- 232 -

o B BBk 5F 1L Z¢ % (Chinese ] Arterioscl), 1995, 3(3)

A B4 DR HUSRTEE R 2l bk 35 #F 68 6 5210
WEPRIRERS CS-PGHXR"

HRE

Human Leukocyte Antigen-DR Expres-
sion and Relationship with Chondroitin
Sulfate Proteoglycan in the Earlier Le-
sion of Coronary Atherosclerosis

HAN Xiao-Nan, ZHAQ Pei-Zhen, YANG Fang,
YANG Rui-Biao, CHEN Zhong and LIANG Feng-Ling
{ Department of Pathology,Cardiovascular institute and Fuwai
Hospital, Chinese Academy of Medical Sciences, Beijing
100037, China)

ABSTRACT
man leukocyte antigen-DR (HLA-DR) and chondroitin

In order to study expression of hu-

sulfate proteoglycan (CS-PG) in human coronary
artery, 13 coronary' arteries including normal group (n=
6> and lesion group (n=7),which were fixed with for-
malin, embedded in paraffin and slided successively (4
pm ), were stained with HLA-DR and CS-PG mi-
crowave immunohistochemistry. Then the slides were
quantitated with image analyzer. Results indicated that
the numerical density of HLA-DR positive cells and the
area density of CS-PG in the intima of lesion group were
evidently higher than that of normal group, and were
significantly correlative with that of normal group. One
of lesion group was stained with proliferative cell nuclear
antigen (PCNA) and CD68. Similar localization of
CD68 and HLA-DR was found in intima. Menatime,
positive cells of HLA-DR mostly were positive ones of
PCNA. These results indicated that expression HLA-
DR in earlier As lesion was closely related with forma-

tion of foam cells, proliferation of SMC and increase of
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BE AR A & fap DR i & (human leukocyte
antigen-DR, HLA-DR) #= 54 8% 4% F % & & % # (chon-
droitin sulfate proteoglycan,CS-PG) & A& K 8k F 43
Ak, 13 HIFAUS ¥ ~39 $HSER Ak (LR
ARENMRIDORBREHBALE  HiT 802, %
FEHAMBHLGEFL,7THAATBMERE), &
B:ir A B, ERBREY 2 HE L Hk 4t HLA-DR #
CS-PG £ AR FRE . MAZBLIMNLEE,
R ERE R, AT AR HLA-DR i ape sk £ &
CSPClatmpe b ERARS)HNALS THB U (P
<0.01), # A8 fo 45 % tn AR HLA-DR £ F &
# CS-PG @ E R4 2 B ¥ Ed%P<0.01), RIEK
¥R — P47 CD68. Mt tm po AL R 9 2K 1 20
NFERE,LHTARIM.CD6S At o o BB 8.2
HLA-DR fa#;HLA-DR fa M sa o k 889 32 1h e 8,
BIRERME BrERARBERMLTFHHT$ HLA-
DR A ik 580k tm 69 5 A, F 3 WL 40 69 38 5E L CS-
PGHRIAETIMLE.,

X1  IRBHEEATHAT; Admpi
By #RumBpRRR; BRXLARZLERE;
ARETEEGRR

DREFBRAFEHLAHEERIELZS&E
MDRXEMBERFRIGURE EXHATB
M B b b R B AT R
BRI RARH R EALEN TR
ik 45 8 b (atherosclerosis, As) ¥ 248 Fh ¥ 19
S ¥4 UL 40 B (smooth muscle cell, SMC)BE T
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ekt MR EEHRT HLA-DR R ®
#ik. BRRARK HLA-DR #3% 8 TR 1
B ATREIGE AN EMARLERAE
AEY N EMER ARSI KA DR RURH
RN GRSERIN, HNETRRAER
As ERRES DR SLRY RE RS, FARhER
WRAKE CSPG(ETLIE As RENBRP X
R BT SIRIGA TR, 3 RTS8
BRECHBERDHXRZ TREETR As
BN R F PRI REA .
1 #HEFHE

EREAZHREZ. FHEEERH K 1IW. X
PERAARCH FEAIH, LYK A 4 pm,
%t HLA-DR R CS-PC iR i K A R L ¥ %
ACLEAMEAT EX —H{E CDB(—# & M A
AR, -RRLLERAR RHBRTRE BH)
fa X 7K 49 B B 41 R (proliferative cell nuclear antigen,
PCNAYOIM A REM AR ERE,

KRS AR ERHK B CSPG
MABI) A R B4 BN AFSEXRAEFH R4,
HLA-DR(M775) . PCNA(C-56). F "R @ J .CD68 L&
R LSAB A E£HY T DAKO A . AP ST A
Sharp R-5G14(W).

ARALAFTRNERARTIMRAAE >0
428 % Quantiment S70 B R P H RN (FFE ¥4 ¥
) A OBNR. AREREUNLRER HAA
B4 .25 REEARRFPCSPC R GFE
RERSB(TFEAOKHLADR HY R FREE
(REE) B4 EARSKEN I, REPRES
RERAMNS CS-PC PHEEN S HLA-DR T4 &
EEREENRTHNARAEERERLE 08
FERERATFANABY I ERFTER—SN
#CSPCHEEXMHLADR K E X GEHEER=
ANEE ERPYME, EMNXBBARENTH 2/4
B AEX IR ERIHBAANE. EHTERHL
mEREG /A AERRZAFREER — 58
%.
KithEk  ELAWHAEEME, & A SPSS/PC
KEHEBERTIEIN. B BRREHR DA,
2 Z%
2.1 ERRENRHEEALERE

2.1.1 HLA-DR ¢ it sm ¥ Xtz

BEE R4 HLA-DR RHuERARYH 4 T
M AR AN . HP o B A B HLA-
DR AEMBEBS AL A RN EBEN N
B2 B Cendothelial cell, EC) 5/ 51% py i1 2
MERMRAKCHR. RIS EHET
SRERNRE R ERRBES, BEAKRS
29 PR JR B9 0 7K 40 B (foam cell, FO), 8T
BB RBRE (Figure 1), LR ARBERS
FC, 2K M (Figure 2), B8 S B ML B %
MM E MR REREN EC,

Vigore . ‘Lhe distribution of HHLA-DR cells in the fat-
tv treak of the arterial intima ¢1.SAT: ¥ 200).

Figure 2. The foam cells with HLA-DR in the depth of
fatty streak of the arterial intima (LSAB X 400).

2.1.2 CS-PG & g & R4t ¥ AN
MR .CS-PC MU R EMELMRATEFTA
EHAREAE AEREEH 2HRRERE T
7. BEOREA . MERIBYUX CS-PG HEY R
EHHE BERNEEEYRALHBT FCH
H. 8% FCRRATHIRERBEDRF
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BB 481 40 A% S B ¢ Figure 3,

Figure 3.  The distribution of CS-PG im the fatty
streak of the arterial intima (LSABX 200).

2.1.3 CD68 & £ 4% ta ;R {L ¥ CD68 Pt
A0 A T 9 0 I B Y R SRR S, YRR 4
% N BB T ISR P Jay B MK T
FC, BT EFERRE, L RN TRILA
HUOABERBAMHE @AM,
2.1.4 PCNA 69 % a 4L ¥ PCNA H
4 B T AR 2R U BF P9 B AN B <R B
K2 X RMABREYN FC, LIS HR
BRERMIRMILN FC.2RIRE.
SHUEHETEERE. TURRIBY
fHP B HLA-DR,CD68.PCNA PH & 40 BI 4> 75
L. 3R W CD68 MBI A 53 HLA-
DR F#E,HLA-DR M £ 40 AKX 34 & PCNA
.
2.2 ERMEBIEITHN
2.2.1 H8SC4APIE HLA-DR B MR BE
B BT X B4 (Table 1,P<<0.01), IR AR
AR X HLA-DR RHAH NEEHBLRT
RSB K (Table 2, P<<0.01),
2.2.2 YAANBCSPCEEEYHBKT
B BSANKRER CS-PC BEEARK
Fat 7 JEFGAEX (Table 3, P<0.01),
2.2.3 XEMARME HLA-DR A# MK K&
BEH5CS-PCHEEEREEMHX, BXAAR

HLA-DR FE#MMHBEE L CS-PC HHEE S
BFEAIE(Table 4,P<0.01),

Table . The mean number density’ comparison of
cells expressing HLA-DR in the coronary intima be-
tween the fatty streak and normal group (x=+s,1 X 10°

emm™%).
Groups » number density
normal 6 0.87+0.70
fatty stresk 7 2.60£0.54 % »

# # P<0.01 commpa redmwith normal group

Table 2. The mean number density’ comparison of cell
expressing HLA-DR In the coronary intima between
leion and non-Jexsion area(xr+s,1X 10 « mm™%).

Type ” number density
non-lesion 7 1. 29 0. 60
lesion 7 4.02£0.76» =

# # P<0. 01 compared with non-lesion area

Table 3. The comparison of CS-PG content in the coro-
nary intima between fatty streak and nermal group (x

+s,area density ).

Group n lesion non-lesion
normal ] 22.45%16.0
farty streak 7 62.3%12.9% « 33.5%10.0

# & P<C0. 01 va non-lesion of area normal group , = » P<C0. 01

vs lesion area

Table 4. The correlation analysis of HLA-DR and CS-
PG area density in the coronary intima between fatty
streak and normal group.

Group " ’ P
normal 5 09877 <0.001
fatty streak 7 0.9333 <o.01
3 Wik
3.1 AB4EE DR i REERDEBERL
EMREPHRIEREL

AB4iH DR E—RARIETF REEHE
AR S5 RERENRFAT, FXAR
{L¥ LB 8r, 8504 HLA-DR RGNS K
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BB & T EA,.#7R HLA-DR 5% £k 7 A8
5As RIRTHMEERRE L.
HKHEEA R AR T REF EC 2
e MAPEZAREHEFREIIFETARNK
F. Xb B ESMNE RS T, K&
DR R, G iR R 2 M. sl T A
BRG], FRERRER , R FC. [REt, 5§BITE T A
Mt B 15k, B A M s E T, #— 2 M
BitE T MMM E BB AEL ERAREH®T
TS, A RBAFULERTR, FHRES
X £ ¥ FC % HLA-DR,CD68,PCNA [ # 4l
B 3B TIREFRLF 9,428 As BREDR A
FC KEZH IEWMMEE, FLTHARE.
UL (SMO) 5 & As TE LR R TR Ry 2%
BHEFNEZ— E¥/AERB DR, MY IME EC
AR, MW P A R, BRI /AR RS B T
EC i abut, T Z A EC.EW AR . 1L /)
WIEHEAE K B 73, B AT I SMC R A &
B, EANE, FEIER, T h e EEEH
Ha , [F1Bf %1% DR $iJRU %), DR.PCNA ®EAH
A b2 B R W B SMC L R LY FC — %
FIRsURAE AR NERE, 7R SMC 1
HMAEATRRER FTERMBBERANBRZE.
Moh, TR AL OB &S R B K E 4
At 5% DR B JR, 3% 45 i B2 440 B mT LB R0
HRBAMKEE T, XEEFRTIELE BH
B BUE ARG T M A BIYE T 40838 5
Sh B EFH Y FHREAfE SMC # DR £
HR#®EED.,
HHEEBAMBAUEREM EC R
1% DR HUJR X 7] R A& o T bk B2 40 B R iy obk
BEETFiES EC %% DR #LR".
332 ABAWDRHREREREERHERE
PHERBEREREOREESHXER
MPIPEFIE B R As T X —F82H
%, CS-PG RAMAAEFRFHNERE—F., £
XERBRAs BEIRENECS-PCHER
F Xt B4, F o+ HLA-DR & 1%, B HLA-
DR %# 5 CS-PG EH B EHX, XEER
DR S %AFRES CS-PGHEHX.

HMEBTREAREIEhAEARUK
SMC 4w, fEREXIREOEANESY.
{BAS R W & " fE Sk BE, (R F As IR 4., CS-
PG WEREHm FEAWERMARS WA KE
TLh# SMC B H IBERNE, ELIFER
B8R, [ ik K & 4 W CS-PG, ff W CS-PG &
BEZ ATIHET As RAER#RE,

SRR, As REPRAE D, S AR RE
ik DR HUJR, T {2 #F SMC #3858 L
KR CS-PGH¥Z /R DRHEFRFERER As
HEPH—NEERY.
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