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(WE] BHE > RABRERELGEPNS)EILL KhEAEEREF(VEGEH) Z a4 Rkt kEF
2R 2(VEGFR2)RF.F5 24 h a2 & . iFa&a(ALB)  ER2E B (TCO), & &% R (BUN) | £ JLEF
(Ser) B3 ARBATAR A oA, ik #I 2020451 A £ 2023 F 12 AZILAFKEGH RE R E L7
30 #) PNS BILAM R F ARBEE R R B E LT AREFR AR 0 B EHREA B 4% A4 (SSNS) 4 (n =
12) Fe ik ZAR B B B J% 42 - 4E (SDNS) 4 (n =18) , 77 L BURE) H1 U A AH4235 49 20 4] 5 PNS & )UK 5 fo S5 35 1T B
Ml EILE AT IR A, ik 3 Wik i VEGF & VEGFR2 K+ £ %, F 5 W 5 £ 38 4r 0948 £ 1,
Z£R 5Bk ,SDNS 41 &2 VEGF, Jk VEGF.BUN K -F# & ,SSNS 8 4= SDNS 41 &2 VEGFR2, /k VEG-
FR2.24 h k& & & . TC R-F I % . ALB R-F KAk, £ 5+ A %3t 5 & L(P<0.05), Pearson A8 X Mo 2R
B ®,f VEGFKF 524 h 5EO X E . TCRPFEEME, 5 ALBAKFZ A /8% (P<0.05); % VEGF &K%
524 hhEEOEZE.TCARAFEEME,.S Ser K-FEZRAX(P<0.05) ;82 VEGF2 K-F 5 24 h REAEE.
TCHKFZEAMX.5 ALBKFZHAMX(P<0.05) ;& VEGF2 RF5 24 h k&EaE® . TC RFZEHX,
5 ALBAKFEZAARE(P<<0.05), £ i jk VEGF #= VEGFR2 T4k 4 PNS & L1 b7 L Faml 2ok & 4%
R PE T AE 0 7 F5AR
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Research on value of VEGF and VEGFR? in children with primary nephrotic syndrome "
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[Abstract] Objective To investigate the levels of vascular endothelial growth factor (VEGF) and vas-
cular endothelial growth factor receptor 2 (VEGFR2) in serum and urine of the children patients with primary
nephrotic syndrome (PNS),and to conduct the correlation analysis on the experimental indexes of 24 h urine
protein quantitation,blood albumin (ALB) ,total cholesterol (TC),blood urea nitrogen (BUN) and creatinine
(Scr). Methods Thirty children patients with PNS without hormone treatment admitted and treated in this
hospital from January 2020 to December 2023 were selected as the study subjects and divided into the hormone
sensitive nephrotic syndrome (SSNS) group (n =12) and steroid dependent nephrotic syndrome (SDNS)
group (n=18) according to the cortical hormone treatment effect. Twenty healthy children with matched age
and sex visiting in the pediatric department during the same period served as the control group. The differ-
ences of VEGF and VEGFR2 levels in blood and urine were compared among 3 groups and their correlation
with the experimental indexes was analyzed. Results Compared with the control group,the blood VEGF lev-
el,urine VEGF and BUN levels in the SDNS group were increased, blood VEGFR2 and urine VEGFR2,24 h
urine protein quantitation and TC level in the SSNS group and SDNS group were increased,the ALB level was
decreased,and the differences were statistically significant (P < 0. 05). The Pearson correlation analysis re-
sults showed that blood VEGF level was positively correlated with the 24 h urine protein quantitation and TC
level,and negatively correlated with the ALB level (P<C0. 05) ;the urine VEGF level was positively correlated
with 24 urine protein quantitation and TC level,and negatively correlated with the Scr level (P <C0. 05) ;blood
VEGF?2 level was positively correlated with the 24 h urine protein quantitation and the TC level,and negative-
ly correlated with the ALB level (P<C0. 05) ;the urine VEGF2 level was positively correlated with the 24 h u-
rine protein quantitation and TC level, and negatively correlated with the ALB level (P <C0. 05). Conclusion The

ESTE  UARE YN DA RES R SR H(WFWSJK-2021-166) .~ @{E4E# . E-mail : fangyoufu2022@163. com.



FTHREF 20255 2A% 5455 2H

465

blood and urine VEGF and VEGFR2 may serve as the novel indicators for the early diagnosis, prediction and

hormone sensitivity evaluation in the children patients with PNS,
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JLEE 7 & B % 28 & 1F (primary nephrotic syn-
drome, PNS) J&/NJLH WA B /NERBE W 2 — . Jt i F
B /INBR B IRERT 1l 2% 1 AR A v BG n, S BOR &l
KR E e T & A= T — 22 90 5 31 4E F
A LR A AES L I N R 2R K T (vascular endo-
thelial growth factor, VEGF) TE N FZ 4i itd 53k | 4= 1% .
I o 3 P A AR A E RS I R LR S
#E (nephrotic syndrome, NS) 8 1R . IL45 N B2
H: K T 524K 2 (vascular endothelial growth factor
receptor 2, VEGFR2) & VEGF f Hirp—Fh 22 4k, 7]
PASE AR 1E N AN b il B VEGF/VEGFR2 i@
6 E B U A A B P R AR AR . PNS #
FIRYT 1 B 43 o W R U W 9 25 A AIE (steroid
sensitive nephrotic syndrome, SSNS) . i Z i 245 5 5
i 4% & fiF (steroid resistant nephrotic syndrome,
SRNS) Fli# 2% #K i 74 5 95 25 & 1E (steroid dependent
nephrotic syndrome, SDNS), SSNS ¥ UL 5% $H 2 #Y
/N ST SRNS 8 LI g 1SS B Jmy kb B B
W /N BR 1 4L (focal segmental glomerulosclerosis.,
FSGO™ . B4 213 K 2 #112 NS i 328 B 1 & b
e X8 IR A R X AH A B, T REAF B
IFRAE BT 8 TR BUB R PNS A bR ik W LK)
Wit P RCR RIS B0 . Bt A B9 B 7E R I PNS
BILAY I )R VEGF Al VEGFR2 /K, Jf 5 24 h J§
HEHEE. LR E 2 (blood urea nitrogen, BUN) | Ifil
JLEF (serum creatinine, Scr) | I3 H & H (blood albu-
min, ALB) . &l JH [& % (total cholesterol, TC) Y #H 3¢
P A7 . DT 40 BE HG AE PNS fB L2 e S i R B )7
I R S IR E AN T
1 #E#REFZE
1.1 — &5+

HEHL 2020 4F 1 H & 2023 4F 12 H AR BE LA FHIK
BRI EIRIT I 30 B NS BIL IR SR. AN
AP : (D 20 R 12 R PNS; (2) A i R W H
G FTAYT 5 (3 BILWE & WP AR A
SE R . HEBRBRIE (1) 4k & MRS R ¥ NS (2)
AN 52 08 Bz B 3R 90 97 Bk s (3) 7™ HE L s (4) I
WO i I AR GE R . TR IR 20 A e JL N B

nephrotic syndrome;vascular endothelial cytokines; vascular endothelial cytokine receptor

#1205 PNS LB R A % DT iC %) fil 5 L= AE A
X REL AN IRAS BT AT WA S e W TR
25 B NG TR) B S L JF 38 O AR e A B 25 51 s A o R AL
. YDCH2024-018),

1.2 Fik
1.2.1 ¥ B8 &% 97 - 4%

PNS ZWitrEan ., (D KEHE AR 24 h JREA
FE I >>50 mg/kg; (2) AR A M ILAE - 13 118 1 <<25
g/L; (3) /& g MLAE - 1 JH 5 B =>5. 7 mmol/L; (4) AN ]
FREE B K B 25 A DL B b o, HHE B 4k & P NS,
SSNS 2 Wibrif - e IR e IRYY BT 4 J8JE PR & 5
B, SDNS 2 Wrr i« % i 22 808, (H % 22 W 5% 2R ik
W) 2 JNE K. MR R TR IR T AR R T
FEX 443 H SSNS 4 (n =12) F1 SDNS 2H (n=18),
1.2.2 ZEHBEHRE

PNS B JLIAYT A B R L2 R A #f ki 3 mL 7
A EP 5 = RN W, 1 00 5E A 5 B 2R R O
(1 000 r/min, &> 15 min) 43 &5 Ifil 1 . — 80 “C AR 77
K. Wi ELISA B0 3 41 1f1 . J8 VEGF,VEGFR2 7K
F, VEGF ELISA i #] & (EK0539 25319114122)
VEGFR2 ELISA 7] & (EK0544 25818117122) 1t B
BT - A ) TR B I 8000 AU 4 [ sh A= 1k 4 By
XK BUN, Ser, ALB, TC; i 8 4 3% 5 (GC-1 200 v
S BT RO R 24 h JREEFE &
1.3 %itzam

K SPSS20. 0 B4 47 8085 0 i 45 B IE A 4
M ETRLL o+ £, BRI R Jr 247
B AAF A IEA AR %R L M(Q,,Q,) FR,
Lo R FHAES 0 Kruskal-Wallis H #5055 350768 L)
BIECE E o R R, lEECR X K38 51 Fisher # D)
HE 5 s Pearson 6 56 43 #7 #H & P, LI P <C0. 05 N 2
SHESIHE L.
2 % g
2.1 34— FHEK

5 xF B8 41 H %8, SDNS 41 1l VEGF, JR VEGF,
BUN 7K F-JF 5 » SSNS 41 f1 SDNS 41 Ifi. VEGFR2, JR
VEGFR2.24 h JREEF & & . TC KFEF+E . ALB K
FEAR, 22 5 A Geih 2+ L (P<<0.05), L& 1,

1 SH—MBAMELE

i H X HELH (n=20) SSNS 4 (n=12) SDNS 2 (n=18) X*/H/F P

B/ Lo/n 12/8 9/3 14/4 0.497
FIRIM(Q, Q) %] 2.50(2. 00,5. 00) 4.50(2. 25,8.00) 3.50(2. 00,6. 00) 2.08  0.352
B (e ts .em) 87.80410. 84 95.33413.02 95, 67415, 62 2.047  0.140
Il VEGFIM(Q, -Q5) spg/mL.] 270. 69(50. 21,458, 45) 490. 14403, 32,503, 27) 580. 69(521. 30,599. 78)" 15.238  <<0.001
JR VEGFIM(Q, .Q,) »pg/ mL] 114. 13(11. 51,195. 06) 175. 25(136. 21,198, 81) 233.08(153. 27,514. 86)" 10.610  0.005
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gx1 3H—MAEMILER

S| Xt BAZH (1 =20) SSNS 4 (n=12) SDNS 41 (n=18) X*/H/F P

Ifi. VEGFRZIM(Q,,Q;)»pg/ml.] 12 354.37(10 059. 22,14 230.67) 21 256.09(12 353.02,22 637.08)" 20 877. 11(15 485. 82,23 405.0D"  21.258 <<0.001

FR VEGFRZIM(Q, »Q;) »pg/ mL] 233, 86(201. 74,384 55) 983. 89(705. 67,1 373. 7" 1 190. 22(854. 52,1 472.08)" 18.457  <C0.001

24 h REAERIMQ, .Q,) 2] 0. 06(0. 05,0. 07) 2.00(1. 46,3. 14)" 3.50(2. 00,4 90)° 36426 <20.001
ALBIM(Q, -Q;) g/ L] 44.80(43. 58,46. 33) 22.20(19. 30,23, 83)" 20.40(18, 98,22, 38)" 31.636  <<0.001
BUNIM(Q, .Q;) »mmol/ 1] 3.30(2.40,4. 83) 3.36(2. 42,4, 55) 4,65(3.43,6. 15)" 7402 0.025
Ser{M(Q, ,Qs) s prmmol /1] 25. 35(24. 00,29. 25) 26.65(21. 80,36. 13) 26. 55(20. 83,42. 33) 0.206  0.902
TC(z 45 »mmol /L] 3.5840.71 11. 5942, 07* 10. 18+2. 44* 93.914 <<0.001

* P<C0.05, 5% R4 K.

2.2 A %I L k. sk VEGF & VEGFR2 % 4 #)
e

Pearson A & PE4r BT 45 3R B8, Il VEGF K5
24 h JREEFIE = . TC K FRIEMX, 5 ALB K2
A (P<C0.05); R VEGF K F 5 24 h REAE
H.TC K FERIEM K. 5 Ser KF & A& (P <
0.05);1fl VEGF2 K5 24 h JREH & & . TC KF
HIEMSE, 5 ALB K 52 i A OC (P <0, 05); JK
VEGF2 K F5 24 h JREAE & . TC KFRIEMK,
5 ALB K F-ZE M AH K (P<<0. 05, WL 2,

x2 &£ILWIEHRSM. R VEGF & VEGFR2 Z @#)

HEEDH(r)

i H Il VEGF J§ VEGF Il VEGFR2 J§ VEGFR2
24 h JR&EHE & 0. 433" 0.417° 0.577* 0.452°
ALB —0.418* —0.226 —0.500" —0. 447"
BUN 0.061 —0.012 —0.046 0.103
Scr 0.074  —0.316"  —0.062 0. 089
TC 0. 438" 0.327° 0.565" 0. 669"

“,P<0.05,
3 it ®

PNS iilfi PRAE SOEAFE I B E AR ALHEH
MSEFK I, 25 90% 1~10 B ILA 50% 10 %
DL LT J2 PNS. K Z %0 PNS XHEZRIF A
SR 580 %6 ~90 % 1 L& K& » Hovile 50 %0 ki R A
B R IETTRERUC I E K. AR 2 SR K
IR PR 2 1) HR L B0 S 1 G 5 30 R IE T L R
AP EBILBRTUG R, 29 1/3 WILELEILE
WIW2 W PNS, ) 2 T8 26 95 5 48 7™ & 1 8L 78
ARG AT RS &, PNS HHFZ AR BRI HE A
A — A Sh ) s H AR FRER AR, B A TR /N ER U 0 R
E I N 1 s S 1 S

VEGF R 34T i 3 #4388 35 1, oT DU T+ 8L Y
B R I A A 13K R B = A A, B A T
B /NER L A R BN B A, 2 5 PNS & AR
T i A 3 RS AR 0k P9 Bz 40 i 38 A RS L B B L
A5 L R 3R 7 B R % 9 v L 3 R T AR
iK1 . JR VEGF 7K', VEGFR2 J& VEGF-A 1) &
FhdR, VEGF-A 7] LI 5 & 40 i 9 9 Nephrin 254,
AT 5 Wi A2 400 6 7 AL 3 2 P A i 2, S B0 R 45
M EAs . A #GE 2R, 1% VEGE/VEGFEFR2 i i n]

I B G A s S b BT VEGFR2 B
ERA AT ok 6 B AT, A 5T oK. SSNS 4 A
SDNS 4 1fiL . J8 VEGFR2 /K& T %t B4, i 1fiL L JR
VEGF KFEAXAE SDNS 21 H B 8 X% IR 4L ESE T
VEGF/VEGFR2 i 6 2 5 PNS 0 & 4=, H L. R
VEGF fil VEGFR2 /K ¥ ¥ 0 W F & 2 8 LK
SDNS % AJ fg vk K, H 1 28 B L 1095 i s 21 28 AU &
Ji&h FSGS MR,

ARS8 1, VEGF/VEGFR2 5 5 % +
BRI VEGE 5 HZ KM LS 17155 %8, N &
PEA W 2E 300 . B o oK BRUTE & 9 VEGEF 5 H a2
& VEGFR2 W45 G, ] F+ 5 Nephrin (9 38 ik F1FE AR
WERT 52 4K B 7 FH B T 18 i Canonical W & i 51 6
(transient receptor potential canonical 6, TRPC6) f
Fih B R R 0 M 45, BRI R B 24 h JREE 1 &
Ifi. BUN K ABE 5 th % B, BUN K S 7 55 42
NEJLSH SDNS A getE K. A5 kM, VEGF/
VEGFR2 i # 7] f1 i 51 It &£ E2 (production of pros-
taglandin E2,PGE2) /3, 3 X F B /)N BR G 1 457 1) 4
Rl 2 50 B AR, & mT L il B A P R TR A
IR B IR 25 1 17 B0 /N ER U B s S R
FE NG R B, PNS 8L i 5 /N Bk 8 o B s s 1
FREA F KRB L ALB 28K T 51 & 7K ik 38 &
WL M, B KL R ™ IR AR E Y
SOLRBIE R R FSGS MR e . AF5E & H. R
JLIL JR VEGF } VEGFR2 KV 5 24 h JRE & &
BIEMX. 5 ALB 2 f A&, w7 PNS &L i .
JR VEGF fil VEGFR2 /KT . #8 BLB R & A
HEt 16 hn L 5 B AL ALB E RN, i VEGE/
VEGFR2 il J% X PNS L) B I ke 31 5 8P 08 5 1F
FH AT LLE & PNS L, JR VEGF il VEG-
FR2 J BUN 7K F, i g LR & (e = fn ALB %
SR, T FI PNS H8 LN 38 & 00 SO ¥ )
485 A L T RE T 17 S U .

B /NER U8 I B R A1 1] P 43 SR IR )2 Rz A R O A
JiD (IR A 7 LY R A0 I N M AR, R A
H R BT LR R VEGFR2, # VEGFR2 J&
ARG OB MR . BRAERR O AR B R E A2
Nephrin 5 H . VEGF-A 5 £ % 'y VEFGR2 E &
FE L AN B 25 AL 8 a2 AN L 8l B B H A0 R e
P HAT S AT A5 38 L 18 YT 2 4 R IR 10 2 R DR 5
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ANERE T BF B A B N ERIE W VEGF
AL PN R A0 PN R 0 T LG S X VEGF-A
(1) 55 43 Wb K 1 3 WAV FH 2647 945 o DT 52 ) ' /N R 35
WA EE M BN, EEEED, BN ERRE
VEGF-A"""™ A 1ifi IR % k.75 . FSGS i JL I H
VEGF #5350 J5 o 76 A I H 30 i mr 4 1, 0 1 15 LA
M A g 4 R AT A I T . A BE O A PR
PNS # LI . J8 VEGF.VEGFR2 K5 24 h JRE M
FE S IE AR G, M 0L JR VEGFR2 7K F 5 ALB /K F
BEHRM &, UL PNS LI VEGFR2 /K 5 R
VEGFR2 /K128 fk #a A AL, T IESE T VEG-
FR2 0] L3 b B /INER 8 2o B8 iE A PR » 7] B 7 ' /N4
i A5 #£55 . WiF S T VEGF/VEGFR2 il #% i 7] LA
TE B /ANERFNE /NG A

SR A B 9% 2 B o i e i 25 35 28 ) 5 i 4 B
F I VEGE #4570 )5 7T 5 208 1% & A R 18
B R AN B NERIE AR L A SRR RS R R
VEGF-A 2 37 Fl 485 155 B /NER U8 2 5 BT b 75 149
N VEGF F1 VEGFR2 #l il 5) w DL = 5 #5473 , 51
RIREAY . A8 kB, 4% T /N VEGE/
VEGFR2 i #4055 . 77 DL /N /=42 R\ A IR .
ZIN BB 9 A 1 I S S R A /N AR B FSGSHY
TEIEH B R R, VEGF-A %8 il 2 40 i 7= A4 95 N I
YA T VEGFR2 454 UL 4ER5 2458 K N K2 40 i
M ThBE™ . VEGF-A 50 o] L4 it B WF VEGF-
A/VEGFR2 38 )5 » th BUAH OC 0 5 3534005 5 9 K 38407
] Bf R 2 20 B A 0. VEGF 4461 37 01 4% 2 45 aT LA
51 % I VB I BR L T RE R A LR AR /NER R
TR B R R T AR R B AR L A O AR BT B, ]
i PNS LI F i S K& 8 H IR & VEGF 1H
FE U B SR S T M T L A B g & B
PNS # JLJR VEGF 7K il Ser /K F & £ A1 &, PNS
B ILIR VEGF 7K #8 5 , Scr 7K - B, 0 S ) Rg
o2, K 1 B A (W) A A i A R VEGE , VEGFR2
I, T LLS Bl — 2650 M PNS LB I 68 191 1 )
HOAH R B U O i VEGE 78 J2 R A2 B | n LA
R WL DI, 2 s VEGF ol i & i fi .

VEGF/VEGFR2 i i 0] fig i 4E 2% "B 2F 4 fb F1 ok
HETHEE . AW EB . VEGF-A/VEGFR2 1
F3E A A0 RN PN R 40 2 TR Y S R AR R
F Wt VEGF-A/VEGFR2 i %', VEGF/VEGFR2
T TE Mo 9 B A A AR R AR bt A S M AE .
i 98 ke 2R 1% o A 8 410 ) B9 3% 5 0T B VEGE /K F 3
w50, BT VEGF SIRERI 25 W 67 ¥ B Je . [ T b
YERI AL, i 7] fig B0 4% A B VR T, A 46 & 0 s L B
Q1 1= TN = = i O T TN
4228 VEGF-A fil VEGE-C X 4 5 5 /N Bk 9 Bz 48
Ji A2 20 B R /N B R AN Y A PR T BE & e B,
FHIT VEGF {5 5 38 % 7] 58 38 & LT HL ] 5 28506 5
B9 1 &R (DG AN T 4005 (2) 32> Treg
MR ; (3)1E S Thl MR AHF M1 E W 28 i
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WAk 5 (O HE B R 20 B B 2 R bt IR R 25 (5) iF =
A IO o TR U G 2 A S RN R A YR 9T AT A
G2 fif VEGF {55 38 B 30 ] 700 A0 OC 0 B B 5 . ' 40
A5 VEGF A figiRI7 5 VEGE BH 7 AH 5 /9 5 fE
PR L BRI SR VEGF 7K A] 445
JLEE B WE () OE R TR, N VEGFE 3 il 550 5% 4 46l
VEGF/VEGFR2 i ¥ , 7 — & B b 23 i E #0405 .

25 PR, I R VEGF 1 VEGFR2 /K %t PNS
BILM R W2 WA 1R 2 X B2 e PNS B LR
E A HEM K ALB R BE K LB B PNS L&
SRR B BT HE b FE — E FEE LR AT LAk R L E H
B E T RE . X o8 PNS LA SR B0 3R 7 3 408 T 3
Jrial,
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