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Abstract: Objective To construct mouse model of acute myeloid leukemia and detect the expression of ANGPT1, ANGPT2 and

The HL-60 cells were transfected to NOD/SCID mouse

through abdominal injection to construct mouse model of acute myeloid leukemia. Then identify mouse model by histopathology and

Flow Cytometry. The expression of ANGPT2,ANGPT1 and VEGF mRNA in the tumor tissues of mouse model was detected by

VEGF gene on the cells its as well as the clinical significance. Methods

real-time fluorescence quantitative PCR. The expression of ANGPT2 will be analyzed on the survival time of mouse model by
Spearman's correlation method. Results Mouse model has been successfully identified by histopathology and Flow Cytometry. The
expression of ANGPT2 and VEGF in mouse mode was significantly detected, which was that of higher than normal group (P<C
0.05). The expression of ANGPT1 was lower than that of ANGPT2 and VEGF, there was no significant difference between AN-
GPT1 and normal groups (P>>0. 05). The higher expression of ANGPT2 in mouse model had a short survival time in mouse with
acute myeloid leukemia. Conclusion This study showed that ANGPT2 mRNA was over-expressed in acute myeloid leukemia. The
increasing expression of ANGPT2 mRNA may lead to poor prognosis in mouse with acute myeloid leukemia.
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21 ANGPT1 JE[H ;9 iR 41 ANGPT1 A

E 2 PCR #$7=4) 2 0 3R B 45 B2 B BB ik

2.2 ANGPTI1.ANGPT2.VEGF mRNA Z3k/KF  H 10 i

25 M 5 R ) ARSI /0N BRI b R AL U B R AL, 10 1) oK 8 A A
Jb 38 /N Bk BB 41, RQ-PCR #4811 ANGPT1,ANGPT2
VEGF mRNA #%3k/K ¥, ANGPT2,VEGF #l p-actin :H §"
B 7V A I 2R A3 AT R T AR R B S —  w HEBR AR R S
. BN SR PCR 34 7= 91 2 2 % B s b 58 1 A vk ml
I, ANGPT1 %&3F 197 bp &b, ANGPT2 %£3F 146 bp 4, VEGF
0T 105 bp &b, HAWECE W22 Tl Z R MR 4
PRGBS R S ST LA 2,

2.3 ANGPTI1,ANGPT2, VEGF mRNA 7 # % 45 F %} B8 21
Ty EE  ANGPTL L —A~ 5% (H 13. 642, HE4T 511 2% 4
Mr. @R R RBIAIA 5 IE % 4 4, ANGPTL mRNA 3£k %
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3,

2.4 ANGPT2 mRNA ik it 5/ BUE 77 0 40 56 1 43 B
THIELE 0 8 R /N BUAE 72 0 (38, 6 4. 1) d, 1 ANGPT2 iy

FTREF 201552 A% 44 5% 58

mRNA 2350 46.963425.742 3, K T#H— S HH - H 2
] & 75 /7 75 ¢ %2, R F Spearman A ¢ 73 # . 45 R B R AN-
GPT2 £:H mRNA R 5/ REFHREAMEXXR (P
0.01,r=—0.997), LI 4.

1.5+
P=0.603 8 150+
P<0. 01 150+ .
.
1.0 ® 1004
100+ e . P<0. 01
° ‘. L 0..
- 5
L =b 1
° .
® ® 24 [
® e ® 14 N
0.0 ® T ) v M 0 . .
A | h F B LT E#d c  ama Ex¥4a

A:ANGPT1;B: ANGPT2;C. VEGF,

3 ANGPTI1.ANGPT2.VEGF mRNA A yiax kit s

45.0000+ o
o

42.5000
/N 4000004 oo
R‘ 40.0000
2 )
1

37.5000

o
35.0000 o]
o
32.5000+
o
0. 00'000 20. D{)ODD 40 0:]000 60, 0'0000 80, UEDOO 100 O‘UDUO 120. 0‘0000
ANGPT2:4 3k it
4 ANGPT2 mRNA RiZE5/NMNREFHH
18R 547 &
3 3 ®

ANGPT 2 i & A& B —KE 7, 2 — PN RBEEFR, AN-
GPT %5 VEGF £ L4 (¥ 35 A= Fa e LA RGR Ak v B B[R]
VEF AR 3 rogg M 07 AR 1l A8 1 TR B O E R I AR K LR 2R L
Borp kg B . 3 A 9T TR M & B A R AR A R B T
VA S 000 i 8 T ) — 00 B A I R A R R A R
7 I A R By TR ST 11 76 A0 i A P B R A0 B A L T R
R0 105 T B 10 5 B . Padro 25 F9Y R IR ET A2 1 AML
B RN 4 % (microvessel density, MVD) & 1E & X} I8 24
W) 2 15 Gl A Y7 38 58 4 22 % H B 8 A0 T 400 1 359 b B B ARl A8
HETHET 0% MAXHTEEEMENTHT 17%., X+
SR EHE S IEE A EAE MVD TR E 2R, LW MY
BAEAE AML B9 R R AL b vl AR 5 | Z W /E M T MVD 1
VR R B R YR T I I A Y I A A Y R 4 L
RETME ANGPTs J VEGF®!, Muller 27 Tarai %5 %
5 I H IR H R, BT 2 R R R 1 AML R 3 b AN-
GPT1.ANGPT2 7 % = i) P 2635 %, JF HL 5 4 Ak 40 1 ) %%
R IEA X, Schliemann 25 s 4H 41k 24 8080 T AML
BE G RAR A ANGPT1,ANGPT2, TIE2 (1 23515 80 .

UESE T ANGPT2 78 AML (83 1 & #8 b & & 35 i ANGPT1
HIEWXBATL R FH 27, i —LIEH T ANGPT2 5§ AML
B 5 S A 5. Schliemann 250770 ] ELISA #6068 451 37 #ff
% AML &% 3 b ANGPT2 /K, % 8 & K F ANGPT2 %
WEAR.

H i R 9258 v R 2 AR T AML G & 1 B 6 #1 4k JH
I 5 AT R DR A I L R B B Y R IESE T ANGPT2 £ AML
R B A R I R I3 v i 225 LS AML AR E 1 B 2 S
o AHJEIR AT ANGPT2 1 5 5 4 B0 58 e B0 4 1647 I IR IR
IT I 4RE  JF HHAR G 1 L 3 Sy R s AR 2

ARAFFE R NOD/SCID /) s 244 7 AML #5835 ]
RQ-PCR i I 2 455 ) 3y (1) AML /)N B i 98 21 4, i 52 & 90
ANGPT2,VEGF mRNA {335 K- FE 0 A B F 1w, 2 5
Gt X (P<<0.05), /i ANGPT1 mRNA i ik KV 5
Xof B8 4] TG 42 3 25 S (P>>0. 05) 3 5 SCHk[4-6 1l PR BT 9% 1 45 S
— 3, /R ANGPT2 mRNA 5 £ A7 AML (1) & f h A &%
B EWR R TR, mRE ANGPT2 1/ B A 7
Witk ANGPT2 kK /N BUE , R A Spearman A1 ¢ 43-#1 R
ANGPT2 £ mRNA ik 5 5/ BUAE 72 01 A = B A 6 ¢
Fo Ho GG, d vl 48 & R 35 1 ANGPT2 5§ AML 1y
TG SR 56 . %k ANGPT2 i AML R AR .

FF X ANGPT2 (¥ 5 55 78 S5 0 Hp th A K 3 0 4R L IF 5%
KB ANGPT2 B4k 5 K™ . st . J @l % 2 f
SRR R 2B WG A G, (A E RS G PR B IR YT
HEBE T 9445 %, Hashizume 207 i Fl ANGPT2 % £
PEHAD BN Lo ~L; BhA R BRI NG R S AR RS A 0 D B
REHY R B 7 vk R S g A= AN I A B AL Y 5
VEGF £ I HAEH 0 o B 8, A7 2% 0" R 3. 19. 3858
Fe ANGPT2 $iiff, A s 3 il 112 2 1 1) MMTV-PyMT %,
i g R J gt i 5% 90 100 i A5 184 A R Ut R L R AR M R T B
W 41 g ( TIE-2-expressing macrophages, TEMs) [ TIE2 ) £
K AT RLREAR T R i A R A

KBRS, T AML NOD/SCID /N R 5, I 7E mR-
NA ACEFI IR v R U & B E T e S EH I RQ-
PCR #4T T ANGPT2,VEGF K ANGPT1 & {4 A0 3¢ K 1 ,



TREF 201552 A% 445558

KB ANGPT2 , VEGF mRNA i 338K V40 IE 7 4 & W
M ANGPTI mRNA i RBKFHIERHAL R EZ R, HE#
ik ANGPT2 /MR A Bt ANGPT2 a3kl /N BUJE , i
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