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purpose of this study is to investigate the effect of B-AP on U937 cells.

Flow Cytometry

Aim B- amyloid protein (B-AP) may play some important role in the pathogenesis of atherosclerosis. ~ The

Methods The B~ amyloid protein was added to the

media of U937 cells and the apoptosis of the cells was determined by terminal deoxynucleotidyl transferase— mediated dUTP nick

end labeling (TUNEL) and agarose gel electrophoresis, the cell cycle of U937 cells was analyzed with flow cytometry. Re

sults TUNEL and flow cytometry showed that B— amyloid protein was able to induced apoptosis of U937 cells.

of genomic DNA showed internucleosomal fragments of DNA.
U937 cells.

TE ) fik 43 A i 4K ( atherosclerosis, As) )& 42K
JEH, A% B R RV LA 40 BRI SR TN As I
Jo A BT RS B AR Y, (B 3L AR T B AL 1 A -
s o VR DURT BB 7T B As BE B 245 1
VﬂBEémﬂﬂﬁﬂf‘ﬁEHﬁ:Ffﬂﬂﬂeﬁﬂﬂ F Y BIEM R H
(B—amylmd protein, B-AP) #&10, B-AP 0] 5| fZ L& N
B, 32 B-AP TESI K FERT AL (1 & A4 Kk 8
R RERC EEAE . BAP A 2 MoRIE, NN K
20 T LA M R AR 3R i /AR . B-AP 2 75 AT A
BRI T, 245K WHRkIE. AL BAP 4
T B R 20 P SR VR 1 U937 4, P A A TR
DNA Bt bl e 1 i vk S im Al B AR 43 4 B-AP Xf U

[TEERMN] XNLL, &, 1974 4 6 H A, Wdbg L m A, R E
BRI R 2 25k B, B2 T AR 3 b 500 2 4 B A F 90 i Al - T
T B, L, dbnti AL dEntBE R S R, B 5 R, KRR
%% Wk DA R D =0 i B K A D S —

o R BN, BLBE AR S, R BB ERE, GIRIAER
»Hiﬂ&/y EA K T,

Conclusions

Electrophoresis

B— amyloid protein could induce apoptosis in

937 U ME T B SAE T

1 MR5REE

1.1 U937 fHRERILE = R AL IR

¥ N\ BE A e 40 U937 (T B B R
bt L g s MF R EAJE R4 10% 54 1
7 (Hyclone) #9 RPMI1640 % 5 # ( GIBCO) ( fm A 100
k/LEEZM1I00my/ LEEZR) T CO, AR FRE
Fo WE6REM, BERHITHA N 5x10° MM,
AR ERIAARE, FHLA WA 2 mL & 10% fe 4
mAERN 1640 ERE, HPHILAESE SR, Sk
v, FRILEILE A BAPI-40 0. 1 mg (&K
B 11,550 mmol/ L), X WAL EILFMA B
AP1-42 0. 1 mg ( #9& 4 11. 076 mmol/ L), 4 7| F
12h A 24 h WEBA. A &ZHRMFZBN p21
FoFasN (AT S E HIEHAT) ZE K.
DL 55 R AR A AT 2R R 35 -



CN 43— 1262/ R ™ [EH s ki {b 2% & 2001 458 9 55 1 1

41

RN —L AR A
REBAPAEWARTE LT T, WHH 1x
10° 48 ff2, 800~ 1 000 t/ min, & /% 5 min, | PBS & &
M, B, FLEE, A 1mL 70% 8 4 CH £ 3 &
J&, B, 800 1/ min, 8 min, 7 L&, PBS %, H & A,
R 0.2 mL K, im RNA B8 10 UL (£ Z H 50 g/
L) # 4, 37°C 45 min. 774 7 %2 ( promide iodine,
PI) 50 UL (£ & E & 50 ¢/L) &, fn PBS £ 0.5 ml,
WA, ACEAERE 1 h. BARIER, 7R 4N
(%[ BD /\ &, FACS420) %, i€ ¥ % W K 488
nm 24L& R K.
1.3 #RAE DNA AY3R YA EERR R k!

F B-AP A FE4E B 24 ho UK # 10" B, A 200
xg B 10min, 77 F3E. A 1mLPBS EEHM, &
N, FEWE. mBEMEE A0 UL, EA MM, 37C %
I 12~ 24 ho v 450 VL F# 8, &4, A 5000 % ¢
B 10mine ¥ FEAME EEWMBE— K B L
JEAKAE, A\ 450 BL &t 2 R EE(24 1), B4, RS
000x g B0 10 min. %% F EAAE, i 0.1 KM
3mol ZERHF 2.5 MK B, BY. ERA
A% 10 min 2~ 20 C 60 min, 10 000 x g & 10
min. 70% ZEE k& 2K, RTHEE T, K
A 100 UL 4 RNase B9 TE & 9 &+, E- 20 C %
# . DNA % % Jf Beckman DU-640 4 % X E it 2 & .
1% 3 g 1% %t f .9 J5, #£ Image Master VDS ( Phar
macia Biotech) (X T W2 DNA F ¥ 16 % .
1.4 BERUgT

1.2

L1, EEARE—F, 24 hkEHHE. A4% 4 F
B EET = I8 B £ 30 min, PBS ¥, /7 0. 1% TritonX-
100 % 0. 1% ¥ % B 49, & 4°C 2 min. PBS &, fv
50 ML TUNEL & A7 3% 2 7%, 37 C R AL 60 min. Ar 50
WL, 4 M B BR BE B L L ik, 37°C RO 30
min. A7 100 ML K47, £ % & 10 min. PBS ¥, 4
T

2 £ R

p21 # Fas IR ZHLDUFLER
43 B B-AP1-40. B-AP1-42 &3 12 h, LA p21 #1
Fas N—%1, & DAB Jeta, B FURLAR 25 BL 24 h 1
B-AP1-42 4 p21 A—Pi, AR Z B KER R T
AHMAZH; DL Fas A— P, A EZ R AR (8 f0RE
THOBEA K H . 1M LA B-AP1-40 2 p21 y—HihT,
A 5 B IR R ER Bk T 4l fE A% h, DL Fas N—
Pt, B R I ORAR BN T F RN 2R
2.2 R HHAEEE LS

F B-AP b3 U937 4 i 28 i XAt M A ezl
P, 2 B-AP1-42 KbFE [ U937 400 G1 e 72 ) H B Y.
BRI MRS RY (B 1, Figure 1) o XFIFES
YHARLYE T B AR AE AR F, U6 B-AP1-42 B {f U937
MR, & BAPI1-40 4bEE ) U937 41 i, B
TR B S . 5 4 A 0 A (H = S T
XTHE 4 A BAPI-42 4H 2 6], & B-AP1-42 b HE 1Y
U937 20 A I8 12 K N 34. 4%, % B-AP1-40 4b HE 1
U937 MM T=F N 3. 0%, S HBRHFEHT-F N 0.9% .

2.1

F in situ cell death detection Kit. 28}l B 4 & [

=] N

? s >

0') -t N

] A R C

b € ¢

3] 3] 31

(& (8] (8

) 1c
A o i S |
Py b vl b IR LR 1R L L R
1024 O 1024 0© 10249

DNA content

B 1 s 4 R AR 2 40 e A ER
Figure 1
cells treated with B-AP1-40
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Flow cytometric determination of cell circle progression.

DNA content

A: cultured U937 cells, B: U937 cells treated with B-AP1-42, C: U937
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Figure 2 Agarose gel electrophoresis of extracted total cellular DNA.

treated with B-AP1-40; land 4 : DNA of U937 treated with B-AP1-42.
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Figure 3 Terminal deoxyncleotidyl transferase mediated dUTP nick end labeling apoptotic nucleus of U937.

group treated with B-AP.
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