EREF 20251 A% 41 5% 2 B 131

- WA 5 -
10 GIIEEFTEHBEESE VEGF 5 sCDAL MRIZERIGEKREX

Y TR FH.ERWAE
(L EFEWEER R AA, 5 M8 563003)

# ZE:BW RAFEFLeHeB(NHL R dhdAgmiet kBT (VEGE) S sCDI0L &k R EXLAMER., &
7% A ELISA #ml 40 4] NHL % % (NHL 28) 4= 10 #) 4 & & B & (37 B 20) VEGF . sCD40L & -F .22 & NHL & #1757 & VEGF,
sCD40L K F AL, 54 NHL &% i+ VEGF 5 sCDAOL X AP R E L foAmEm, R 173 NHL 4 & % VEGF
R AKFEHTFATBA(P<0.001) ;@ f 3§z sCDAOL K -F4& F 2F 88 28 (P<<0. 001), NHL 4457 £ fig 48 sCDAOL £ 457 B L5, B 1k
FAT AR 2 F A % FEL(P<<0.001); VEGF /L7 B F . 5L 75 il b4k £ F A % it 5 & L (P<<0. 001) ;4L 57 %7 VEGF 5
sCDAOL % ik & A8 Xt (P>>0.05) ;sCDAOL /& & 57 2240 97 18] BR M K i& T 4 4 # (CR) 4434 T s B 48 (P<C0. 001) ; VEGF £ % 77
A ST 1 BRI K ik CR 445 & F*F B 48 (P<<0.001), #i8 VEGF.sCD4OL T #5 NHL # X 5% AT )6 A % . VEGF,sCD40L iE
w A NHL 742 2 e 35 42,
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Clinical significance of VEGF and sCD40L expression in 40 cases of non-Hodgkin's lymphoma "
Yang Min ,Chen Qi , Huang Lijuan
(Department o f Hematology ,the A f filiated Hospital , Zunyi Medical College , Zunyi,Guizhou 563003, China)

Abstract : Objective To explore the expression and clinical significance of VEGF and sCD40L in plasma of non-Hodgkins lym-
phoma(NHL) patients. Methods The expression of VEGF and sCD40L in plasma of 10 healthy persons and 40 NHL patients were
detected by ELISA,The 40 NHL patients were divided into the before and after chemotherapy groups. Whose results were com-
pared with eath other and those of 10 healthy persons. The relationship between VEGF and sCD40L in plasma of NHL patients was
also analyed. Results The expression of VEGF in NHL patients was higher than that in the healthy matched controls(P<C0. 001) ;
While the expression of SCD40L. was lower than that of control group(P<C0. 001). The level of sCD40L expression was significant-
ly increased after chemotherapy(P<C0. 001) ; The level of VEGF expression was significantly decreased( P<C0. 001). Before chemo-
therapy, There was no correlationship between the expression of VEGF and sCD40L in plasma of NHL patients(P>>0. 05). The ex-
pression of sCD40L in NHL patients who could not be CR in the intermittent period was lower than the control groups (P <C
0.001) ; However the expression of VEGF was still higher than the control groups(P<C0. 001). Conclusion VEGF and sCD40L
may be related to the development and prognosis NHL patients, Therefore they may be considered the important indication of with-
drawal in NHL patients.

Key words: lymphoma, non-hodgkin; lymphoma; vascular endothelial growth factor;sCD40L

417 %5 42 9 B8 (non-hodgkins lymphoma. NHL)JE4ER 1 #R 57 %
KATREE LT, BRI NHL 2RO & BB . L1 RAORIE 10 lFRA ok B AL 2008 4 10 A F 2010
NHL {228 H 5 K 40 52 2% . R AL M AR 58 2 T, NHL #% B3 ZAE 44U G 25 E S RS 0 3 % NHL, ZB A
FTH LAY 7 58 (i CHOP J5 505 AF IO AR KI5 2] 1 gogir o 4 T B 40 M W0 780K 75 UF 55 B 20 M2 %0 NHL 32 45, T
AL ~800% A AT 2020 ~ 5900 ) S0 ¥ BLIGIT JRWCRIEL  gpyomg NEIL 8 ), B3 5 M9 A 07 R 4 A A L OF 7
B BAEATTIOBOR B2 . NHL AR SURBUS I g gtk R b . 497 5 LR 1999 4 TWG 1 2 1 0
PATRSSOLRICH LA T TS SIRE MBI IUS g5 05 0 ks sy o0 10500 SR 5% SR CCRO RS
HIX RO BT . BSE0 B BUR G BRI im0 20 CPR) ] AL 95 564 5 (SD)

41 g 4 K [ F (vascular endothelial growth factor, VEGF)!, o o .

VEGE ff Bl B 3 0 T B85 6 £ 0 399 2 iiﬁ&iﬁ;fﬂm PO PHRRLE R I R
8 5 B vl TSR L 9F HLR B A 6. AT CDAoL it e

th sCDAOL = CDAOL 76 55 CDA0 1 1 fk i i, o sp e 2 ik ERICRIM 2~3 mL B0 S LK AR — 70
CD40L B K R T T R . 2 LA TR 28 = B K T A 7E IR S T C vk 4 % fF. i B ELISA # ] sCD40L K& VEGF 7k .,
CDAOL Ay 4 M2 1% P, sCDAOL B A CD40 ™ Jifr 8 488 50 sCD40L X7 & W T B 4th F| Bender 24 w], VEGF i | & Wty F
fE# 3 3ot Ko 9 NHL % 3% o sCDAOL Al VEGF, B4 7 fg  Gene TechCEMD A IR R AR UL W] 15k 17
sCD40L,VEGF # NHL By % )5 NHL 2 W . Wi J5 1948 56 1.3 Sib=#abB R0 BT BERl ¢ K I L B AR o BT L 1
P BEI T . Ji SPSS13. 0 SR # A AT G i 2= 4 HT .

* EETUE -0 B B IR B e A L R 3 B BB I H [(2007) 501,



2.1 NHL fbyFaT4l 5 NHL {b¥7 2 ff 4 sCDA0L, VEGF %
MR k1,
*1 £ 48 sCD40L \VEGF 1 & REL B (7 +5)

2H 5 n sCD40L(pg/L) VEGF(ng/L)
X AL 10 3.1740.19 28.5249. 25
NHL 1b¥7 i 41 10 0.18+0.054 38.3242. 654
NHL k57 2 fif 41 36 1.254-0. 73 16. 329, 48M

A . P<C0.001, 5% ME2H %5 ;™ . P<<0. 001, 5 NHL fLJ7RiT2H L 48 .

2.2 NHLIBJTET4 5% B4 sCD40L . VEGF #5 Il 45 5 1t 4%

sCD40: NHL 2 5 X} B4 b %, 1= — 9. 66, P <0. 001;
VEGF:NHL 4 5%} B4l bb#5 ., 0=4. 254, P<T0. 001, L5& 1.
2.3 NHL B #I7HT sCDAOL, VEGF #2640 JoAH
Y, r=0.122,P=0. 452,

2.4 NHLALFTFEMAMITRI. G VEGF K¥EE®R fIr e
VEGF KT R (r=12.325,P<<0.001),
2.5 NHLALTFEMAIITFAT G sCDA0L A F i fuir )

sCDAOL 7K I Ff (1=—19. 072, P<<0. 001)
2.6 HITARALYTE BIAOR ik CR 405 % B4 sCD40L, VEGF
KFL & sCDAOL 5% F %F B 4 (1= 6. 036, P<C0. 001);
VEGF {578 F X B4 (1=—4. 927, P<C0. 001),
3 it e

VEGFE HA i #0459 Kz 20 386 B 16 5% 1 75 3 37 P S
A 20 A0 5TV L 5 R A K A A G . A IO IR S,
VEGF il 54 i i) 390 0l 287 P4 Bz 4 B 8 7, 5 3l o 38 Jon i, 77 3
75 P R R 2 i RO T RO R A T L e T RS R
1228 RS R A T2 R KRB AR i A AR R
BRI SO PR B 200 o A R 25 A I A B A T

CD40 & AHXF 73 F B sty 40~50 kD fy T %I js5 B0 25 1
B 227 AN S 3L R 5% SE 41 A J g SR BE B 1 32 7R (TNF-R) B
AT . sCD40L & CDA0L 765 CD40 i H. 4% FH B o 3 43 5
R CDAOL 4 7K fiff 1 & A% & LA R = AR (I8 X A IR 14
T CDAOL #y A4 9 =4 3% #EO . SCilik [13-15] iR 38 CD4oL 5
CD40 %54 B AT T 55 o 40 i 22 10 Fas 22 35 K7 (942 55, 7
il CDA0™ T Jifygs 48 M A5 4 I 5 S o Pa 12, JF B 5 s A 9
24T R YIAR5C ; F CDAOL Kb BHAS M 9k B 40 i 13 1t 95 40 i, o]
FH 358 34 iR L6 B0 M 24 400 o 0 0 SRR L R LR E B R
¥4 Bel-2, | 9 TNF-R-1 % fl TNF-R-2 #, % jit TNF-o
TNF-y, DA T2 308 fif i 20t % A 98 1= B-CLL 41 Mg % Y& CD40L
Jei o F] R YR R B0y T 2R 8 AE AR AN R AR 2 1 A 5 7 4R AN i
R T 20 M0 . 2% B0 oA 6 e B e 98 400 ). DL 1 BIF 5T 5 W sCD40L A
U8 1 B At L 5 P 7K A B R A

ARG LR B, NHL 414k y7 1 VEGF 335 K F & F %t
B 2H (P<C0. 001) i sCDAOL 7K S F X 18 2 (P<C0. 001) , 4
7% VEGF {¢ik NHL #2281k . il fE WLl J&: VEGF By 3R ik
ARI T A0 A 398 T T R R 0 T R g A R R Y AE Ak,
T sCD40L 7E AL Y7 Hif /K - 1 B, 45 7% i 788 400 e 08 1 3% BHL, 20 i
B TR VR PR 55 bR 40 i A . NHL b7 28 i 41 1k )7
Ji sCDAOL [ F+. 54097 A L 38 22 5 A S it 2% B X VEGF F
M, 5Abyr i b 2 F o/ i % 3 L. b7 & 2 & it
sCD40L FJ},VEGF T P&, 3 7% sCD40L . VEGF 1] LI 4E 2
Wi X WG W i 8 A7 . YT T VEGF 5 sCD40L 3% 3k Jo 4 %
P (P=0.452) .3 7% VEGF 5 sCDA0L fy1E FH i& 42 7] RE R [ .
BT FE AL 7 1) 8k 2R 3% CR 41 sCD4OL /5% T X FR 4] (P <<
0.001) ; VEGF 1/} 55 T-XF B 41 (P<<0. 001), #&/8 H 9k NHL &
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BRI R AEARTE 2% s R JG 2 4F GFR Sk (86. 2+ 18. 5) mL/min, i
RARME TR Wk B AR AMBERES ZRE TS
[(8x4.3)mm | B M .4 IR EY [ (5. 7£12. 0Omm | B
G s IVP+KUB Fi A 75 AR ] 18 52 700 HE ki@ 1% . CT ke A5 s AR
e UK B e s b K A2 M . 12 91 TG0 A TR A R A A
it B L S 22 AN B3 2 e A Ak S I DR AT i OR AE pe  UD B o DR A
HYEREBEHE D,
F1 BT JEHEXERTZMA (TS
Fisf i) GFR(mL/min) &R E (mm) i JRE HE (mm)

TRYTHI 47.64+£12.77 23.5+£11.7¢ 12.7£9.6*
RITIE 86.2418.5 8.044.3 5.7412.0

* L P<<0.05, 5T A .

3 i it

o R A R S R LT DR A Y SRE 55 LA DL R R R
BRAEIS o f PR B B AR 0 2 AU PR R BEL A R L D R B REL L
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L7-10 01 S 38 2R F 306 47 PR 4 45 T P9 V0 TF AR 3R 97 i R 48 I
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VI [l i 38 ] LA 20 20 3547 2k a4k 3, 7 Al g BT 2 G
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TR LB ERS B, B T PR % ek s b, &
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