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& MDA-LDL 3 X Uf MDA-LDL/LDL-C . ®d »§'h
BV THOHEOHMBARIAEEIIR SN, ZOM
B9iE. BR{L LDL/LDL-C D FH 25k D A b hiz,
EHIT, DT I XA IEAEE. 1gG. KL-6,

SP-D I8 T, EAL LDL/LDL-C i w3 hd iE
DM R LN (HM3), LilkkEEZ L5 EH
% MDA-LDL L 5B & L7236, BRI E oMM
EMEL72L 2 A, MDA-LDL EH# T, B
JEREABEB. Pt v b o X THARBESISE EICE
WiER L o7,

D. & %

Bt LDL &, M EBRE I B W T H mlEs 2% <,
Fiud, SREEEE OBIREALIERZE & ] L Tw
HDOhH LNk, IgG & BE{L LDL/LDL-C i IE
OHBELD Y, BERKICORS 2 ML T AT g
PEH B Ho %DLeo D K T % KL-6. SP-D & MR AL
LDL/LDL-C G IEDHBEZH b . WEREICBIT S
R 28 D AT IZPRAL LDL 25 5 LT\ a )
REMEA H 5o %DLco & AL LDL OB DOAHE, BRAb
LDL b5 CHi s TR & BBl 3% v & &b b,
{1t LDL 28hili i T SE O FRE O #AT I b > Tw»
RN, FoRMEANRBEEORELZERL TS
WREEDRH S EDEZ TWD,

E. ¥

R MREAE BT 5 IREMRBRE L RAR
SLEEHETAHEHENHMON TRV, LAL,
PRERHREOAHEEEE . ZORBIIAHE L
EREREPECONBIRTH 5,
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FIE N RSP B R REIC BT 5
CD161 Ptk Vol Btk yo T Hilhd o FRRE AT

PR FEFERR

(FBERF MBI RE - TR HIBERREE ¥ v ¥ —) #EH%

1 3% WNGE SR RPEEERNE BEW - ) 7w - 7 LLF— B
1 93% B APKFEFERRAR B - ) 7S - T LLE—
Wi B Y REKREFERRAE BEW - ) v - 7 LLE - R
Wl EEFZ REKRFEZEERNE BEN - VU< - T LVE - HR
WrER &

BUEMEM 2% (IP) .

T ORERDS,

EGWIEEAE (SSe) BEIIBVWTEELZEGIED 12ThS, INFETIIELIE,
CDI161 ZFBLL 7= Vol Bkl 0T Mg (CD161 B3Pk Vo1 Bk poT M) W% H L2247, Zhbo
AHEAS SSc IZEPE L 72 IPRRE~NOB G2 RIR T AR R LB Tnw5b, SHEFK 41X, CDI61 BElE VIl Batk yoT M
B OARMESF AR B BB RE 233 B BT & 1T > 720 CDI161 B3t Vo1 Btk »oT Mtk Bl v 72 T M= 2080 X
BrENAY A MAA VEEERBE LR, IP A SSc BE T, E AR P FEE B SSc BHITH
NT CCL3 EEAEDEZIZHEARL Tz, & 512, SSc BEHIK CDI61 Btk Vot Bl yoT MIFapk TIZEE AH %
FHBERRIZ HEAT IFN-y BEAEANRES L T\ 72 In vitro TO MMM EZ F V72T & 0. TFN-y & CCL3
FED R & ) MAESF AT Al RE AT R 7 5 Z L 2SHERE S M7z T MIIS 2 A4 0 SSe g Hisk CD161 Bk
Vo1 Btk poT MURMREE 22 LIF 3, HEE A B RAIRARSE 28 LIE 1T AR S R R RE & T L 720 DL
IP ABF SSc BB TIE. CDI161 Btk Vo1 Btk yoT ML OBEREA G & 5 MAEA L BE S R 1 B 2R T3
LTy SSe. IPJREENBIG§ & W REIEDVRIR S 7z

A. WEZEHY

B PEBEAE (systemic sclerosis; SS¢) . W F
PICHEATEDRBTH L Z L IZEDL Y H %L, o
BEWREBOL S BATUA Fefo L Lkl
FIEEDHR TH 5 O LI HRIIZ, PR A5
BRI VODPMELE 2o T b, KEOHLH{E
bELTEENL, FRELLGT HNRREDHEE
LR DA, HEICHRIE. SSc BE DR O T RIE M
fifi 4 (interstitial pneumonia; IP) #%/5 & % E4 A3 HH
ZICWATETWA[]e o T, SSc BHD T
AWETHHCE, IPOREEHSHEL, 0
BREARAT A EPROERLIETHDHEE

ZbNb,

Terld, IL2 L IL-18 2L - CiFEENL E I IP
DBBRIZEB L 72 EF I~ A% FWwT, NKI.1
Bt poT MRS IP BT IS G T AZ L2 WMEL T
&7:[2]c =7 A NKI.1 B yoT MR A 4§ 5
fg & LT, & Ik CDI161 Bl Vol Btk yoT Hilha A3
LNTWB, Foxld, RAEIMZE H 72T X O#
BFRBFFTO/RLY . TS OMNEA, SSc &
BIZBT B P HENOBES 2 RRS 5 /R % Wl
L7z LA L%&A5, CDI61 Bk Vol Btk yoT #
N D HHE S MR 1 5 BB L2309 2 BB LS D\ T
ThHholze &I THRMFIEIE. P A HFSSc BE. 1P
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JEEBE SSc FBE B X UMET A H 3 CD161 B Vol
BTk yoT MR OARHESE M B BTt e Lo 3 5 B 5- % BH
LT AT ERHME L,

B. WFZEJk
1) CD161 Btk Vo1 Btk yoT Mtk D7

BEN (h=1), PIFEEPSSc BAE (=1 B&
O 1P &k SSc & (n=1) HI2k PBMCs & 1. CD161
Bt Vol Btk yoT i ie & BBk, interleukin-2 (IL-
2). phytohemagglutinin (PHA) & feeder MIfZ (X #i
Hegt7 @ PBMCs) & 2553 L, CDI161 Btk Vol By
P T MR IR 2 18537 L 720
2) FEHA Y - HA A4 VEEDOBE

BN P G BF SSe BE KUV IP & SSc B #E
X D L7- CDI61 Byl Vo1 Btk yoT Ml ik % 5t
TCR VOl Hu AR C72 R M R %, W& L o
CCL2. CCL3\ CCL4, CCL5 % 0" IFN-p, IL-4, TNF-a.,
IL-17 AR % W E L7z, Wl & 12 1 FlowCytomix
(ebioscience, San Diego, CA). FACS Calibur flow
cytometer 1 L 72,
3) RNA fiiili & RT-PCR

E G H SR RRAE S AR bR (WI-38) X D) total
RNA % ff t} #%. PCR i IZ T CCR1. CCRS5. IFN-
yR1 mRNA FEH % LLF O primer % W TEAT L 72,
CCR1,5-TTTGGTGTCATCACCAGCAT, 3’-GCCT-
GAAACAGCTTCCACTC; CCR5,5-GGCAAAGA-
CAGAAGCCTCCA,3'-AACCTTCTGCAACAC-
CAACC; IFN-JR,5-GGCAGCATCGCTTTAAACTC,3’
-GGAGGTGGGGGCTTTTATTA; GAPDH,5’
-GAAGGTGAAGGTCGGAGTC, 3'-GAAGATGGT-
GATGGGATTTC
4) HHES R BE 5 R ) BEAl

WI-38 #iAfE 2 Ml B8 s 6B 126 37 % IFN-p. CCL3,
PUIFN-y B, $L CCL3 RO BE LM L7, &

512, SSc B#E B L UMEHE A HIsk CD161 Btk Vol
Bk poT MUBEFR % $UTCR VOl $LiR CTHIBAE, i3
FEEEIR L7 BohEEEEEZHV T,
WI-38 M S AR R L2 K9 5 Al RE 2 ARET L 72 A
113 18 5B B8 o> ] 7€ 12 1& BrdU #ll & kit (Roche, Basel,
Schweiz) ZfEMH L7z,
5) Jililik % o 2z ae g et

IP & SSc BE SR L D XF 7 4 YUk
EE L, CDI161 by 1% Vo1 B Pk yoT Ml i o #%
AT o 72 e IZ1E, BLCDI161 Bifk (Biolegend,
San Diego, CA). ¥t TCR V51 $iff (Thermo scientific,
Waltham, MA) & fEH U7z, Biflfk/ S5 7 4 2R,
IP & SSc fEH D IR & 0 FHN D E D Ffit
EE R 7
6) watiEHT

LR R AT I IR EN AT Y 7 b (SPSS Statistics,
IBM,NY) ZfEH L7z, M OEEZEOBER
Mann-Whitney U test Z 8/ L 720 P4 0.05 Kiig D
BECHBEER D A L7

B, AIREFNOMBEERCTRAI N, B
BFERAUZ Yoo TETNTORFEAN. BEICHLT
WMRNAEZHH L., CFEICLZHEEE,

C. WhgEhs
1) CD161 Btk Vo1 Btk yoT ffak» 5094 %
AV ' A VRO IR

HEE AL 1P FESBE SSc. 1P A B SSc A% K AY M
Hi3k CD161 Btk Vo1 Brtkaiiie 2 Bk L. fiiatk %
ER L 7= (0 1). CDI61 Bk Vo1 Btk yoT i o ik
% HLTCR VOl HUARIZ & 0 RIB L 745, 1P & BF
SSc BH HRAINA R TId, fEE A P IEABE SSc &
B HSRMIBIR AT, CCL3 AR ITEL T
720 (B02)o & 512, IPIEAPESSc EH. 1P A B
SSc % HIk CD161 BT Vol B 1 poT Mk T ik,
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T A B SRATIBAR I X C IFN-y BEAE B DY 44 120K
FHLTw (K2,

2) IFN-y 3 & OF CCL3 ##7E T I B 1) 5 WI-38 itk
S R RE D FE AT

WI-38 it #fE 2 il i B8 58 5 (2 %97 5 IFN-y. CCL3
DEBRIFNT 5 729012, in vitro TOMET % 1T - 720
MDHIT, WI-38 #AfE M \Z CCL3 2% 1k (CCRI
B LU CCRS). IFN-y ZFHME (IFN9R) A3HEH T 5
LR L7 (B3-1) WI-38 Mt 3 il o 1 5l
BBlE. IFN9 AT Tl ARCEBAS L Tw (|
3-2)o CCL3 i& WI-38 MHE 3 Ml B s nk i e B % 5
R olze — Ty CCL3 LB T Tl IFNy
(& WI-38 A MR B4 2 J0 L 22 2o 72 (R 4)0
F 7o, MR R PUIFN-y Bifk. $L CCL3 Hifk
rHVRETOHBER IS (|5,
3) CD161 Btk Vo1 Btk yoT MIBapREE 28 L = v
72 WI-38 HiHE 25l e B 5 B 0D 8 A

SSc B E H MR HiF . HC HH ks 2
BIFITHART, WI-38 A 2 AT b il Al S L1 JT
# L7z (K6). IPA BFSSc & H R, 1P IS B
SSc B HREE AR LI C IR B e 2 MR S 7 A
277
4) 1P &1 SSc B H HRMiHLEEIC 1) 5 CD161 B3
M Vo1 Btk yoT HiFE DK

IP & BF SSc B & H SRR % H w T fa %
To7ze TORER, FEMMEILIIIZ BT, CD161
Btk Vol Btk yoT Mg 25k S 7z (I 7A,7B) o
— 7T #AELHEOIREENM Tid, CDI16l ik
Vol Btk poT MRS SR 2 20 o 720

D. & %

Bl To&kroma» o, CDI6l Btk Vol By
PE yoT ML SRR M S ABDOAEET B &
INS DML SSc &P L7z IPIRRE~NDE S %

RETHERZRT VS, L2LERL, ZOME
NEDEHITSSe BLUPHENES LTWE0
WEAHTH -7,

SSciZBIF 5 IPEHFDOHMIZ L BIFRDE N
. FIZHA AL e VEOWERTF O
BL S SN T &3], /o, T Mgk
YA MIAY - FEAA VEEETLIEVNS
ntTwal4, 5], 4 ® CD161 Btk Vo1 Btk »oT #l
Fatkx w7 MEt R L . TCR FEE O P A8k
NBE APl Q=N 5 NP ] 7F 7 S A RN
T. CCL3 EEAEREITHE, TFN-y BEAEREIR T D RERR &
n7’z,

CCL3 1 CCR1. CCRSIZHET AT ENA D
—OTHY, HIk, THRE,SEASH, Lo
M, ST A M A VEEEBET AL
BHOHNTWA[6]e BAEF TIZ, bleomycin 75 &
IP <7 ZEF NV TIE, CCL3 KD 5\ id CCRS K
By A THRENERT 22 & [7]. P AP SSc &
T IP AP SSe BFITH AT, MiEH B L
SCE S Pk 1% W (bronchoalveolar lavage fluid;
BALF) H10 CCL3 IRENERICBMETH L 2 &[5,
IVHEEINTVWE, TNHDT L, CCL3 i,
SSc LU IP B BER AT HLELLNTY
5o —Ji T IFN-y i Th1 %A " A Y O—DTH D,
Mt S I A HI R R & LTl ST 510,
11]e

In vitro (2B % #EHEF ML bR % W 72 RET O
F IFN-y (Z M PIHI RE 2 7% L 7225, CCL3 BT
AR IEREAN OB RO b e b o 72 BIREE
W EIZ, CCL3fFAE T Tk IFN-y O fiAE3F Mg
BTEPIHI R S HERR R 72 22 0 720 FIBROKE R, &
HRIPURE WA THRD SNz, Thbofk
R 5, IFN-y, CCL3 iREEDE W, At
THRENBE L 52 5 Z LR E 2 b N7z, ERIC,
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CD161 B Vo1 B 1% yoT Ml la bk 2 Lis = v T
D, FEHEIE LS % AT L 7245 R, SSc BE R

MIfaE: 2 L% Cld, HC Hsieil il 28 Lif il T,

WI-38 #HE SR B A RE DS BERL L2 TTHE L 72

IP &BF SSc BHNMALRE T H W MEr & b, CDl61
Btk Vo1 Btk yoT MIBE, FERRMEAL AL C D AR AR
AR S, BHELEAL TR b o7z, &
D LB, CDI61 Btk Vol Bk yoT il B 1 # A
ALRRETER AT, & 2 WILREBRIA IS BT 5
POMEEZ L TVWBIRENEZ bz, 5. &
Barbuo—wrHwi, Bl E 2179 BEss
Hbo

LSO A OMEH 5. CDI161 Btk Vol Bl
fald, MHEILARAE - PIHIRF O REERE R A3 5 25
SSc BE Tid, MHADFEEIZ X Y WHED/INT ¥ X
DAL, RIEFEHER VR L T 2 TR A/R I
N7z GiRid. PBMCs 7217 T7% <. BALF. iR
FEHCIRERIT O, & 5 \VIZNisHELE
TN I RAERWAZ LT, SSc B XU IPFHEIS
BT % CDI61 Btk Vo1 Bk o B A% & 12
B I LIS NG,

Pz

E. &

4 B VE R B iE B T CDI161 Btk Vol B yoT
HIE OBEREA 2T & 2 k(LB R F R D T %
LTy RN 2HRRIC B S LT BT REME R
[ I
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