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H E:HH KB EFHAKRBEF-IAGE-D A4 A K B F-01 (TGF-A1) £ i #Ok % 5 % B 5 F (HSPN) & LL 7
TR, ik B AU R (HSP) %L 135 # MR B2 F A B M E H 4 HSP 4 HSPN 48, )bk &40 o IGF-1,
TGF-B1. 47 % C( Cys C) JWUEF(SCr) Fo Jk % H(BUN) A%, 5F )& R Fl 9% 2 5 4 49 HSPN # )L IGF-1, TGF-1 #= Cys
C 4% .5 HSPN 4 IGF-1, TGF-B1 fe Cys C &8940k, R & IGF-1,TGF-B1 #= Cys C & £ B4 (117. 2
+18.8 ng/L.164.2418.4 ng/L,0.940.2 mg/L), HSP £8(131.7419. 6 ng/L.282.1428.3 ng/L,1.140.2 mg/L).,
HSPN #2(205. 3224. 5 ng/1.,489. 2432. 7 ng/L,1. 320. 3 mg/L) 2 & # 3§ s A% # (F=4. 824 ~45. 066, P 1435 <C0.01),
HSP 28 . HSPN 'zu&’Jnfﬁﬂim(q 3.397~58.931, P{i3#5<C0.01), AL HSPN 41 % F HSP 4’[1((171) 997,35.193, P 143
0D L E A% FE L. HSPN &)U IGF-1CI 28 175. 6+20. 4 ng/L, [1 48 198. 5423. 3 ng/L. V& 241. 7425. 1
ng/L) . TGF-B1CIl 4 392. 8438. 9 ng/L. [l & 481. 3£44. 03 ng/L. [V 4 537. 6+42. 9 ng/L).Cys CCI & 1. 1£0. 3 mg/L.
M%& 1.340.4 mg/L, V4R 1. 640. 4 mg/L) A F M & FIERFE R 3E miF 5 (F=6.594~28. 317, P83 <C0.01) . |
JE 5% 22 528 A VI 69 % L fo IGE-1 "I‘(,;F—Bl Fo Cys CHEHR TN AAMAEIL(¢g=2.415~11.818, P<<0.05 &K P<
0.0 .l AEBILE T I HREIL(q=2.577~6. 244, P<<0. 05 &K P<<0.01). £ FH A % it % &L, HSPN &L & IGF-1,
TGFRl 4% 5 Cys CAE 2 EM % (r=0.648,0.719, P<<0.05) . & IGF-1 &% %5 TGFRl 4 22 %X 24 % (r=
0.748,P<<0.05), £&it IGF-1.TGFBl %R 45 7 HSPN L% .5 L5 mEMEARE £,
KA H%'%?ﬁikl% L A A K R -3 5 2o ik 5 0 5 ' P 5
FESZES R554.6;R392. 11 XHFEEL:A XEHS:1671-7414(2017)03-101-05
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Relationship between the Change of IGF 1 and TGF-B1 Level
and Renal Damage in Children with Allergic Purpura
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Abstract: Objective To investigate the effects of insulin-like growth factor 1 (IGF 1) and transforming growth factor beta 1
(TGF-B1) in he pathogenesis of children with allergic purpura kidney damage. Methods 135 henoch-schonlein purpura
(HSP) children with kidney damage were divided into HSP and HSPN group according to whether associated with renal
damage,blood IGF 1, TGF-81,urinary inhibition C (Cys C) ,creatinine (SCr) and content of urea nitrogen (BUN) were com-
pared,and blood IGF-1,TGF-81 and Cys C content of HSPN patients in different pathological grading were compared, the
correlation of blood IGF 1, TGF-81 and Cys C content of the HSPN group were analyzed. Results Blood IGF 1.TGF-1 and
Cys C content of the control group(117.2418. 8 ng/L.,164. 2+18. 4 ng/1.,0. 9£0. 2 mg/L) ,the HSP group(131. 74+19. 6
ng/1.,282.1+28. 3 ng/L,1. 1£0. 2 mg/L) and the HSPN group (205. 34+24. 5 ng/1.,489. 2+32. 7 ng/L.,1. 3£0. 3 mg/L)
showed a trend of increasing gradually ( F=4. 824 ~45. 066, P value<(0.01), the HSP group and the HSPN group were
higher than that of the control group (q=3.397~58.931, P value<(0. 01), the HSPN group was higher than that of the
HSP group (g=16.997,35. 193, P value<C0. 01) , the difference was statistically significant. Blood IGF - 1 (level Il 175. 6+
20. 4 ng/L,level Il 198.5423.3 ng/L,level IV241.7+25.1 ng/L), TGF-81(level ll 392. 8+ 38.9 ng/L,level [ll 481.3+
44.03 ng/L.level IV 537.6+42.9 ng/L).Cys C (level I 1.1£0.3 mg/L.level [l 1.3+0.4 mg/L.level V1.640.4 mg/
L) content of children with HSPN increased with the increase of renal pathology classification (F=6.594~28. 317, P value
<C0.01) ,blood IGF-1, TGF-B1 and Cys C content of kidney pathology classification of V| level in children was higher than
that of the level of [l and Il in children (q=2.415~11. 818, P<C0. 05 or P<C0. 01) , while the contern of blood IGF-1, TGF-
B1 and Cys C of level Il in children was higher than that of the level Il in children (¢=2.577~6. 244, P<0. 05 or P<<
0. 01) ,the difference was statistically significant, Blood IGF-1, TGF-81 content of children with HSPN were positively corre-

» PEEE T E KA976—) Lo ARED B F AT BT, NEE R BREHES 19123 T, Tel: 18132022672, E-mail : changxin010203@sina. com,



102 AR EARE B2k X3l 2017454

J Mod Lab Med, Vol. 32,No. 3,May. 2017

lated with Cys C content of children (+=0. 648,0. 719, P<0. 05), but blood IGF 1 content was significantly positive correla-
ted with TGF-B1 content (r=0. 748, P<<0. 05). Conclusion IGF 1 and TGF-B1 participated in the pathogenesis of HSPN,

and both were correlated with the degree of the pathological damage.
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i P 48 98 (henoch-schnlein purpura, HSP)
B L EE S5 40 2 SVB N R WA 2 — , H 32 S PR
e DU/NIMAE R Sy 3200 F G 148 4% & it PR m
AE SRR 25 W) W AF R S By NI 5 A% 28 5 b
Aot JLEE HSP 3 R 22 B B ik g i
T B R RUREBE TR R G R AT R, 2
10 % ~50 Y0 Wy B LA TE B E 0 35 L B Ry S8 P T 48
( henoch-schoenlein purpura nephritis,
HSPNOU Y B8R 1 PR sl bR 7™ 5 % & A 5 1)
RE 07 e IR 5 Dl e s vl 45, 0 B LI 2% ) R
oy Az o Y BTS2 . HSPN (1) 544 & 955 AL il
A B W 3 AR SR A WF ST — SR A IR | G
HEW AME R g8 KB By Z A A K ] 7 7E HSPN
1) & kAT R AR L A BIF 5 A A
HSP #1 HSPN #& JL i I ¥ J 55 R AR A K -1
(insulin-like growth factors-1,1GF-1) f1#% 4k 4 K
A F-B1 (transforming growth factor-f1, TGF-B1)
K LR B3k 2 BB 5 75 HSPN & 95 Hh 1Y
YERT,
1 #MFFE
Lol AR B R AR T R BE B KA 2013 4F
1 A ~2016 4 1 AR #9 HSP &L 135 4, fir f
BOLEIRF A OLEE o fOohE SR A6 TE 1238 d 3O o
JL3E HSP Wiz Wids i . OF B b 58t sl v 3t s ©
JE IR 5 O 2 R BB s OA I IR /8 IR
S5 A7 451 3R 5 © B AR AT An] B AL 2 S5 3 2 W
IgA UIRL, H & LREE 1 W 440 FIsE 2~5
T A A 1 SRR AT W, TR AN SRR S X 4 rh
AL B CHSP 4D 41 i), 55 1 23 ], 21 18
B AW 4~14 % FIAEIR 7.6 2.9 ¥ AH R
JLE W R K » L2 TR TR YF . HSPN &L
(HSPN 40)94 1], R HI4F & h AR E 22 2 JLBH#
434 B W9 2% 4 72 9 HSPN 2 Wi ks S, Jf: ]
HEBR KR S g5 Ve AR PR BN 2R B AR AR
P 1 | RS B Ak M A L B3 55 1, etk 39 il
R S~14 % FHER 8.0+2.7 %, R
B At J3E s A 1 JL 2 40 4 Ry X B2, 55 1k 24 41,
T 16 B AR 4~14 % PRI 7.4 52.6 X,
X RRZH L B B R RR AR Kk B A& TR AR E R .
SLHWFFE X AR PERIRY L 22 R Te g it o X
(P>0.05), AHBF5EEBAGFrA £ L A1 [\

insulin-like growth factor-1(TAF-1) ; transforming growth factor beta-1(TGF-B1) ; henoch-schnlein purpura;re-

BRE RS B2 b S AL vE

1.2 XA AL B E C(Cys O JILEF (SCr)
JRZ A (BUN) W H 57 7600 B4 [ 3 A= AL ALK
D 3500 & G s L AR Pl o 2\ s IGEF-1 U
8 W RN T B 77 Mk 2R 2 7 A2 77 /) MAGLUMI
2000 fh22 &6 BT A R £ &, TGF-B1 3K
FI &M AV F R W= A R AR,

1.3 ik

1.3.1 Ifi Cys C,SCr, BUN, IGF-1, TGF-B1 #
W 53 5 B A5 20 25 I8 & Dk il 6 ml, LA 1 500 r/min
B0 10 min, E I8 T HE 30 min, ] EVERE T —
20°C UKFA N RN, % H 37 7600 42 [ 3 A= b AL
K 1L 75 Cys C.SCr, BUN; W FH Ak 2% & 56 1 46
M3 IGF-1 /K-, Bl Bk e 5 vk K I 1 35 TGF-B1 /K
o b AR N ) A e R S R SR A AT
IE T BT B A o, R AS BE R 35 B 5 4 /N2 ™ A
W AE AR .

1.3.2 B ZE R GG A HSPN 4 /8 & ¥ 47 i i
JUE 2 00 3 K, 2 R AR B 24 25 LR A s B I 2
HAEIT /Y B B JL S WE s BF 55 0 (ISKDC) R
HELT VAT BT 0 9. T . B/ ERER B R %5 11
K, R A (a Ry Be PSR ARV b S IR E)
M&. I HIERE EAEA <50 %0 B /NEk B A AR TE 1
o B AR s IV, T IR F A 500 ~T75%
) /N kB A AR TR Bl 5 Be i A s V g, 1 93
fih AR =75 %0 B /NG A AR & a8 B PR
AR VI, BRERG 1 /N Bk 2

.4 sitF o0 W SPSS20. 0 A 5] A4 43 #F
A B TR R A IR AR AR i
#(xt ) Fw, LA N M IGF-1, TGF-B1,Cys C,
SCr, BUN & & Fb ¢ A [R5 38 4 2% HSPN &L i
IGF-1,TGF-B1,Cys C & b B R Jr 240 0. 4
()7 PR L3 R g K 56, 45 48 A 1) 09 A4 OC MR H
Personal #3623 #7, L P<<0.05 M E R A G it
2 H#R

2.1 &#f IGF-1,TGF-B1.Cys C,SCr,BUN 4
Srbdn W 1. 1 IGF-1, TGF-p1,Cys C & i
TEXT B8 4 L HSP 41, HSPN 4 5 & ¥ 38 i it #,
HSP 41 \HSPN 5 Fxi R4, 2 R A G452
S (g= 3.397,20.322,22.164,58.931, P {H¥ <
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0.01),H HSPN A& T HSPH ., Z R A% it ¥ =
X (q=16.997,35.193, P {H<C0.01), IfiL SCr,

BUN & —HEEZRLHEITHE XL (P>
0.05),

*1 &AM IGF-1,TGF-B1,Cys C,SCr,BUN & 8L & (=t s)
ik xR HSP 4 HSPN 4 F P
IGF-1(ng/L) 117.2418. 8 131.7£19.6 205.3424.5 32.471 0. 000
TGF-pl(ng/L) 164.2418. 4 282.1428.3 489.2432.7 45. 066 0. 000
Cys C(mg/L) 0.9+0.2 1.140.2 1.340.3 7.824 0. 001
SCr(umol/L) 34,3471 36,9475 37,2477 2.154 0. 081
BUN(mmol/L) 3.440.7 3.740.6 3.940.8 2. 430 0.072

2.2 HSPN 40 R [ %% # 52 % )L IGF-1, TGF-
pL.Cys C &% L3 2, HSPN 41 94 7l LA
TE B G B 2 SR 06 B2 B e G 4l SR o 1T 4% 33
BlCag 27 B, b6 B, [l 9% 45 @) ([l a 2
28 B, b 2% 17 B, N2 16 Bl (AN a ), T
T2,V g VgL, HSPN & JL M IGF-1,
TGF-B1,Cys C & 4t B & 5 05 2 7 9% 0 38 i imi

AL 2 R A S E L (P<<0.01),
B HE s B o 2% o VI iy HSPN &L I IGF-1,
TGFB1.Cys C & m F UMM %EI (q=
4.516,9.859,9.210, 11. 818, 2. 415, 4. 897, P <<
0.05 8¢ P<<0. 01, Ml & )L F I 98 )L (g=
6.244,4.424,2. 577, P<<0. 05 8 P<<0.01),% %

WhHGI R

x®2 AEHE S HSPN &)L IGF-1, TGF-R1,Cys C 8= b
rlEgan 4 (n=33) M4 =45 V% (n=16) F p
IGF-1(ng/L) 75,6420, 4 198.5423.3 241.7+25.1 28.317 0. 000
TGF-Bl(ng/L) 392, 8438.9 481, 3+44.0 537, 6+42.9 21. 058 0. 000
Cys C(mg/L) 1.1+0.3 1.3+0.4 1.6+0.4 6. 594 0. 003

2.3 HSPN &L IGF-1,TGF-B1,Cys C &%t
#5047 HSPN LI IGF-1., TGF-p1 % &
5 Cys C &R IEME (r=0.648.0.719, P<<
0.05), MM IGF-1 & &5 TGFBl & & & W 3% 1E
A (r=0. 748, P<<0. 05)

3 1Fi® HSPN J&JL# HSP ™ HE I Kz —. W
SR HSP L5 A 28 R, H 3 2 B
AR SRy B /INERBE AL B NG TR R AT A AR N R R
K T A0 I PN R A0 M R AN M A=Y . HSPN
B K AL v AN T8 2 L 3T AR W 9 A R AL i B
) ANPE 4 1 B 2E S N S T B HSP LS WE 5 4
) T B PR 2R L 17T 22 ol 440 R A 3 e G S I R
T EXREENEN. IGF-1 2 70 MR A
B B 22 5 AR A RO B A0 L S S LR
FERACH A KR F LA ARG G R o 2 AF 2 A AR
W, JEATREE ) IGF-1 R ks, 2 5
T L3S HSP 76 N 1) 22 R i & 4 P 50 19 A A sk
JERT . IGF-1 B HA 56 32 U 35 4 1M 3 10 7N B2 40
WL N A3 A s DRI AE N I A B o R R A
IGF-1 43 732 IGF-1 & & 34 fin nl $2 %5 c-Jun,
NK-«B K51 Az B 3E 1, 28 100 1% A N B2 20 BE 5 B
Gy ARSE T /NS 5 K& A, DT HE 0 I A P9 R 4

i TR i R i A R %) 38 A5 P L X B /N ER ) I I B 2
FEA R BRAE B IS A R B Il 3 B ) 2 el AR
5B /INER R Ak 1 6 B A7 7E I S B AR SR PED L R,
IGF-1 n R o 4 B PR AN /58 B 0 s 3 1 38 1
B /N A8 X6 KB S AU A T R U A
TR PR A S 17T B Lk 33X — I 3 B ) 2 AR T A RAE 2%
B /INER B Ak 1 2 A

TGF-B1 . J& —Fp B Z Fp 2k 2 ) g 19 41 i
R A R 40 A 43 Ak L R R T S AR B R,
KU FE TGF-B1 A FI| T 4 45 ALK O 58 ~F- 4, 17 1l 7
We =250 ng/L B X5 HLAK (1 50 28 F- i A i 56 A
. BTS20 Thl/Th2 4 i 2 i, fi HLAAK 4b F &5 2
N AR A IE 5 AN > AR S 28 0 91 A S 5 2
A& TR I DR T O BE S B R kA
TGF-B1 AT i i P4 BZ 240 B 1) ] 72 J53 48 P % Ak , 1 T
SECE /INERR B ] R AT 4k 4k HSP LB 418l %
F 05 0 T B TGF-BL. 3 i — i T2 S 4l i
B TGF-BL A Bl A 43 96, Jin il ' 2 2095 48 1 iF
JeU AN B e R Rk R RS T
B o T B sk R AT R HF TGEF-81 40 Wb, I 3% Jm
Hom Ry,

AWFFE 45 on Il IGF-1, TGF-B1 & & 78 Xf
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MRZH (HSP 4 #l HSPN 41 22 5 A Ge it 2 8 L, R W]

LR T2 5T HSP 1 HSPN 9 &4 ,

HSP oK 2 5B E s 199 Fofr 48 L R B v T 0 R
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JECRE R S B Ok HISP AR L I BE 6 G

PEN LT BUN Bl SCrt™, 2 i 5% 45 3 38 & B 1fiL

IGF-1, TGF-B1 #1 Cys C & & 76 A [\ % B 4 2% (1

HSPN &L 25 mi&$ ., B IGF-1, TGF-8 &

Y5 Cys C HEERHFEMX, #— LUl IGF-
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