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[Abstract] Objective

with benazepril treatment response in the patients with hypertensive renal damage in Ningxia area. Methods

To study the correlation between the genetic polymorphism of tumor necrosis factor-o (TNF-¢)-308
Two hundred and
eighty-four patients initially diagnosed as hypertension were enrolled and the hypertensive renal damage defined by the measurement
of urinary albumin excretion rate(UAER). At the same time 160 individuals undergoing healthy physical examination were selected
as the normal blood pressure control group. The plasma samples were obtained from all the subjects,and plasma level of TNF-q and
TNF-a-308 gene polymorphism were detected. Then the patients with hypertensive renal damage were interfered with benazepril as
one of the antihypertensive drugs,and the treatment response of different TNF-¢-308 genotypes to benazepril was observed.,and the
comparative analysis was performed. Results Among the TNF-¢-308 genotypes in the patients with simple hypertension, genotype
GA was the most common, followed by GG and AA successively, with the G/A allele frequency of 53 % /47 % (P<<0. 05). In the pa-
tients with hypertensive renal damage, genotype GG was the most common, followed by GA and AA successively, with the G/A al-
lele frequency of 70%/30% ,the genotypes and allele frequency had no statistical difference( P<C0. 05). Before and after benazepril
treatment, the change range of UAER in the patients with genotype AA was maximal, followed by the genotype GA and GG, the
difference among 3 groups was statistically significant(P<C0. 05). Conclusion The TNF-¢-308 gene is correlated with hypertensive
renal damage and its response to benazepril treatment.
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1.1 — el 2013481 AE 2016 4E 1 A FTHER
Ko BB B A8 B2 S R LT B R 284 A1, 4R 3R R # 1A
HEME SR 25 5 4 oy B gl L 2 COR 2R I RN T 20 pg/
min,n=152) 15 ML B 1543 41 R 3 A HEWE R K F 8% F 20
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Bl 45 (IL-6 ELISA {7 & 3% H RB A "D #17 .

1.2.5 TNF-o %K 225 MR

1.2.5.1 R DNA fil% ZEEHMBITEE R MA 3 mL #
R [ 10. 0 mmol/L Tris.0. 4 mol/L NaCl.2. 0 mmol/L Z, —.
Wiz DU 212 — 41 (Na, EDTA) . pH 8. 21, F8 40 1R 51 H B 7% L 4l i
RIGIHEEHMA 0.8 mL EHEAM K ERK (2 mg/mL) 5 0.2
mL 10% SDSIRA4 K BifER 5. & F 37 CH®. K HREUH
B, W, I A NaCl 1 mL,J8%5) 15 s,3 000 r/
min B0 15 min, B DNA ) EWEEIA Y —B.08 T A M
FEIRFR(Z 8 mL) Y TEK £ % 4% 48] 1R &) 2= DNA KT H 15
T2 T WA . FAJC W Tip Sk/hC¥ DNA #5682 EP b, %=
T B & T4 5 i A TE10. 0 mmol/L Tris ,pH 7.6,1. 0
mmol/L Na, EDTA)50~150 pL, ¥ F 4 CH-7F . fF DNA B2 %
i 5 8 2 — 20 CIRAF#5 A I BGH 4 F 2840 40 66 BE T T U
& DNA ZKF-, B PR B0 5 SR FH 2R A B4 Sz oz - PR 14 P9 40 i R
Bk B 2 8P 40 B 75 1 (PCR-RELP o) #6:0

1.2.5.2 3I¥i&it Forward:5-AGGCA ATAGG TTTTG
AGGGC CAT-3'; Reverse: 5'-ACACT CCCCA TCCTC CCT-
GCT-3', PCR ¥ A & HiAE ¥ 94 °C 3 min, 94 CAEHE 60 s,
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= H (L s, mmol /L)
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TNF-a(Z=+s,ng/ml)
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(P<C0.05), #&78 GG H:[A &) 5% % FE N 25 2 JH [ R i AE A
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I B AR 2 1 0 e _
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