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[ ABSTRACT] Aim To investigate the distribution of immunogenic and tolerogenic vascular dendritic cell (VDC)
within the arterial wall in the lower limb atherosclerosis occlusion syndrome( ASO) , and to discuss the relationship between
the immunogenic and tolerogenic VDC and the disease of lower limb ASO. Methods Forty human arterial specimens
were collected from surgical operation and autopsy, and paraffin sections were made and HE stained routinely.  Ten of
them without obvious morphosis change were assigned as control group and the other thirty cases of lower limb artery lesions
clearly were set to lesion group.  The distribution of S100 positive, immunogenicity CDla, CD83 and C-C chemokine re-
ceptor type 7( CCR7) positive and tolerability CD11b, dendritic cell-specific intercellular adhesion molecule-3-grabbing
non-integrin ( DC-SIGN) , toll-like receptor 2( TLR-2) , indoleamine 2, 3 dioxygenase (IDO) positive cells were detected
by using immunohistochemistry method on sections.  The expression of proteins of immunogenicity CD1a, CD83 and toler-
ability CD11b, IDO were detected by the method of Western Blot. Results Immunogenicity S100, CD1a, CD83 and
CCR7 positive VDC were heavily found in intima plaque and around the small vessel of adventitia on artherosclerosis aorta

of lesion group.  But few positive cells were detected in tunica media. There were low expression of CDla, CD83 posi-
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tive tolerogenic VDC in intima plaque and around the small vessel of adventitia on artherosclerosis aorta of lesion group.

But few positive cells were detected in tunica media.

CD83 and low levels of CD11b and IDO in the ASO group.

Western Blot results found that they were high expression of CD1a,

Conclusions Immunogenicity and tolerability VDC were

assembled in the process of ASO, and the quanity of immunogenic VDC was significantly higher than the tolerogenic VDC,

which suggected that VDC might be involved in the formation process of ASO and the high level of immunogenic VDC might

be involved in the inflammatory immune response disease of ASO.

B ik ok B8 4k ( atherosclerosis, As ) H&— Fi 18 P4
SOREFPENERI , L 32 B s O 2 A0 2R A 1 s
SR LA B T ik U 40 B B T i 5 | S ) i 2 S
PeAnp fee S0 2 TR B s kA Ak A ZEAE (ather-
osclerosis occlusion, ASO) A& 3l Jk AL 7E T B EE
I, A AL R B b Bl Bk R AT G A
WU FEOEANN LT 4R g B A AU R e S
Pk PR R BB S TR Il 7 BE AR A A IS R R
S SO s B 28 | R T Ak R I A T B B0f A o
I3 AT P 0 SO W, B SR 4R ( dendritic
cell, DC) SZAK N Ty i fie i K 1) & BRMET i 52 52 40 i
(antigen presenting cell, APC) , 434 M4/ H
REA AR AL BEHTIE, JF S0 45 T Wk 40, i i
U530, BRI R AN RE RN . DC BRE T
WL AR RE ) 2 B AR i 5 B kR 2 4H i Y 100 ~
10 000 A7 , 7545 5714 240 i S 28 0 A 48 S B I 25 1475
SR R AR A SR A (vas-
cular dendritic cell, VDC) J& IE # 2l ik BE W A7 75 A —
2 DC MERE, 7E— LB K S AE i 28, JELARIE IR
XIS, VDC R RAELU VDC /I aEZ 5 T
BIKEE R JEAE R Y DC R AT G R AN 32
HEXCEAMER ), VDC 2B S5 T ASO (I A 72
HRAEB D A SLIIER T IE R B ASO BB T BB ik
PRAS, 38 5t W% S 8 S CD1a, CD83 | B fkH 32
{47 ( C-C chemokine receptor type 7,CCR7) FHYE i
VDC, DA 322 CD11b 2 IR 20 M S 40 i ]
i1 3-45 A RS R /T (dendritic cell-specif-
ic intercellular adhesion molecule-3-grabbing non-inte-
grin, DC-SIGN) Toll FESZ A 2 ( Toll-like receptor 2,
TLR-2) FIM5[ W% 2,3 XUN 48 B (indoleamine 2, 3
dioxygenase , IDO) P4 2 . VDC 7E As 5 A gl ik BE
R oA RS R AL PRI S IR A A2 1 VDG
5 ASO ZIAHIK A,

I RS

1.1 IfARRA
WE 2011 £ 10 HZE 2013 £ 5 AR 4T E

Fr i 8 Sh AL ASO BBk S i R R B B H T
B E F 30 kot & AR AR 30 ), 2t B AT E B A AME AT
R DARCF K B 3k 45 B9 I B AR A 10 Bl (£
ERhEZASEAEHEARERE), BHFFE
48 ~T2(FH64) B F M 1T B, L 13 B, &
HEmmEH22 6, 6 BREH 18 #l, THME &
R, R E RGN L,
1.2 BU#FAdEl A

ATHE kil EARARAEERE FRAMIFF
A, 40 B, F 10% # &R G HAEE, BRHEE L
BB, E A A, H &4 mm E oY% S
F,2Z2HE X6 R A RABLFELE, LETAE
Zx,
1.3 ik

%47 A S100 ( bs-0850R ) . CCR7 ( bs-1305R) .
CDla(bs-3786R) . DC-SIGN ( bs-2557R) . TLR-2 ( sc-
10739) ## IDO( bs-2379R ) ¥ 77 & 4tk 24 Wy & b 7 1
BHREMBAAR AN, RIUA CD83 # 7 & Hi K
(LS-C176864) ¥ & LSBio /A7 , .41 A CD11b # %
P& 40 (ab1333571) i © Abcom /A F] ;SP-9000 # &
HRNFRERFNE, DABBRENEEF AW H L
EHEYeFENBEARERAF, HRP #1089 L ¥
it IgG W B b o A5 N F] 5 M AR R 4 R R A
& W 8 Pierce A H]
1.4 REHAKFLE

% | SP9000 4 % 4 4 Ak 5 % R 7 &, WA
Jit b 53% 1t A0 AV R BT P R M 3t A b 4 B, D
HB R EM T A B E N R B AR, e
5% ¥ i E H A A RS E G EREE 20 min; i
AT 89 — 4% 4°C 1 7%, S100 ,CD83 ,CCR7 .CDla DC-
SIGN ,CD11b  TLR-2 # IDO #i B 7] % 1: 100 ;4°C
BERAIRE, 5EMEAILNFH A ZH(1:100)
G4 BnEEENADZ-TEA MY E, A XK
2K % ( diaminobenzidine, DAB) & & , & 4+ #H k., UL
B B 3 2% % % ( phosphate buffered saline , PBS) B 1%
—AE X, R R A,
1.5 $BERFIMIRE

ODC T+ : 40 j 1+ %K A Olympus BX40 4%



CN 43-1262/R W EBHIKAEL 245 2014 4557 22 B4

6 569

FAE 400 F T A, 4@ 5% & X A Olympus UPlan-
FL x40 B3 MR, B R ES 6 R 40 e
A aFEAREE RIS Y, FRKTAFEERS A
& 15 41 B ¥t 47 S100,CD83 ,CDla,CCR7 ,DC-SIGN |
CD11b TLR-2 = IDO [ M 28 fi i1 %0, B BE F 3 %
BATG AT AT, B 4 5 1 AL B o e B & AL
(high power field, HPF ), @ S100, CD83, CCR7,
CDla .DC-SIGN .CD11b TLR-2 fr IDO FH & 47 g #|
EATEFERWNIA ELNE T WA, 4K 4
TR E GG, BB A RACKR N R A 4R
FE M 200 L
1.6 fREENERHEM

X 30 Bk BE3k BT 7 W9 B Bk A, RN T R 4
RBEF AT IHHE, MNEARBER, K EATX
J& ,4°C kB F &A% 1 min,3 000 x g, B0 20 min
WEW, FATER, AT RZW L2 B30 pg
L+ ,10% #5 SDS-PAGE Jix % B ® ¥k, # £ 200 V,
LK, BLE R By AT 4 T8 R B R 3, LK 4 K
&, 4% 200 mA # % 2 h 2| R R & 7% (polyvinyli-
dene fluoride, PVDF) S 3L 2 % B b JH 5% i Ag 47
¥/PBS # 1 2 h, ¥ PVDF £k X\ 1:500 i % 6y —
FAF 4CHER, A A 0.05% Tween 20 # PBS
%3 #,4F K 10 min, Am )\ 1: 10 000 F # #9 HRP 4%
T FH R IgC, £RBH 2 h, A4 0.05%
Tween 20 ¥ PBS ¥t 3 # , 4 X 10 min, % & A+ &
Tween 20 #] PBS ¥t 1 i ,10 min, & /& J # 8L JE 4
KR &AM & F B % 5% A LAS4000Mini A b,
FR BT,
1.7 SEit=4bE

BLFL SPSS 17.0 % i 8 38 4T 2 4, % 48 DA
xt s KA, AEERRXA AR, Y% P<0.05 8 £
RHSEITFE XL,

2 # R

2.1 lgKRER
S T ) AT I R VR IR | W AT R AR PR
i Fe BB 2 I AR | AR S5 1 L AR 1
2.2 WRAEHXEMER HE FEH7EFHEE
XTRRZH 10 5] 3h Bk br A B — & sk, RO
W TE G5 AR W el AR SR 2H 30 ) T Bgh ik
FRAS [T M A | JE AN X, T fioh K B S 54k 8 43 5t
S AT, W HRZH 10 19k 1E % T Bsh ik, Se i
HIMAEPRA HE Y e n] Wi 3 P iz B AR | Y I
HYJEE B JLET 2 oAy BE D B s B kb N e R J2 R fR 2T

i Az, G TE] AT UL B - T UET i R v K 4
i 5 GRS g R s AR el B AR AR SRR (18T 1)

1. 30 Gl TR BB EN A EERERARRZR (v = 5)
Table 1. The clinical data of 30 patients with atherosclerosis
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Figure 1. Pathological changes of patients with atheroscle-

rosis obliterans in HE staining( x200)
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2. S100 FEIMERSKPATREIRIA( x200) AR IRAL A 055041,
Figure 2. The expression of S100 in vascular dendritic cell( x200)
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Figure 3. The expression of CD83, CD1a and CCR7 in vascular dendritic cell( x200)
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Figure 4. The expression of CD11b, DC-SIGN, TLR-2 and IDO in vascular dendritic cell( x200)
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Figure 5. The expression of CD83, CDl1a, IDO and CD11b

in the lower limb arteries by Western Blot

F4. REHNTESHKN CDS3,CD1a, IDO F1 CD11b K F
K (x £5s)
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