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[ =B A 40104 % -6 (interleukin—6, 1L-6)-572 C/G £ 251515 LR B30 3 M DLARG Rl r sk i e le . sk Ak
284 {4112 & I HOR B, T2 24 h JREE F HEE 2R (urinary albumin excretion rate, UAER) , #¢ H: 25 B0Ks 58 35 4 b &5 I 20
(UAER<20 pg/min) Al LB #1340 (UAER =20 pg/min) . FHESEE G BE R (enzyme linked immunosorbent assay , ELISA ) #6;
WL 1L-6 A, B A B 22 28 8 45 B4 527 (polymerase chain reaction—restriction fragment length polymorphism,
PCR-RFLP) Kl IL-6-572 C/G FEE 235, FFIL 160 Bl iEH REE VR IEF MR, 25 LU R S R 257677,
T 1L-6-572 C/G 235 5 IS AT X R, R W MEL 1L-6-572 C/G Lh GG it , 485 & GC M CC, C/G 35
R 40% 60% 5 =5 MR 2H TL-6-572 C/G IYFERAILL €C £ 0L, HUCh GG GC,C/G SR A3 IN 51% 49% ; = I i 51 35
20 11L.-6-572 C/G BFEFTILL CG AL, IRIG 2 CC Hl GG, C/G 25 KL ZM 510 58% 42% . 3 I 2451 K GIC Hii#e 2%
G L (P<0.05)  EUA IL-6-572 GG FERIALEE DUIRE VAT TS 1L-6 1l UAER MY7ZEfbh 3, 2 CC Fi CG &Y
(P<0.05), &5i%:1L-6-572 C/G Z2M5 i MR B AR DE , -5 DU RIVAYT I RORAHSCHE . IL-6-572 C/G LB BRI INA 5
T i I 4B T ) o A R, DRIt UGS R R 7R 7800 , LA B 2% w8 i B 4 5 (A Bl
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Interleukin—-6-572 gene polymorphism in hypertensive patients with renal

damage and its association with benazepril treatment response
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[ Abstract)Objective . To study the association of interleukine—6(I1.—-6)-572 C/G polymorphism with hypertensive renal damage and
the therapeutic effect of benazepril. Methods ; Two hundred and eighty—four patients who were initially diagnosed with hypertension
were enrolled,and then 24-h urinary albumin excretion rate(UAER) was measured. According to the results,the patients were divid—
ed into hypertension group(UAER <20 pg/min) and hypertensive renal damage group(UAER =20 pg/min). The plasma levels of 11—
6 were measured by enzyme-linked immunosorbent assay,and the IL-6-572 C/G gene polymorphism was determined by polymerase
chain reaction—restriction fragment length polymorphism. One hundred and sixty healthy subjects were selected as normotensive group.
Then the patients were treated with benazepril as a basic antihypertensive drug,and the relationship between IL-6-572 C/G polymor—
phism and the therapeutic effect of benazepril was evaluated. Results . In the normotensive group,the most common genotype of IL-6—
572 C/G was GG, followed by GC and CC,with a C/G frequency of 40% and 60% ,respectively;in the hypertensive group,CC was the
most common genotype of 1L.-6-572 C/G,followed by GG and GC,with a C/G frequency of 51% and 49% ,respectively;in the hyper—
tensive renal damage group,CG was the most common genotype,followed by CC and GG,with a C/G frequency of 58% and 42%,

respectively. There were significant differences in polymorphism
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and G/C frequency between the three groups(P<0.05). The pa—
tients with 1L-6-572 GG genotype showed the greatest changes
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response to benazepril therapy. Detection of 1L-6-572 C/G genotype is useful for identifying high—risk patients with hypertensive

renal damage and predicting the therapeutic effect of benazepril,so as to aid in the prevention and treatment of hypertensive renal

damage.
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EE RS LR BRI R TR E L —,
1 Ak 1K 191 B9 (end —stage renal disease, ESRD) )
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AP, SRR, U A%/ B N AR S A e L
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WRAEMTFE W, g I B 401 35 A AL 1 4 i
4% -6 (interleukin—6, 1L-6 ) FIE IR I o (tu—
mor necrosis factor—ou, TNF—o) & & T i 10 R B &
i SN e FG AR A PR 37 ey ML 450 35 ) b A
hE—E A,
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P, oM S A5 A% T i ik DR S o P HL o A
M GEAE I 5 g I B A O T e AL
B 1 KA AR ST I TL—6 A5 4 i PR 1 1 KR A
ZATEA R — MEAHR TR, B TR —
AT, AHESERTT T IR B E S 16—
572 C/G Z 3R I, LABA [ 56 [ AL %6 DR 5
ARG I BN, LL B 12 i A 2, O e i
P BE YRR PR AR B

1 #REFTE

L1 st g

PEIL 2013 4F 1 7 % 2015 4F 12 A TTRERIRFE BB
BEskiZ 012 5 R 3 284 1), 55 170 ], £ 114 441, 4F-#%
(52+11)% . BRBURBARA , M5E 24 h BRE FHEER (uri-
nary albumin excretion rate, UAER) , SR J5 K L5 S0l 2 4H
1 ML ZH (UAER <20 wg/min ) A1 5 1l 7R B 451 7 41 (UAER =
20 pg/min) . = ILFEIZBARIE 45 HE (systolic blood pressure,
SBP) =140 mmHg 1 ( 2% ) £ 5K J& (diastolic blood pressure,
DBP) =90 mmHg, HERRARAE . 4k & 2L R % A IF e i

S P AR e M . B 160 191 1E % 1A A
TEH ML, 5B 94 1], 2 66 4R (52 £ 12) %7,

DUBRE IR Ay o i B 4 5 R 1 i FH 28 (10 mg/ B
WD), 10 mg, 1 IR/ A IS A ST Bl PR s 199155 o
FHAG 4537 (calcium channel blockers, CCBs) B BEL# 71 (B
blockers) FI BRI, 24 iR DUTIR2 |4 5452 M g Tif 57 Bt
T Sy 14 KK R 1T 32 A& BH R (angiotensin 11 receptor
blockers, ARBs) . 3 9 1] {35 PR RZICAS RE TR 52 DU 2 4] 1 582
#h ARBs 254, 16 )G E 4% 1L-6 & UAER, LAPFA DUIRE
G[iPrge
1.2 BriF ik
1.2.1 UAERE  FAHL 24 h JRI(7:00 2 H 7:00),ic
B IRAEIS mL BG, EIFIRTE-80 CIRIRIRAF , 5
AR 5545 O 5 PR A B 1, B UAER (pg/min) o [H]
B 1R DL B TR EAE R A R
122 MWARAHRE  AEHE ST 8 h 5 i SRl ik i
FHEER M F . .0 (4 °C,3 000 r/min, 15 min) 5 HUIL
I 80 CUKFATTIRIE . e Ge— il S IH [ B (total choles—
terol, TC) , =t H il (triglyceride, TG) I %5 B i 25 11 JHL i 1
(low density lipoprotein— cholesterol, LDL~C)#1 1L-6, H{[ZH
JHL)ZS I 21248 o 28 g i, 250 (4 °C,3 000 1/min, 20 min),
5 L ANAEITTE T-20 CPAFELIAT DNA fhi . 1L-6 FEHN
PERGIN B | FRVE S B 11L-6 ELISA i £ (35 RB A H]) i
iR BT
1.2.3  IL-6-572 C/G SEFR A5 M il %5 DNA B4R J5 R
FHBR I B B 22 25 1 3R 45 Tl 4% 52 7 (polymerase chain
reaction—restriction fragment length polymorphism, PCR-RFLP)
R, 514750, EiiF 5° ~GGAGACGCCTTGAAGTAACTGC -
3", Fif 5’ ~GAGTTTCCTCTGACTCCATCGCAG-3", PCR ¥
R Z L FASPE 94 °C 3 min, 94 CASE 30 5,52 CiB K 30 s,
72 CHEAH 200 5,35 WAEFR, SE WU T 72 “CIEfH 5 min, 373
JrBEKBE R 163 bp, AT EARMEFLIK . SRIG1T BsrB T BRI
PEPI DI BRG Y % O 1= 2.5 L, BsrB T BRI 9 1
1 0.25 WL, 10 x ZE P 1 pL, 100 x 25 1ML 3% 155 11 (BSA)
0.1 L, BARFL 10 L, 37 CRIFILTE . 12%FR N IR BR SR
(polyacrylamide gel electrophoresis, PAGE ) 3 T HL ik |, HL J&
300 V, FLIKEHA] 30 min, iSRRER Y 0 5 152 B SE
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K H SPSS 13.0 KM HEAT GE 224007, v TR LY
B BRUEZE (x £ ) F0R  THEFORHUBURBORT 3 LU (%) 3 o
Hardy—Weinberg “F-Aiii5 Rl REA (AR Z 41 HLAR
R 22500 o THECRORHT P AR B A5 PR U 3R 43 A RS A3
BRI A5 ) LEBER TR ke . K /K HE 0=0.05,

2.1 B —fRls R AL
3 YRR PR AT 4L (body mass index, BMI) TG
WA TG i2422 5 (P>0.05) . 2 N5 LR ) SBP .DBP TC
LDL-C il IL-6 ¥ T 1E % 41 (P<0.05) , 2 #H[A] lL 3% B 7
o ML B 45 35 41 1L—6 35 1 MU 4 (P<0.05) , HoAR R bRt
GiilFEE R (P>0.05), W& 1,
22 TL-6-572 AW % &EHsH
LAY A BER IR A5 T WK, 3 LAY TL-6-572 FE R

B4 Hardy—Weinberg “F-#7 (P>0.05), CG £ MLEFF
PEMA N EAH W, CCIRZ GG /b CC & L R4 e
WL TL-6-572 FER A, GG . CG MUK ; 1 1E 3 1 R 2H v
GG e, HARMK YK CG AT CC. 3 4] G/C 4543 3 R4
BRI #2255 (P<0.05) , L3 2,
2.3 G R B HE B E AR AR A 6 ls R SR

o0 I B 40 R R[] TL—6-572 KL PR 380 i PRV R} 8%
SZEHLLR, CG BB E 1 TC LDL-C J 1L-6 7K P H i (P<
0.05), L3 3,
24 REVRE A T RAR-EA) 64 7 2

e P 4 A A DR M S AR T, IR TR
AL FA AR £ 259, fu$E B-blocker Fl IR .CCBs,,
RS o 3 IR LR 25 W 0 A A 5 T e 2
5+(P>0.05), IL3E 4,877 16 JHJ5 5 UAER Fl IL-6 4R &k
7 L-6-572 GG FERANEYT 5 R R dncfd: , B AR Sl CC Al
CG BEH R (P<0.05), Jr2E5 ks 3 R TS
SEFEFE(P>0.05), WL S,

F1 BAE—MBIERLE

AR BMI DBP TC TG LDL-C 1L-6
2151 1k B
(%) (kg/m?) (mmHg)  (mmHg)  (mmol/L)  (mmol/L)  (mmol/L) (ng/L)
IEH I A4 160 5212 94/66 245 124+ 12 81+9  376+1.13 1.86+088 203+0.65 234x45
o I 20 152 5310 90/62 25+6 155+18 98x10" 534+1.01° 1.96=1.15 2.97+098 354+ 52
o I A 2 132 51+11 80/52 23+5 154+15°  97=11"  549+0.99"° 1.99+092 3.04+0.87" 436=+65"
FiCE 1.742 0.109 0.046 133.653 78322 201.308 0.196 49.720 969.000
P 0.385 0.947 0.645 0.000 0.000 0.000 0.865 0.000 0.000
W a, 5IEW MLEZ e, P=0.000; b 5 & LE 4 H AL, P=0.000
£2 KAEIL-6-572 SR
] o FERA (n,% ) ZENFER (n,% )
cC CG GG o G
TEH I 2H 160 38(24) 52(32) 70(44) 128(40) 192(60)
T i 4 152 58(45) 39(19) 55(33) 155(51) 149(49)
1o I HE Y 2 2 132 42(32) 70(53) 20(15) 154(58) 110(42)
X MH 39.807 20.036
P 0.000 0.000
*3 BIESRESRE IL-6-572 #1 3 FEERIGEKR AR LB
o AR BMI SBP DBP TC TG LDL-C IL-6
(%) (kg/m?) (mmHg) (mmHg) (mmol/L) (mmol/L) (mmol/L) (ng/L)
CG 70 51+12 245 154+ 14 95+ 10 6.12+ 1.09 202+089  3.83+0.70 53376
cC 42 50+ 10 23+6 156 + 13 97+ 10 5.11+0.97° 215+096  274+071" 421 %66
GG 20 53+12 25+4 153+ 15 96+ 11 459+087° 214107  237+0.64* 391 +50"
FAH 1.126 1.052 0.460 1.130 12.559 0.530 6.342 51.450
PH 0.145 0.369 0.586 0.254 0.000 0.547 0.000 0.000

TH:a, 19 CG LR BIHHL, P=0.0005b: 55 CC FERAL AL, P=0.000;¢: 5 CC B RIELEL, P=0.047
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F4 IL-6-572 REFEZIRAREEZWILE

FLH A 1155 DUHREF] (n,%)  B-blockers(n,%)  ARBs(n,%) CCBs(n,%) FIPRF (n,% )
CcG 70 63(93) 40(59) 5(7) 48(71) 7(10)
cC 42 40(95) 22(50) 2(5) 28(64) 3(7)
GG 20 18(90) 12(60) 2(10) 14(70) 3(15)

X Au 0.128 0.390 0.603 0.080 0.905
PE 0.569 0.823 0.740 0.961 0.636

#£5 AR IL-6-572 B FEIxF AR FI B & KL
FLR A 1% ASBP(mmHg) ADBP(mmHg) AUAER (pg/min) AIL~6(ng/L)
CG 70 249 18+12 39+36 81 =62
cC Y] 28+ 10 21+10 73 +34° 138 + 66"
GG 20 25+ 13 20+ 11 108 + 48" 220 + 106"
FAE 1.240 1.782 41.420 35.320
PAE 0.234 0.146 0.000 0.000

E:a, 5 GG FEH B LEL, P=0.000;b: 5 GC FEN A LA, P=0.000

1L-6-572 C/G ZRKA7 s T 1L-6 R 4 St
Y57 25 ATG B 572 37, Brull Z52458 |, 1L-6-572 C/
G ZABMIE IL-6 KA, Gu SFhH i (4SS5
BRI, A C/G R A BB IR 1L-6 Ja 8 T
PR ST PRI i A1 Sl v 16 A5 . A e
IR IL-6-572 Z2 3548 55 XU A O IR SC IR g
SCEHAESIF RIS R I IL-6-572 C/G i LN £ 25
55 18 P BH ZE P fili % 995 ( chronic obstructive pul-
monary disease, COPD) ) & EA3 &k, H HHT UL
KT IL-6-572 FEPH 228k 5 w5 il B 461 5 2 1] *H
KA ,

AR T o I 450 5 A8 R ol R
FL, 1L-6-572 () Z 25 MR ] o i B 4 5 2 v
IL-6-572 B 1) CC Al %, GG RliR /b, AN A
PR A] TL-6 (¥R B2 KA TR, #2740 35 00 &
A BRI E Z A5 1L-6 ) 235 Mt C 8k 1L-6-
572 FYFEDH Z2 25 Mk (AR TR] e 1l BB 35 R (s 7 A )
HY IR K- TL—6 8 B AT BB A (], 28 1 %) ok ™
AEANIFIRRBE 52N, Yu S5 4l 1L-6-572 C/G
ZAVERT e 5 B AR A OCIIPLE

JERE MR E | TR -6 165 1R B i 3
FIVE AR A A 2 MOl B 22 I RFFEIESE . 7R 12

B

5955 (chronic kidney disease, CKD) £ 1 '5 A 2H
AU TL-6 Ve BT, AN 2R 2 R Bk I s B e T
1, B4 TL-6 [T B oA B s ASBIFSE K R
FEX IR i U B R TL-6 AP TR, 3k
W TL-6 ANUAE'S N BE IR | T ELZE I 0 ok
W R L5 . Hashmat SEU B, HEAT 10 B 401 35
A ERABURAE K BRAE 220 16 YRR TR Ao A b
P B HHE I R 5 SR IR TIESE T IL-6
TE B 3 R b B A A s

1L-6 BB FEVER 514 55K 2 11 (angiotensin
I, Ang 11)BUIMOC, Ang I 2B E S A4S
WUEMELEAN T, 7E Ang A T A 4L E 115 1
ISR R LT 4R AL SR RN N 2 ZE ~1 (prepro-ET-
1)mRNA f'y‘%‘%L%EEM%’J EHAF SR
O IL-6 PMEHI 2 CE 2, 40t Ang [T HETE AL FEAY
INETL-6 ZKE T, ﬂﬂ%r&ﬁ? IL-6 A, AS{H I
JEBA TR, B Ang [T A 04 B 400 3 VB £F i fb o
TR

BN SN N = INASAE R =N WA =gl
21 TC F1 LDL-C 54T IR B TF, FE gL,
1L-6-572 A [l FE B TC Fl LDL-C /KA X 51,
HAFEEAZIRY IL-6 /KFANA], #2278 TC FILDL-C
ATRES 1L-6 M H L P 22 280 2 [ A7 AE OCHK , (X
FROCHR AL H BB i,

LR IR B0 3 1 AR S TL-6 BEPRI AU OCHK
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T 2 5t AT 546 I R 35 1 TL—6-572 5 R0 SR VA v
I B A B E B RTRE e R PRI R 259
AT DIARE TL-6-572 FE PRI AE i 0l e B 460 5 s 16 A
H L BT B A PR R B R 259, 4n D
TR 45, LA B 1k F1AE 22 5 il B 48 SR I
AR T IL-6-572 £ HL P # 5 1JIR
FPFRLN) CHK . I KnG Y7 IS5 UAER #1 1L-6 7K
AR AR 2 B ULIRE F AL S 1L-6-572 KL R A
K, GG IR b e fd, 454 11-6-572 FE[F Al
FEIEH MR, GG i fe 2 | MAE i I B 450 3%
M, GG itV HR GG ity T A BN IR
AR I B A 3 1 e A e R AR VR T L RE 4R
T LTS AR %o v oL P 4 (AR T RN, PR A
M 1L-6-572 C/G 2275k ] LA THUAR =5 i e B 461 3 1
HOF DUy 38, A B 25 A 18 SR
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