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Association study of gene polymorphism of transforming growth factor-beta 1 and chronic renal failure
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Abstract : Objective
T869C and chronic renal failure(CREF). Methods
renal function and 58 with CRF)and 70 healthy controls were included in the present study. All of them were divided into three

To investigate the relationship between polymorphism of transforming growth factor-beta 1 (TGF-8,)

Seventy-nine patients with chronic glomerulonephritis(21 of patients with normal

groups:control group, chronic glomerulonephritis with normal renal function group. and chronic glomerulonephritis with CRF
group. The polymorphism of TGF-Bl gene T869C was analyzed by sequence specific primers-polymerase chain reaction method. Re-
sults No significant differences in distributions of TGF-8, T869C genotype and allele frequencies were found between the chronic
glomerulonephritis with normal renal function group(TT;TC.CC= 42.9%:38.1%:9.0% ,T:C=61.9%:38.1%)and the control
group(TT:TC:CC= 34.3%:50%:15.7%,T.C=59.3% :40.7%)(P>0. 05). However,the TGF-8, T869C polymorphism in the
chronic glomerulonephritis with CRF group(TT;TC:CC= 13.8%:50.0%:36.2%,T:C=38.8%:61.2%) was significant differ-
and CC homo-
zygote in the chronic glomerulonephritis with CRF group were significantly higher than the other two groups(P<C0. 05). The rela-
tive risk suffered from CRF of C allele was 2. 297 times to that of the T allele(OR=2. 297,95%CI.1.395~3. 783 ). Conclusion

TGF-B, gene T869C polymorphism is associated with CRF. C allele and CC genotype may be two genetic markers for the genesis

ent from control group and chronic glomerulonephritis with normal renal function group. The frequencies of C allele

and development of CRF.
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mL/min; (2) & P8 R AL : GFR<C60 mL/min,

1.2 @5k

1.2.1 SE8 i REMRXMLINEIM 2~5 mL, EDTA 4t
#E. 1 Omega 28 7] A2 7= 3550 £ 156 0 5 o 7 48 £ . 42 U A il
H 40 DNA, TGF-g, T869C & [K £ 45 1 # l >k Fi PCR-SSP
AR, ZRICIEITS Y (B LAY TRAR G 519
F1 5'-AGC AGC GGT AGC AGC AGC A-3'.5|#) F2 5'-GCA
GCG GTA GCA GCA GCG-3',#:[F B4 R 5'-TCC GTG GGA
ACT GAG ACA C -3', )y &84 {1 5'-TGC CTT CCC AAC
CAT TCC CTT A- 3’ ,Vq %84 12 5'-CCA CTC ACG GAT
TTC TGT TGT GTT TC -3'., 1 F1 #l R 40 i — % 5| ¥y 9" 1%
TSI EE R B F2 fl RA X593 C M B H . H 1l
2 H— X S 51 R EY RS L2 72 X
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*1 BREMBAEBEESXESHEREAMKRESE TGFp T8C EHE ERMESHLa(2)]
R Fk R AR R
I H
TT TC cC T C

popiickith 24(34.3) 35(50.0) 11(15.7) 83(59. 3) 57(40.7)
9s 1 241 17(21.5) 37(46. 8) 25(31.6) 71(44.9) 87(55. 1)

B el 9(42.9) 8(38. 1) 4(19.0) 26(61.9) 16(38. 1)

[ERl R A =i 8(13.8)* % 29(50.0) * ¥ 21(36.2)* % 45(38.8) " # 71(61.2) " #

* 2 P<C0. 05, 5 fl HEXT AL 8% 5 #  P<<0. 05, 51 M B R ACEL 41 14 .

=2 TGF-g; T869C & & & B — A% I Ik & #4

. Py AR W 45 & &k ZEEH MRERE REERES SEERED REAER
- %) (mm Hg) (mm Hg) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (g/24 h)
TT 22/19  41.0+14.4 161.1426.3 92.8413.0 2.05%+1.26 5.0440.87 3.18%+0.29 1.14+0.19 1.00=0.54
TC 10/32* 41.7+12.8 163.6+27.1 95.7+17.6 1.9540.90 5.06-+0.64 3.1840.33 1.1940.16 1.1340.76
cC 22/14*4 37.0414.2  165.1430.1 97.1419.7 1.80+0.75 5.2040.67 3.1040.28 1.15+0.16 1.1040.68
F — 0. 957 0.101 0.310 0. 375 0. 385 0.513 0. 602 0.098
P - 0. 389 0.904 0.734 0. 689 0. 682 0. 601 0.550 0.916

“ 2 P>0.05,5 TT 4 # ;2 : P>0.05,5 TC 4 b —  Fm LEHE.

TGF-py FEHEY W= P B AF R BT 0K R S AR
50 pl. :2 X B} PCR Master 25 pl,ddH,O 13 pl, 25 mmol/L
MgCL 1 pL, 314 15149 2 )0.25 L, 3@ 39 R 0.25 uL, N
Z0|) 11 0.25 uL, NS84 12 0. 25 L. DNA Bi#7 10 pul, 2
B A 95 °C 2 min, Z8 P 95 °C 30 s.iB k65 °C 30 s, %E
i1 72 °C 30 s, it 35 MEFH)E .72 CLEA 10 min,

1.2.2 BERSHVKHERAE 4 TGFp HH T, C &k
PEL 4 1 7= ) TR 2 B8 e 6 )5 L 23 A8 A 2 %0 St i 058 Mg fin
fL,80 V i HHL Ik 50 min, ¥ 4MT 5 Marker H 3k 4545 X Lt
FIEEL R T TT RIAL T &5 A0 5L K43 77 9y s ik b B 241 bp
At , CC BIAY C S5 B R 43 7= Wy e Ukt B 241 bp Skl . TC
BT (C Sy B PR3y ™= Wy vk 25 8 241 bp 457 .

1.2.3 SEil% A EORAH T2 RoR Al R L
WA ¢ B g gy 2545 01 3T B0k U AT Hardy-Weinberg
iR yf KBl Fisher MU0, L1 P<<0.05 BEFAH
it S, A B H COR) B 95 % Al {5 X i) (CD £ /8 H
X RURE BE . BT A B0 A SPSS10. 0 B AT G i 4 AT

2 & £

2.1 TGF-p HHEFELE R TGF-p HE L4k TT.CT.CC
SRR, TT B T S50 5 R 318 ™= P e vk B 241 bp 5%
M2 CC RIAL C S5 5L R 47 34 7y v Ukt B 241 bp %7, TC &Y
T C & HE PR 18 7™ Wy s Uk #8241 bp 5. DLl 1.2
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434 bp
241 bp

1 2 3 4 5 6 7T 8

1 TGF-B T869C HE T HMEFBIXER

2.2 fRBEXTHRZ IR 58 DO RE AR BE 2 Rk AR A2 A TGF-g,
T869C HH B EEE A3 W& 1,

2.3 TGF-p, T869C #% kA AL LL ] A1 % i« 1fiL g 2% SR
B 25 BT L (P>0.05), W3k 2.

434 lbp
241 bp

1 2 3 4 5 6 7 8

1:Marker;2.6:TT;4 .7.8.TC;3.5:CC,
B2  TGFB T89C ERE CHMERBIKER

3 it it

Do R e B N R % 1 R R K AL S S 4 B R
R FH DR e N A S 19 98 0E 153407 B B IO % 5 1% P 4k
Job A e I B PR R INRE S AR e e B ER A R AL
KEREEMR, M HREBREZ M., T869C £ & % &
TGF-8, AW ZEMALHZ— AL F 19913 S8 F 4 TGF-6,
{55 IKBR KA a IRBE N, M %65 F T— C Bfmt 3l 5 d i
(Leu) AF A fifi &0 B2 1) B4 52 T a BELJE 45 44 o DA T d A8 o 4% 328 2R
F1 2 5 P9 P I A L B TGE-By Y4 i . Brezzi %1
R TGF-By A i = 1 TgA B B MG &, R4
DI I Ry e A A A - P 22 A R I K S
MBS EA . oA F2Rilh, TGF8 tHZ A
PEAT e 1 2 R AR TGF-8, 19 3R 15 & 36 P R hBE.
B AT R R ) A A 3546 BB 3R ATl TGF-8) BB 22 25 P %t
5 1 B I IR 1 ) SR R R LIS 7 A R

TGFB, /&by K ft 2 — W& ki) TGE-B £
BEiE AT 22 J7 1 AR HE B /N BR A A R0 R) 5 2T 4t Ak e 4 B0 T
BRI R EEE S RS, Li S R LR Y
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TR B I E K5 0 TGF-B, KR IEHM &, H TGF-B
IR H 25 B 19 2 35 M T R A I OR [ 3 R AR O E Y 5 T
TGF-B; T869C 3k [ £ 25 1 7= 2E i) A [l 35k B A 7R 7 5] 2 A~ 14< 1fit.
e TGF-B, /K V-2 5, CC JLH BIA K i o TGF-B, KV T
CT.TT M, Nishikawa 251855 I\ 8 G 30 TGF-B, &
ST A Tg A = A A B Tg A BRI R E . Wong 4500
J Valladares-Salqado 257 4% i TGF-B, CC/CT A 2 1Y
Wl PR R85 JF B e Y R A R G T EL B I e AR R A T
Jahromi 2 fF 5% % B0 TGF-B, T869C JEPH £ &1 15 1 HIpH JR
WM EA L., MEGURERT TGFR HHNEZEE SR
TR B AR B 3R U O L 2 IR A AR O AN
WAFEA TS5 . TGF-, I £ 805 1 & 115/ Bk
95 JIT SO T B R IR R O M2 A N R DL RGE .

A S B I A B £ I B X A L A, HE TGF-, %: A
TR A7 0 R A 3R 2 R JE S 124 B L (P>>0. 05) 5 fg JjE X IR 41
55 U fe S AR A e L B TR R A3 A B TR R ) A A R 2
B X (y*=5.050,P<C0. 055" =5. 113, P<C0. 05) . Ifii & L)
Rz C & 473 H A CC It [ A 2 3 & T fd 5 X 1R 41
(61.2% :40. 7% 36, 2% :15. 7%) ; P oh g J AU RE 4 0 15 3l fig
B 2H Sk B B 43 A S PR A8 B AF FE 8 1 % B L (7 =
4,462, P<C0. 05;y° =5. 672, P<C0. 05) , [fl B 15 Ty fig 2 £ B2 41
C S5 LA CC 3 R A 35 32 4 i T h BB AR £ 4 (61, 205
38.1%536.2%:19.0%0) s #57F C 5507 3 H 19 >4 S0 18 1 B 32
R KU i 2 T 2547 JE Y 2. 297 £% (OR=2. 297,95 % CI:
1.395~3.783 ), TGF-B, T869C 4 3 [H % {1y T 4 [L 1] A %
I LG PR AR P A T R 5N R e A VR A R
H#E A 2 5 RG22 L F AT RLIA S T869C FF £ 35
518 DI BE IR & AR R R AR AE M e C i W CC
EHEBEEM R ER AL KRR AERE., KRS E
b Choi M BF 55 45 AR FF, K W TGF-B, T869C S A £ 4 1k
TEAE R R I 22 5

M2 BV DR R & AR R R I IR ML 0 R I L g
BREWRAE L h R &EEAAEE., AR IER TGFp T869C
B 2 350 518 1 T R R 0B A7 A AH O L C SR AR R CC
SEAREGEE IR R R ARG AR K, AW, B A
TGF-B, T869C He[F £ 45 1 1515 1 B 1 B % v A O Pk A AFF 5 AR
i BEAT R AR AS L I 2 R R I IR AR
S H 30
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