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[ Abstract] Objectives To explore the change and clinical significance of circulating endothelial cells
(CECs) in the peripheral vascular as well as ascular endothelial growth factor-C. (VEGF-C) and its receptor
(VEGFR-22, 3, 3) in patients' serum with acute leukemia. Methods We detected the percentage of CECs in
66 cases of acute leukemua patients using flow cytometry (FCM) and the level of VEGF-C and VEGFR-2 in serum
from 66 acute leukemua patients by ELISA. And dynamic observation of 43 patients with AL changes before and after
treatment. Results 1. The comparative counting of CECs in the peripheral blood of AL patients at the time of
diagnosis as well as CR group and NR group were significantly higher than control group (P <0.05) . The
comparative counting of CECs of in the peripheral blood of CR group were decreased than NR group (P<0.05) . 2.
The levels of VEGF-C and VEGFR-2 of AL patients at the time of diagnosis were significantly higher than control
group (P<0.05), there was a significant difference between the two groups (P<0.01) . Patients' serum levels
of VEGF — C and VEGFR - 2 were reduced after treatment, and there was a significant difference between the two
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eroups (P<0.01) . Conclusions In patients with acute leukemia, comparative counting of the CECs is increased

significantly in the peripheral blood. Comparative counting of CR group is decreased, as compared with that of NR

group after treatment. The levels of VEGF-C, VEGFR-2 related to the growth regulation of CECs are significantly

higher than those of control group.There is a certain relationship between progression of disease, curative effect and

prognosis and the levels of CECs, VEGF-C and VEGFR-2 in patients with acute leukemia.
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HES B v R e IS 220 2 o= AT R 3 F TN
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PIEAE AR S SE BRI (pg/mL) .
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Fig. 1 The test results of peripheral blood CECs in AL patients by flow cytometry

2.2 AL B2E¥)84E. CRZA. NRASXRBAN
JE 1 CECs #B3HiT#HI L 5%

AL BBEVIAL . CR 41, NR 44N i FpAR X}
T BRZH B B, P<0.05,; CR 41 CECs #H
X5 NR 4180 s (P<0.05), DLk 1.

2.3 AL &2FMmiE® VEGF-C. VEGFR-2 7k F
T

AL BB F M3EH VEGF-C. VEGFR-2 /K P-4 %}
WA BT, Z2Ra501FE X (P<0.01); AL
BEIAIT G VEGF-C. VEGFR-2 /K 2 i 404K T
KRR, FENGREMM 2 HESFEHI¥E
X (P<0.01), WL 2.

®1 ALEEMAA. CRA. NR A5 RASE M+
CECs a3ttt [% ,(x+5) ]
Tab. 1 Comparison of peripheral blood CECs between
first treatment group, CR group, NR group and
control group [% ,(x +s)]

41 5 n CECs #3114 (%)
WIAH 43 0.019 +0.129"

CR 4 28 0.005 £ 0.022*4
NR 41 15 0.020 £ 0.130"

X 2 10 0.003 £0.012

HxEA L, 'P<0.05; 5 NR HE, 4P<0.05.
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Tab. 2 Comparison of peripheral blood VEGF-C and VEGFR-2 levels between first treatment group and control

group [%,(x+s)]

4 5 n VEGF-C ¥ (pg/mL) VEGFR-2 ¥&JE  (pg/mL)
CNGE 43 2.8922E2 +77.11323" 7.9646E2 + 129.04400™
CR 28 179.30 + 67.9442 49727 + 112.36™

NR 15 267.22 + 85.61 779.16 + 109.98

X HEZH 10 1.8630E2 + 71.74327 5.1447E2 + 108.86364

XA, "P<0.01; 5 NR 4L, 44P<0.01.
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