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) 40 L Y 2 ) JGRH B AR . (350 ] NHL 58 4% ( CR) B L7 h VEGF (ES AKF B V/E W HE# BT 122
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HAH (P >0.05) . 39 filE %/ G NHL 82 (RRP) (ML {i§ 4 VEGF /KF B 3% & F IP 41(P <0.05) fHH ES KPR
HARHE(P>0.05) 3 V/E HAHIER B& BT 1P 41(P <0.01) . @NHL 8 F & VEGF [ES KV-LA K V/E Ho(E 5 H
Ja4& 45 LDH CRP B,-MG ¥ 5t 5 35 IE 4156 7% VEGF (ES P& 2 ] /52 i % IEAHC. &5 NHL 835 i VEGF (ES
ARF-TH R, 5 906 L 98 100 P 5 8 670 77 A/ DD O, L 9 (L V/E) X NHL BB 6T U P S L
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Clinical study on non-Hodgkin’ s lymphoma by determination of serum VEGF and
endostatin levels

XIE Jia-yin', XIANG De-bing'?, WANG Ge', LI Zeng-peng’, ZHONG Zhao-yang'®, WANG Dong ' (' Cancer Center,
? Department of Pathology, Institute of Surgery Research, Daping Hospital, Third Military Medical University, Chongqing 400042, China)

Abstract: Objective To investigate the relationship in non-Hodgkin’ s lymphoma between the serum
VEGF and ES levels and the factors of clinical characteristics, treatment, and prognosis. Methods The serum
levels of VEGF and ES were detected in 162 patients with non-Hodgkin’ s lymphoma ( NHL) and 50 healthy
persons by ELISA method. Results (1) The serum levels of VEGF[ (198.97 +17.92) pg/ml]| and ES
[(34.82 £7.91) pg/ml]in NHL patients were significantly higher than those in healthy persons, respectively
(P<0.01), and so was the V/E ratios. (2)The serum level of VEGF and ES and the V/E ratio in NHL pa-
tients were closely related to clinical stages, malignant grade, and bone marrow invasion ( except for VEGF) (P
<0.05), but not to the histological cell classification, age, sex of the patients. (3)The serum levels of VEGF,
ES and the V/E ratio in CR patients ( CRPs) were significantly lower than those in initial patients(IPs) (P <
0.01), but significantly higher than those in healthy persons( P <0.01). The V/E ratio was not different. The
serum level of VEGF and V/E ratio in 39 relapsed/refractory patients ( RRPs) were significantly higher than
those in IPs, but not different to ES(P >0.05). (@The serum level of VEGF and ES and the V/E ratio in NHL
patients were found to have significantly positive correlation with the prognostic parameters including LDH,
CRP, B,-MG, and so was between VEGF and ES. Conclusion The increased serum levels of VEGF and ES
were associated with the malignant grade, tumor size, and poor prognosis in NHL patients. Determining serum
VEGF and ES levels combining with the V/E ratio are useful for treatment and prognostic judgement of NHL pa-
tients.
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A 2001 42 H & 2004 4 10 HRFREEFE2 R4 NHL A3
HRIILE VEGE e ES AKCSF-HEFT R, 23 47 3 5 16 38 i B
SN A 23 SO A B Al 3 B s S0 I 4 A LR I S
(LDH) .C JZ R # 1 (CRP) B, fEkH H (B.-MG) 1L K4 A ifn
MM THBFEAE R . 162 5] NHL w4 54 (1), B4k 108 61 4
W 20 ~78 27 -1 52,85 % HH{UARENS 56 % F1A (IP) 122 {7
PENTRIF WS, 57 5| ] CHOP 55 5 %8 IEMUbYT + BT, 56 45
A CR)SO ] MESA/ & % (RRP) 39 il ; 905695 ] 40 ).
TE X B2 R 3R 8 (A6 v o ) B (A4S 5 SO 3], 4 0% 19 ~
76 % 151,85 % A 54 % NHL FB 3 B2 20 )
AHEIH S M WHO (1997 4 ) b #1985 45 JlL # 23 Db 1fE
Il A 73390 74 2R Y AnnArbor 23 B AE (I RETHE 40 4], o 88
P 84 {1, e A 38 9. I BRSR I T M 25 ) T S3 () L
W49 (5] IVIB1 35 fal. T A 32 9], B AL 130 3
1.2 #RARE SN
12,1 FEREH L% A endostatin Sandwich EIA {7 &
¥ [ 3 [E Chemicon 23], A VEGF ELISA 57 £ W [ 78 5 3
A CRRAT BAY W WA N R I CliniBio-128C,

2.2 FAREEHRE A FHAE B SE 5 il e NHL G5 sy
it BT R AT K L 5 ml, %2 3RECE 30 ~ 60 min J5,5 000 x
g B0 10 min, 43 BT L 8805 45 1003 93 3 A 2 ml, Eppendorf
W, —20 CAGIRY W T
1.2.3 Kl 0 4 2R g i W A5tk A, A Clin-
iBio-128C Ffibr (L 5E FIr g 285 4 , VEGF 4G % 4 & 450 nm; En-
dostatin £ 1< 24 490 nm .,

1.2.4 5500 (DVEGE  fEbRE AR T L4 4R
M2E  LUbrR i e BE AR 4 AR A SR BB (D) PR AR A, L
T A A5 Bt i ) AR B A B R ARG D (450) {1 T 7 b5 1
M2 b L Lk . @ Endostatin: 7624 X 5 AR R AR LT T4l

BROEM LG, LUBRE v HE PR A b B kPR ) LD (i
SR, VLT P 2R T B % B Y A B A O L A A R D
(490) (AT E AR UE 20 1 5 1 BEWCFE . 7 A7 b 45 7 5 K ) 2
U O i
1.3 %hitsam
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2.1 NHL &% fo ik VEGF & ES K -F 5 ¥ 3t 582
18] 44 Yo 4%

162 fii| NHL f & Fl fet B A 1 5% VEGF 7K ¥ {8 4 5 K
(198.97 +17.92) pg/ml FI(31. 58 £ 6. 68) pg/ml, #i# 22 R AL %
B3 (P <0.01), M5 VEGE/ES(V/E) (4L B 3% & T iE 3%
WHE(P <0.01), M1,

F1 NHL EES#EAMTE VEGF ES FKFRILLE (v £5)

il % VEGF (pg/ml)  PIEINE (pg/ml) V/E L% )
NHL £ 162 198.97 £17.92°  34.82+7.91*  5.71 £0.28"
IE ) e 2 50 31.58 £6.68 16.80 +3,87 1.88 +0. 15

a: P<0.01, 5% 04 Ho4
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0% Z

3 Aof o 0 4% SRR ] 2 (5] 9 4 O 4047 B « NHIL 8 3 L
VEGF 5 ES AKFLAK V/E FLAETEASRIAF IS PR Al e R 2z
(¥ TE R FMEZESF (P >0.05) o FEAG A R HEE LM B =3
Z A% F RS0 VEGF \ES K- & V/E H {3417 76 3k
W EPEE (P <0.01) ,F W) 3 WiHFR 5 NHL 8% B
FEA K. V/E Hf 5 NHL BB L34 VEGE ES /K F @ 3
ANl i AL T VEGE 748 % . (M8 # 7% VEGF ES K
- 55 AS [l R 4301 22 0] S 7, 45 301 22 0] 0L 3 VEGE JES 7KL
K V/E HE A PR 25 57 (P <0.05 ~0.01) , &M 3 Hiids
faidh 5 NHL J8 G o A ep A5 G0 50 )7 & i f=H 90 ) NHL £
ML VEGE /K 50 E i (250 ) NHL f8 ¥ IO i 51k %=
(P >0.05) AP ) ES KF K V/E HAE A7 1 B E 1%
H(P<0.05~0.01), %2,
2.3 A K/ B R NHL &

VEGF Z ES 7K -F 64 Hudi

162 i) NHL B # b A7 122 k%) & &, 2067 e il 7 58
RO S/ METR B I ) VEGF B¢ ES ¥, 122 f6i] NHL
W &41(1P) 55 50 Bl 58 228 i 4l (CR) Hed , Hoaf i VEGF J& ES
AKFLA B V/E {49 k4 22 57 (P < 0. 01) , % NHL
B RGEYT G L VEGF K ES /KF 27 5% R FE, i
CR 4R 13 VEGF B ES /KT 2K 12 8 T IEH# AN (P <
0.00) {HFEHK V/E [LHEEEERNAHL(P>0.05), %
W] CR &M VEGE B ES K-k [ AH 4 Ffif. NHL &
Ye/HEE Y (RRP) 134 VEGF KPR EE T IPH(P<

BB 2 A e



52 1

WFEED, AF. AR AT G LR LS VEGF B Endostatin KPR R I ARG 131

0.05) ; T P41 & MY ES K2R AW E(P>0.05),V/E
ez ) b, BT E R B E (P <0.01), )LE 3,

2 162 il NHL fB& 7% VEGF & ES 5lapRE R LR (x £5)

(N S s VI
()

<) ¥ 121 197.75 £17.82 .08 £7.81 5.8 £0.76

>H) % 41 A0. 283 £18.25 35,58 +7.97 5.63 £0.68
PR

L1 108 197.68 +17.9% 13.68 £6.87 5.87+0.77

b R 199.79 +18.92 36,01 £8, 12 5.55 +0.65
HHE YR

(IRFEEE: 40 136,96 + 16. 88 27,95 +6.12 4,90 £0.58

LT 84 199,24 + 8. 86" 34,59 £7.87 5.76 +0.74°

AL k] 258,23 +21.72° 41,13 28,890 6.28 +0.86"
ST

1 5 8.2 +14.26 8,92 6,10 4,12 £0.57

1l 3 132.07 +16.50" 27.48 +6.55! 4,81 £0.59"

1l 9 290,78 +21. 23 36.96 +8. 28/ 6.79 +0.88'

v 3 312.78 +25. 24% 49,32 £9,92¢ 6.3 +0.85"
Aty

T 4l k7 201,21 +18.97 15,87 £7.98 5.61 £0.66

B 4l 130 196,62 +17.59 .83 6.8 5,81 £0.65
FHbEAL

H 0 20,02 18,29 3708 £8,37 5.41 +0.611

x 112 197.28 £17.23 R.86+6.75 6.00+0.7

w: P<0.01, 5 &R &M LA, by P<0.05, c: P<0.01, 5 A%
M4 d: P<0.05, e; P<0.01,%5 [ M4z, f: P<0.01,5 11
Mrb#t; g2 P<0.01, hy P<0.05,%5 M rt4e;i: P<0.05, j: P
<0.01, 5 £F #4210k ik

#&3 NHL BH M VEGF ES K LSBT HRMER (X £5)

gt P VEGF(pg/ml)  PIRINE pe/ml)  V/E (%)
WGl (1P) 122 189.23£16.92 33.85 £6.92 5.59 +0.69
SEARMMALCRP) 50 40,52 £7.21" 19.71 +4, 58" 2,06 +0,21°
HEAELAI(RRP) 39 248,54 £20.520 42,32 £9.69 5.86 +0.75"

a: P<0.01, 590Gt

2.4 NHL %% 7% VEGF & ES K-F 5 /5 48 % 45
A VAR S ) o b ALt K ARG b AR

i1 6 NHL B f5i VEGF J% ES 2K F 5 H: LDH CRP,
B-MG L2 B A1) ifn 290 314500 77 A 0 143, 24 I A8 8 i it
LDH 5 VEGF /K3 R V/E i S 3k 4 B & EAH 6 (r=0.32,P
<0.01),1i5 ES K52 BEFHMK(r=0.25,P <0.05) ; B #
I B.-MG 5 H: VEGF (ES 7K 52 g ¥ EAH K (r=0.28 P <
0.05) 15 V/E HfHRAER 3% EH3E(r=0.38,P <0.01) ;
BF MG CRP 5H VEGF (ES 2K LA K V/E LA H) 5 &% 0E
FAK(r=0.29,P <0.05) . A& 5FJE A /i 05 g
VEGF 250 2 F 42 (r=0.24,P <0.05) 4}; WBC  HB 58 ¥
M3 VEGF \ES KA K V/E HARY 0B A e E(r=0.12 ~
0.17,P>0.05) ; NHL B # 1.5 VEGF F1 ES W 2 [A] 5 i 3 1

FHHE(r=0.26,P <0.05) ;1M V/E [L{E 5 E VEGF K8 JE4
W EHSE(r=0.41,P <0.01) , 5 ES 7K OF 5 ¥ 1E 56
(r=0.27,P<0.05).,
3 itig

fif 55 460 ES Fll VEGF J3 A I frcoi 5 S 1
TR0 11| R v R 111 . R O RSN
HE R 24 A e R ) D 2 1 X VI-C o o K e R B
LA T P Rz 440 0 8 B RN AT B8, R S A 2 AN o
I WA SR B ES nf LS i P i 40 0 o 2 45 100 4
A R A ) 22 % (55 8 B, A4S VEGF ) bFGF i &
W B S o VEGE & — R (1, & fE K
LG P B2 40 I A 1, () B R O O A A I 2 L A
FF PN B 20 M #9820 L 11 % 7% ; VEGE A
AW RCEF AEANA , S 42 0 /NS, e 2 s g LA
VEGF"' . Kuroi 2 K I T 22 F i A F & 1002 (1
ES fil VEGF /K0 5 3 B . ASHIFST 2% 8 7 NHL &8
F i h NHL 8 M VEGF (ES 48 E 77 AW G 1Y
E(P<0.01),i% 5 Bertolini 25! Fj ELISA 1% %2 36
fil NHL [ i VEGF | ES & & 1945 % — 2, i A4 wf
TV T V/E EU AR A8 bR A P 1 S (D WL %2 1M 7
VEGF | ES #& F 5 sl B I A0 F2 B2, 1 NHL 8835 (19 1
P S B TR AP <0.01) , 7] VEGF ES & & T+
JEAEAT, L VEGE 5 BT 8y 55 R B &, S0 mT E 25 i
R Z gk, [ e AR B T LR A ES i A
P G B AT P A RS AR B UV R 1 Y
YER., @ah& Mg NHL 835 i V/E A, ol BAW
25| M55 VEGF \ES & i i s 1697 08 oL i 2281k

i HE A [ I P 5 B AIE Y NHIL #8385 L i
VEGF (ES % &, 16 3 Fopy Bl 2 28 R (il 3 VEGF (ES
KELI K VVE WA FHEEE B EEEF (P <
0.01) , & W Fifi 25 3k B 987 110 0 M 44 B 189 o, 3L 1, 37
VEGF ES 7K -5 [a] iF 7F 85, £F:Fifi V/E L (8 5% g
KR AL VEGF (ES 7KV F 8 I AN, 1 LA i
i VEGF T} & o8 3, Hs B H #f # AS TR, Feldman
AT S IR A MR 43 VEGE 4, th 7k ES; VEGF
AT HE R T PR 4 4 0 22 i I A AT R T A
GRS . A% St s Bl NHL £8P 40 300 4, 3L
117 VEGF \ES 7) 5 #4 [a] i TH 55, He V/E Fe{f o 3% i
KAk fELIL/ IV 3% VEGF \ES /KF-FH i R 1
Ee 1/ 10300 6 0ok B 3, PRLGGZ 3 0T b ] L ) Sz
e NHL A8 % i o fir S 2 22 72 B, A BIF 98 i 2 /i
NHL {6 (240 # 4L ES /K7 T LA B V/E e Aff R
i, SAEE B0 LA A W 227 (P <0.01)
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i VEGF 7K-FE B FH PR (P >0.05) , H B X Fh
AR R R HE AT BB By NHL A8 35 B B S 0 1 3
FE ST A SR 2 bR A 1 4 00 R ik A
SR ES, M5 |2 NHL £48-$ (=240 % 3 ES K
AR R kR VEGE 7+, (B a] fiE LA ES AKEF+
H AT PR3 ik V/E HAE BRSO A — & #277 NHL i
A Mok oA e 42 22 AR A, [tk NHL 235 V/E |
(R IRTE ST e NHL £ 35 10 e 1o | (R85 1 1L R
PERREE | (R 7 E PR A NHL LB B8R AL MR oL .

Feldman 25" % 8§ 28 41 Py 0BG HL 385 100 7% S 7% fit
AP R T L i 1 1R 2 R VTR AR 1 R
WAL, AIEHWS % B NHL B 2947715 CR
JEIML{E VEGF K FW @K FH M BE (P =
0.016) " ; ABF TR 122 6 K4 & # 20697 5 45 50
o3R58 22 M, H ML VEGF J¢ ES /KF-¥ 8 3% F ¢
(P<0.01) fB{35% W3 & FIEH A41(P <0.01) i
HMER VE WAL EEEERHARAHE(P >
0.05),% M CR BHH Mm% VEGF K& ES /KFik®| T
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HEVG S # M7 VEGF KPR E®m FMEH (P <
0.05) HM41 B H MiEF ES KFEERHFAHE(P>
0.05) 1 V/E AR 8] & FH 35 (P <0.01) 3R B 4
L3 ES 7KF-5 1l VEGF 7K T8 3 A i e o], 50
P AT SR A, B 17 N EE, B T RE TS 22,
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ES #1 VEGF 7K -2 25284k i WF 25 , [ P9 A0 4l 520
g1 T NHL BEAFAEIM Y ES F1 VEGF K75 9 A
iy, 4R VEGF 38 @K E il T ES 39 & 87K,
1717 2% BRI I A6 R P R, S 8T e A Bl 4 I 1
FINK R V/E FL(EFEHR AT 68 5 oo S ik NHL B
L7 ES #1 VEGF AKCF- 828R 0L, A I T45 540 %
PN SR

Suki 2 B 5 A o b ER R E i LDH, B,-
MG (CRP &4 3 SR ph 37 TS 845, 5 88 & 00 B
A7 FE N A= A7 I5F [ BH 58 46156 5 Dhar 25 % B9 58 2 1
T ES 7KFTH 5 5 A 17 W40 4 26 5 Wrobe 261 i
FEL R R B NHL 2% 13 VEGF 5341 LDH & @
5 AEARSE B FLAE R TS 18 B, (AT %A IR At 0 5
VEGF .ES /K B V/E Eoffi5 NHL B35 Fi)5 % £
TEA F 58 o J8 & 1l 7 LDH, B,-MG ., CRP 4} 5| &5

VEGF \ES 7K K V/E HAf 5 3 2% E A% (P <0.05),
(At i 37 VEGF (ES X} NHL f8 3# if5 $ Wi o] G 2 A
HER L,

SN2 ASHIFT E L A K NHL 58 2 1l 7 VEGF
ES KB B, S — e T NHL B3 i A4 7
AL PR A o R b VR R A R R R R R
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