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Atherosclerosis

YANG Yong-Zong, TAN Jian-Miao and YANG Xiao-
Yi

(Institute of Cardivvascular Disease, Hengyang Medical Col-
lege, Hengyang 421001, China)

ABSTRACT

macrophages -derived foam cell was founded by peri-

In this study, a typical model of

toneal macrophage of Cg; BL/6] mouse, which is sus-
ceptible to atherosclerosis, incubated with 10 mg « L
oxidized low density lipoprotein. Comparing with
macrophages of Swiss strain mouse , these results
showed the cultured foam cell-derived from Cg;BL/6]
mouse macrophages continued a large of lipid particles
and intracellular total cholesterol increased in the
cells, in which cholesteryl ester occupied more than
50% of total cholesterol. It corresponded to the typical
characteristics of foam cells. This model suppled a reli-
able pathological cell tool for the study of
atherosclerosis.
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ELA MRS AR EGR AL TIRAYC,
BL/6] W RE Bt h b AAKERAREGFTIAG
SRRV REARILR, BAAS K ¥ S, 505K
REg apAiRRES AR EAYLT
HHEEAY, AR T, ATRASAMmE
BEFTEEFR D RES P BN LR BT
M, o B R A5 HE R AL ) AL AT e 1 56 BT R R 1%
T-HT SRR REY,

x i3 KERIBES, EAMB,; Sk B
&, AR BAEMAL,; C,BL/6] K

B Bk 3% #¢ 8 {1k (atherosclerosis, As)f¥E
MBS EZHERER, MIMLE MEEEMTEE
HERAZ S KEMAR. EER. ARE T
ARETFH. KPR EwWaEs ks
BRI RIMEREIREE, S A
MESHmERARYEZAL NIBREEREH
(low density lipoprotein, LDL) & #&4fi . 2 it &3
TR E 4L LDL A9 5B 3 W A0 ik 4k, DA
BB ER B MO EEN  HERTEE—
ERARYEZS SNER.
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FIRATER. 308 C;,BL/6] @ £/ REEE
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1 HMEBEAE

KXKBRHFAANBEAFN YT =248k,
HETHRER.,
1.1 BEREEESHHNE . E2HNTEBMM

ITHhEHFEL X AT ENEREA &
R R4 0 200ml, EETHL1h, Fas
%, 4 C.4000r + min" B 30 min, ¥ &1 7§ 120 ml,
#w A NaN; 24 mg. 100 mg « LY EDTA 0.6 ml B5 ff . B}
£ . f1% % Hitachi 8OP-7 B A R EHBREE S
MEEFABEES. LEE 1019, 4 C,30000r -
min"FN18h,RELEAGERATREELEE
¥ (very low density lipoprotein, VLDL) R A B %k ¥ &

RE(PAEEEE ) ULEE 1.063, 4 T.40 000 r

emin"FL 24 h,RE LEEAAKADL,ERXFR
B ek EX HE ~E#.LDL#& 4 C.4 10mg
+L'EDTA ¥ PBS # # 47 72 h, T BB # .4 CHKR#.
LDL & % £ # 43 Lowyr ¥ %!, £ Shimadzu UV-
120-02 ® % X X & it L & 700 nm OD {H & 4.
1.2 LDL SRt RBIGIEEER

LDL # 37 C.4 10 pmol - L CuSO. # PBS # £,
4 12h, %5 £ 4 C.4 100 mg - L"EDTA # PBS #
EH.FShfA—A B 2¢h AARELZREN
47 & (thiobarbituric acid reactive substance, TBARS)
WEEXRSZILDL B EL. HERA _BFER
0.1mlmwAE 2.9ml th 844+ (H4HA0.92mol/
L CCI;,COOH, 0. 026 mol/L CH,N,0,S. 0. 25 mol/L
HCl), 100 Czk % & #% B 30 min, A # 5 # & 532 nm
OD#4% TBARS ¢ £ . L EEBM U EL T RE
CHOD-PAP 3 i, REHEAE AN E T F £ 28
M. LDL s 81615 6 42 L 4 X B B 8 ¢ TBARS
4 E%%&%,LDL 4 1.3 pmol « g, &4 & LDL (oxi-
dized LDL, OLDL) # 18.4 pmol + g,
1.3 Ew4niRaYu EF0E ST

## Leonard KEP W HF 3 REEEHH. KCy
BL/6) /NfL 30 R BBAANK 10 R R, 10 A #. &
239125, FPRHEFHEFRLIRIUALHER
R, MEE M 2ml £ fE 5k % RPMI 1640
(Folw Laboratories. Irvine. Scotland).4 X & i 4t 4
ml & RPMI1640 ¥X % A8 B E *% % J, ) LO°/L F &
WEREFMT .S 2ml, & 37 C.5% CO; 35
(Cole-Parmer = &) F ¥ % 12 h, # 3 % 7 .PBS # #

HEABEBERAD . EE 3L, 2P ATEYERA
(4 10% B % i i &1 RPMI L1640, 54 i iy B o B
EEHEERLAFH RS, 4 10mg - L7 LDL % 10
mg+ L' OLDL 3 sk 4 ml. 4k 83 5 96 h,
1.4 HROBSERE

BHEEEZRER LA ERAMBME, ML PBS #
BRIAKBKE4 CLONFEFRR 24 h, AL OF
FRE;KASmin~60N R AHPHE 5 min—> i
i O %6 10min(iE& &S 0.5%m4 0,98%
FHEM, BT U0 AKERE 24h EHLE)>60UFH
B 21t 5 min— 7K # 5 min—Mayer K ¥ & # A 8 % &
F € 5 min(R &S 0. 1% % A #,0. 025 BALIH, 5%
B,5% K& KL B0 1% H# #HB&)> sk % 30 min—>F
B # 4. # Nikon Microphot-FXA R pI E ZME T A
2. 10X 100 B R G BAE,
1.5 4ARAERRENEERSH

A 0. 25% B B (Koch-Linght Laboratries, Coin-
brook Bucks, England) i ft, 1 min, ¥ £ 4 i, &L 1 000
remn'ES 0min, FLF.APBS AR LA AR
HBOSmLECQSBOBFEFAB(LEHEFRNE
FOE®E#H 10 #/4K X3 4K,5,1000r « min' § & 15
mn, REHALBEEBRANEREEEERANE
b & 2804 5 A & X JE B 8 (total cholesterol,
TC) R # & BB B 8 (free cholesterol JFC), & & I & 4
B 0.1 mol « L' NaOH 0.5 ml 2 # 4 ., H Lowry &
EABAMECRLE. N EPERSERA G
HEOFAEPHLEEN BEEEEMERBEX
# 7, B Bl B 8% (cholesteryl ester, CE) 4§ b & B B
BAlEEENAEHERE.

2 %8
2.1 MBRHEEFNE

FIMHAL O kg6, B8 T W W sE 56 2H 44 Al
EWRAMREHENES. RSB EERE
HERAHEEARPARIR, REPRLHAR
HIE Rk .5 10 mg - L7 LDL 3 OLDL & &
96 h MEEMK, ZMAL O RAEHBER
#®. YWOLDL AR ar e Haam B. &
OLDL 48 40 i o , 38 A] 0 3 B i 40 6 B9 AR B
%7 (Figure 1),
2.2 BIRANEEBNERMMI

F A3 % RPMI1640 R xf RIEFHMHE (A



o1 B Bk 1k % 3 (Chinese ) Arterioscl), 1995, 3(4)

C

Figure 1. Morphological observation of the three groups of cells with red oil O staining technigue. A,B'or C dis-

plays the morphological i of cells incubated with control medium, 10 mg » L LDL or 10 mg » L™ oxi-

dized LDL for 96 hours, respectively. With respect to OLDL group. cells were the most remarkably stained and
some red-stained lipid particles were also shown, which' were comparatively different from the control or LDL

group cells.

). HRHHARBEMRERAR AN RAR
D) ERERBR CLBL/6) NMBER ..
iM% 10 mg - L OLDL 8 H ¢ X5, MM £
AEE S RN, R S gm B 284 32
5 B L B0 40 B B3k (Figure 2 and Table).,  — ==
Table. Contents of intracellular choleseterol (mg - g* -~
protein).
G
Groups TC FC CE A — o
*A o T o A S 18.1+1.4 7.2+0.9 Figure 2. P of vl es-
B 46.1%3.9 28.413.2 17.7%2.1 ters within total cholesterel. The four groups were; A
WC 776283 364340 4L.244.3 CorBL/6) mouse macrophages in control medium; B; Cs:BL/
48.945.2 32.4%3.2 16.5+L7 6] mouse macrophages in 10 mg * L LDL:C, Cs7 BL/6J

This table shows the amounts of intracellular total choles-
terol, free cholesterol and cholesteryl esters in this study. A.
B, C or D represents the group cells derived from C;;BL/6J
mouse peritoncal macrophages incubated with control medi-
wm,10 mg + L LDL. 10 mg » L' OLDL or the group cells
derived from Swiss strain mouse peritoneal macrophages incu-
bated with 10 mg + L' OLDL, respectively. With respect to
OLDL group cells, the results indicated that the intracellular

to the other group
cells. The paired studenrt’s -test was used to compare the
group of control and OLDL( # ). and the statistical result re-
veals ( P<C0.05 , n=5).

3 Wi

H#oL ) BUE A BRI YE M R A R, X
BRI RERN LR OEENEAET
Wz HEXREHPRERD . AFELKGH R

mouse macrophages in 10 mg + L' OLDL: D. Swiss strain
mouse macrophages in 10 mg + L' OLDL; From the above
figure we can sec that the OLDL group cells contained a num-
ber of intracellular cholesteryl esters, which vccupied more

than 50% of total cholesterol.
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WXt As 1 B Y BEE K E, & Ath-
193 Ath-2B] Ath- 3 S EEMEERE. HE
HEOSEEREANKF. KEEREAN
Bt ARE FREREFEEAEN. X
B #I1EABHHINRERERARS Cs
BL/6) ARAEEAREE. LRERBEREE
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ENAMSKREAHIEERAR - EHY
Fd®. — O, ERAKEEX LDL EEHi{E
B . B me o B 5o 4 B PR 4 RhsE (En S B AL E)
MEHEGBAREF)ERT LDL M4
—ERBENEMABIT. ALK S LDL A4K
5% LDL M EAMMEE, WRARHES, A
MASIEERREERERSBIAN S, K
VLB 7E T E W40 B IR B/E 2 &3 LDL,
HIRKEFROHE B FAMMNE R T 5
) LDL, R4 — & 8B A9 MK 40 B AL fi e .

B— I » B W0 ME RS, TR
EH Fo Z4k CD:RAZHEREMNER, 3T
OLDL M KB FW{E R T B W40 M I35 1 3 ok 40
M U, OLDL 5 AR M SRR
MNEANEES . 2H—CHNEBEGEEH SR
7,58 3 40 B 3 55 — {5 6 (I cAMP, ¢GMP,
Ca®*,1IP, 8% DAG H)M{ER . 5IBEEF &L
BEA—HEXRZTHhRIESCUNCEERANTE
BAAR, A BRE  BREPHRER
WEEREZET SYWRE,OLDL FH 8 E
MRS RN E RIS, BEEY
WMEFELARREMMRE LA Z B0 A
L 5] e 9 % % NG € 28 25 1AL 0 W L A
440 B pq B 1 S A 38 B, B b 4 B X RE R
BE S BIAR X WSS, TR B W T A (A A4 it
41 U Y R A A

AELBHHKEEEL GBS % C,BL/
6] MEMBREMAMMKS 10 mg - L OLDL
BE 4 X80T B WA SRR R R R,
BRI 4R P R RO R SR RS B,
HPEEREs RS S AR — UL
R PIT LA LB A R O SRR S
EMARFEEL. TRESREKFLEERTS
Sk 3 R AL 3R A — FR B AR AR, b e
RS 410 LR BRE S5 82 AL 2B 40 DA T B Bk S R AL
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