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[ FE] BN AL EX@ES5IRBELLGXEZTLIZRAREFA R emEF F£H. L FMILK,
ARAANAH 48/ 80 RiT K meBFEERBEEA L ARG DR IS RERGXE, FE 402 10 A
HEREFOEARAFIR DAL TR EEEFRZE 16 A, Mg A 24 (n=20), FRALFHEEZHLE
47 48/ 80( 0.5 mg/ kg) , (& B —k, 2 4 k; 3BT IE 24 D-hank’ s. % 4 R IEHB F 0, Rk mshdn, Mk
i, HBeFE RABENLLFEALS, RARGEN e BB amEtRKkE. BARABR, Ri
PRE 10% P HE BRI TER, GO ESMA HE £ 6. PREEEEAR ¢ FFMINF K G Mac3.
VE-cadherin %98 4 AL 5 4 &, HMIAS2000 3 AW A M EEF R A )M A LR IT BRI . R ShaaFk
BEOBERREAISSFAMEE(0.5720. 13 WL 0.36 0. 10 W/L), 2AELFR AL ELARER. £
M st B An L, A RRIMEBLIBEIE K ML E % A 5(80.6% £17.8% ¥ 13.5% *4.1%, P< 0.05), £ 3 bk 5t
e KA AR @ A2 K[ (1.25 20, 36) x 10* Um? $b(0.79 0. 24) x 10* bm?, P< 0.05], B3k A o F & ALILE) & & fa bk
WALE 9 R T %(36.2% £14.9% ¥b 69. 7% £31.3% , P< 0.05) BE3& 1§ Mac3 Mm@t g » £ 4 & (58.6% *17.3%
rb 28.5% £16.4%, P< 0.05), f 53 1 IE VE-cadherin -F 3 £ % & /1 (48 8 1L 6510, P< 0.05) . £5it &
47 48/ 80 1R AL ME Kt PRI AL, SR ME R G E A B SR DR 3 bk 53 | KB AR @ A8 K 53 A Mac3 [t 49
MBS ESG - FRMNS K QMEEMILT 55T % 583k AR VE cadherin -F 34 % 5 B & ).
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[ ABSTRACT] Aim  So far, research on the relationship of mast cells, atherosclerosis and angiogenesis is mostly pathologi-
cal observation and cytology experiments.  Based on the status, compound 48/ 80 and apolipoprotein E-knockout mice were used
to investigate the effect of mast cell degranulation on plaque. Methods 40 apoE-/- mice were fed a Westerrrtype diet from
10 weeks old. At 16 weeks old, mice were divided into 2 groups and treated for 8 days as follows: group 1, mice were intraperi-
toneal jected with compound 48/ 80, 0.5 mg/ kg, every other day; and group 2, control mice were intraperitoneal injected with
buffer.  Afier half an hour of the fouth injection, euthanasia, blood was collected from the orbit for measurement of plasma lipids
and tryptase, mice were in situ perfusion fixed with 10% neutral buffered formalin and aortas were removed.  Then aortas were
fixed in neutral buffered formalin, and embedded in paraffin.  Sections were routinely stained with hematoxylin and eosin.  Cor-
responding sections on separate slides were stained immunohistochemically with antibodies against a macrophage specific antigen
(Mac3), asmooth muscle actin, VE-cadherin. The images were analyzed with a Olympus BXS51 microscope and HMIAS2000
software to distinguish the maximum cross section area of aorta plaque and expression of Mac3, o smooth muscle actin, VE-cad-
herin between the two groups. Results Tryptase levels were 0. 54 £0. 29 versus 0. 36 £0. 13 mmol/ L in the Compound 48/
80 and control groups, respectively( P< 0.05). There was no difference on serum lipids content.  Compound48/ 80 group were
compared with control group, the maximum cross section area of aorta plaque was significantly increased [ ( 1. 25 £0. 36) x 10* Hm?
VS (0.79 %0.24) x 10* Bm* in control group, P < 0.05], the percent of Mac3+ cell was increased (58. 6% £17.3% vs 28.
5% £16.4%, P< 0.05), the percent of asmooth muscle actin cell was reduced (36.2% *14.9% vs 69. 7% *+31.3%, P
< 0.05) and the MOD of VE- cadherin of aorta endothelium was reduced (48 £8 vs 65 £10, P< 0.05). Conclusions
Compound 48/ 80 promotes mast cell degranulation and increase the maximum cross section area and the percent of Mac3+ cell,

reduce the the percent of & smooth muscle actin cell and the MOD of VE- cadherin of aorta endothelium of aorta plaque.
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FE DR 24 i mast cell, MC) >R J5 T~ B 8 71 4 240
FEATAEALN, HFEZRE R A& H K
B YEORL, BORL A 2 R AR e Y
pKEES 0 B b )i Y R S D A E R T NS R ok i N
TR 0, NE K 40 f Xt ) fik 4 B A 4L ( atherosclerosis,
As) BEBR I B % B B AT . AT 5T BT R 4
MK, 2 07 TR T B DR 48 AR JF ) ik 54 A+ il
WRAEK BRG], RN EEE A TR
it S A AR FE G 2 H (ox- LDL) 155 3 (1~ 3 UL 48
FEER A IR 240 400 o) 5 e 4 0 9 e 4
B R B B H A Ak, BB K4 S B ko
FEREAL IR ¢ ZR AT 70 32 22 A2 s 2 2 0 ¢ M 401 Jf 22 S
5, A RSV SEI TR AUD . BT IRk,
A VR TEALL F B SE R O HE 20 B i L 5 B B
25 Y0 B ZE R I P9 R 45 R B 1 ( VE- cadherin) ik
BZEMKR.

1 #RFGE
1.1 ##

NEARBEMEREEOE XEBR(REEA
E/-)ANREENEAFEFZFH TR0 A
7 48/ 80. B % i 15 \BAPNA T B Sigma 2\ 8]; A B4T
/N Mac3 — $t  Santa Cruz /A & P& &y & 96 /N |
VE- cadherin — %1 & leG BF F| & SABC %% 4 4R b %
A& KI/D R a MLz & & (actin) — . K 1gG BF
FI & SABC % AL F XA & AB B &K F &
e RN ELEEAE.

1.2 SLEERMIRS4E

10 A EMEEE S E/-/NR 40 REA#T L
¥R RS 5, & M v PE E B AK 2 (0. 25% FEE
B+ 15% M) RAZLRE R, T 14 A¥e, B
MEDNR A A, SH%E 20 R TR A BB F 5
D-Hank’ s 0. 1 mL; 5250 4 8 fi= vE &5 14 64 48/ 80( 0.
5mg/kg RE) 0.1 mL. #H ¥ AT K EEES —
R, FEES 4K

% 4 JKE ST JE 30 min, B RS VE AT 1% X B F 4
BAR(50 mg/kg), K ELER, BE KT £
REAXEBRES K, ET 10% FHEZRERD
M EE 8~ 12h, HHAE, 58 F.

1.3 MEHRERE=HNE

KR B ik 5F R A 8 3 A Ak o A BUI R T A
& H =8 (TG) . RIEEE(TC) . m X ERE
& FE & B (HDLC) fu i %5 & Jig & & 2 E 8% (LDLC) By
&g,

1.4 M3EHHEREAEEMLRERNE

% BB SCER] 6] B 7 & 7 o KRR G
PR E, K 40 L 45 U A AR A A2 1.5 mL Tris HCL
ZR T, B4 G, in\ 40 UL BAPNA — F £ T
PIER, 3 CAL 31T, 20 min &, 30% Z B 4 1 K
K2, 37 BF R 42 o8 6 B i B 410 nm K E R K
B BRI AR Mx10000xV/( A xvxexL)it &
KBEEOBEERE(WL), RF: M AXTENZ
8,V KB RARAR, v A 45 A AR AR, € BB AR
1.5 73KE —RL(HE) &

B AT, TR AH—KHE &, 2
BT A A 60CHE A 30min . = F X iviz
3~ 5min —F % @F#H 3~ S5min_ 95% FEREIZ A3
~ 5min_ 85% FEAEIZH 3~ Smin FEIEK 3~ 5 min
T HAE Smin T MAUEE R 1% 58 AR ALK
4T R AR % 15min BLE T 0. 5% 74T AR VA R
Imin " 85% JE & 32 ML 3K A0 4 95% VE 45 92 2K A 4
T 100% JEAE iviZ# 1~ 3 min  100% JE R ©F A 1
~ 3 min_ “HXIViZHS min = B % (CIZ . 5 min
TR AR A
1.6 BFRBRIEAE KA

F R E A R K, 0. 5% B AR R TE A A
R 1~ 2 min, Z 48 ACGE 7, 0. 01% 7 21 K% K 3
% 30 s~ 1 min, 95% JEAE 4 € 1~ 2 min x 2 2K, 100%
T K 3 min, Z BRI B, A AR
1.7 ®REBAAKFLRE

BT o AU B K 3% H0, 5~ 10 min K
EREETE Y EE, REAYE 3 mnx 3 K, BE
Z9JR; 5% BSA H F &, Ei& 20 min, . £ % &K
R, Aok @A 1050 BN —F(DREIAR R
loG),37°C 1 h 2 4 Ci &, PBS %% 3 min x 3 XK; &
MmaE E AL FRDR(ARRR) LG, 37C.20
min. PBS %% 3 min x 3 J&; & An ik 7| SABC, 37 C.
20 min. PBS %% 5 min x 4 JX; DAB £ #: 1 f DAB
BeRA&. 1l ZEA, miRF &+ AB.C
RAEL1H RIENMETHF. EREE, EHET
4] KR B A, — M 7E 5~ 10 min Z [, 48 K %
Y BORE AL 5 min, 1% 58 KBRS KA 4,
WA 1Ih L L. $EEER A ZFXKEH, +
MRERH A, BHE T RE.
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B Fr, 40 fE 4% T Soaa sk A PR 40 e 2R ( T ik
FeiEE, LR FH M), ¥k e %
RURHRE(HEEZ R E) NEEEERE
AE, (2 BRFHEEET. # RANRBEAILER 2
KEESEU REHRMFREYT R, 40 F45% T N
EEARTFHRE SFESAALTFHAE B FE R,
REAXTEERTAXLTE= @ FEZ AL TH
REIERFHAE.
.9 GitrZEath

BrE $4E A« £5 %R, A SPSS10. 0 #4754
HAE, XAt £k, L P<0.05FlEER
WL EM,

2 R

2.1 k& 48/80 WHAEER E EE R/ R I
BB REERFNT

AW 48/ 80 XTEARE E E-/- /)N R AR A2
CELIHEFWE(F 1, Table 1) .
£1. MBEERSE (x s, mmol/L)

Table 1. Lipid composition of mouse serum

gy 4 TG TC HDLC LDLC
i HE 4
SEIG A

1.30%0.37 12.74%0.93 0.46%0.12 12.02%0.91

0.94%0.22 11.74%3.56 0.53%0.06 11.01%4.13

2.2 L&Y 48/80 X AEEH E EFmbR/ R M
ELRREREEM

SEEGAH /N BR M R R E A RS (0. 57 £
0. 13 w/L) B & & FXF R 41(0. 36 £0. 10 w/L; P<
0.05) .
2.3 LA 48/80 MEBEEHL E EAMBNRE
B AKBER & A E R

Xt B8 ZH BE B (1 1A, Figure 1A) T 2 [ AR A
(0.79 0. 24) x 10* b, SEEG A BEHL (& 1B, Figure
1B) SEHI A A (1. 25 0. 36) x 10* Wm?, 4L ELES,
ZRBEEME(P<0.05 .
2.4 1LE4 48/ 80 1R 1 3 mh Bk S B BE X £ e A i
i)

I8 20 5 PR == 2 ik 47 ISt A 147 A K A4 i
4y 2 B T IR ZH(80. 6% E17. 8% Lk 13. 5%
4.1%, P< 0.05), KWL Y) 48/80 & F (2L K
20 H e R (B 2, Figure 2) o

1. EFIBKASEYIA HE FRER (10 x20)
2H, B sz g .

Figure 1. Sections of aorta were stained with hematoxylin and

A XTI

eosin

B2 EzBAETIRBRREREER (10x100) A
FuntHE 4L, B SRR,
Figure 2. Sections of aorta were stained with Toluidine blue



CN 431262/ R 1 [E sh ikt 4L 24 & 2005 FE55 13 525 3 3 295

2.5 E@WRBKBERA a lshEBAMMEEE 5 F A2 R BAC T X R ZH(36. 2% +14.9% L 69.7 =
IO BN E B BKBE R Y cractin FHYEZHML  31.3%, P< 0.05) ; WL 3(Figure 3) -
=3 - 'P ::— - » ' § _‘“ by = s _ 5 s ;*f<

3. EFHPKAEYIE o actin IELALLE( 10 x 20) A R B ASEIAL.
Figure 3. Sections of aorta were stained with a- smooth muscle actin

2.6 EFHBKIEERA Mac3 PHIELHREE 5 F SR E TR IR 4L(58. 6% E£17.3% b 28. 5% £
I A BN T B IKBEER N Mac3 FHYE4EIRE  16.4%, P< 0.05), LA 4(Figure 4) .

4. EFNPKAEYI A Mac3 fIELALLZE(10 x 20) A AR B ARSI
Figure 4. Sections of aorta were stained with Mac3

2.7 EGNBKERAAEE VE- cadherin SEINZE LA S G 557 35 0 25 B B S AKG T X R 2 (48 £8
SIS ZH B I E B K BEH ) VE-cadherin %3% Lk 65 £10, P< 0.05), WL 5(Figure 5) -

- L= e
S e ‘ F
L .

5. EHBKAEYIE VE cadherin fE4HLALE (10 x 20) A AR, B RSEIAL.
Figure 5. Sections of aorta were stained with VE- cadherin
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M Rt 33 2 ik S B A Ak DI B AR AR B 7 R b A
(BT 902 B, B0 Mok o8 B A A4 B e ik 1) 71 JEE AT P
FERE K 40 M S50 38 2, 27 38 1] DR b e 0 ES K &4 e
UL TEU ) 22 T A AR E T 20 Bk o PR A8 A B B 1)
AR, (AP #E 2 ERAATER IR, 182U
NFEREILG, M ERBHA) S AT ARSI 7K

ARURER FHALEY) 48/ 80 R Is B A E £
R % RIS A 4 Y it SRz, K 2% J okt = S ik B B T
T 00 SR 20 B A (LS B Y~ L4
L 5 41 R B ke Ay 1) P B 4 ) R 50 T R
M. SRIGLE SRR, fELED 48/ 80 HIVER T, 3R
HE B SRR R ROE R O e IR E T
IR ER AN AE 4T i 2 s SR Hh 5 2 B %2 1)
B HAMAS A S B 20%) , T BB TR AL
PR 4T A R U 2K R I B AR, IR AR
BN % e IE KA s S dn . e R
B, P RGeS A& 48/ 80 112 1 JIE K i S8 1) 75
ERAATH . ZTALEW 48/ 80 @i (] A AL il (2 3t
RER4H M B ihs, H Al —BA A2 HE S G
BAME SRS, (52 G &A@ R i
A% i 4T Bt SR R A7 AE S HE AR 9% SOk
R, 73 Yl A i e 0 T AR T JR O 45 4 2H 41
RE K40 i ) S e Bk o R I, SR 3 3 koA o e £
HEEY) A R e, DAL U 3= B0 Mk IR Kk 41
PSRRI Tl &5 SRR B, S50 2H B R ) 3 3h Bk 41
I St AL S A & L P B A 186 0 . (LR i 7 BRE B P
RIER AN, 1X 5 A BE ey A7 78 B R 40 i 5
Z 5, WD FIWIX A2 BT PR 2 5 B .

A 48/ 80 (F 5 T B E BRI R AR
22 kB P T AR 38 K, 7% B AR K 4N i 2 i B R 1) R
&, A EL ML, T Re S R AT 2 ME Y R A
Ko WHBMAIERAMELES 1((MCP-1) . B
A2 MR A la( MIP-1a) B W40 % 1E 25 A 18
(MIP-18) %5 Z Fhi& b 57, nTEF T S A% 40 i, 1 4h
JE I B R 20 B N IS P REE, 43 R A L, ) i
Zf) Ik ks R RS A L B

FBIKBTER P Mac3 PHIELIHL A E 3 R T 5, A

AR T4 & L 554 40 A )3 N R 434k, 38 1] g
Sk B TIE VLA M i 4k . Rong 2512 (B s 45 R %
B, i i 5 H /N BR 20 ik T3 LA Y o actin 3R 38 V5
/b, Mac2.CD68 FKiAHE 22, & i J5 ~F- 1 L4 i v]
] ELR A A A . AN SIS, SEEGAH F B Ik BE R Y
aractin FHPEZH AR 4 B0 AL b, nTRe 5 LG
W) 48/ 80 Rt T WL4H ML 9 G I SR 4, BB 7 o
actin PHPEZHRREE AL N Mac3 BHTEAHRE AT E . VE-cad
herin #2 L5 P B2 200 M R S 3 008 (1) 495 9 1 0 8t 12 11
Ko, M RN RSN KR mEE. BT
of A K 41 i 2 75 {2 3F VE- cadherin B A7 16 — 5
R LT, A sad g SR R R, AR K 4 A SR T
{3t I P VE- cadherin P, J5 2 1T B8 & AE K40
R SRR AR 3 B R R AR R ) B AL 2 —

[ 5% Rk
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