 1162093 1.07 +0.79 0.80
Proteinuria (g/d) 3.65 + 34401 4.31 +2.31 0.24
C3 (mg/dl) 71694 34071 55.47 +22.95 0.13
C4 (mg/dl) 12.46-+6.61 12,26 +7.18 0.88
CH50 (U/ml) 12.97 + 10.91 12.37 +7.35 0.86
Anti ds-DNA 316.66 +410.54 126.13 + 349.43 0.02
MDRD GFR (ml/min) 87228 +43.39 88.50 + 45.02 0.93
Prednisolone (mg) 2977+ 21.44 37,67+ 30.46 0.61
Cyclophosphamide (mg) 272.72° + 550.70 146.67 + 403732 0.35
Absolute |lymphocytes 1,59040° 82527 1,404.53 £ 696.59 0.47

(cells/ul)
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