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1.83 + 1.67 vs 0.10 + 1.50, TNF-a(pg/L)2.4 + 1.9 vs 0.2 + 1.2, 1L-6(pg/L)48 + 13 vs 12 = 8,34 P < 0.05], %
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Effects of Telmisartan on Pulse Pressure and Serumn CRP, TNF-o, and IL-6
in Patients with Essential Hypertension

ZHENG Dong-dan', GAO Xiu-ren', LI Yu-jie?, ZENG Qun-ying'
( 1. Department of Cardiology, 2. Department of Emergency, The First Affiliated Hospital of SUN Yat-sen
University, Guangzhou 510080, China )

Abstract: [Objective] To investigate the relationship between serum hs-CRP, TNF-a., TL-6 and artery pulse
pressure, the affects on these with Telmisartan/HCT or Bisoprolol in the patients with essential hypertension. To
analyze the differences of anti-inflammation effects and lower pulse pressure effects in both medicines. [Methods ]
Ninteen patients with essential hypertension and 15 healthy control were enrolled. All subjects were drew blood
sample to measure the serum concentration of hs-CRP, TNF-a, and IL-6. Ninteen patients were divided into two
subgroups at random , and randomized to receive Telmisartan/HCT ( 80 mg/12.5 mg, qd) or Bisoprolol ( 5 mg, qd)
for 6 weeks. Changes of blood pressure, pulse pressure, and serum concentration of hs-CRP, TNF-a, and IL-6
were compared in the two subgroups. [Results] The serum concentration of hs-CRP, TNF-a,and 1L-6 were higher
in the patients with essential hypertension than that in healthy control [ hs-CRP (mg/L) 3.43.1 vs 1.2+1.6, TNF-
o (pg/L) 4.5+ 3.1 vs 1.1 = 1.3, IL-6 (pg/L) 187 £ 43 vs 36 = 11, all P < 0.05]. After 6 weeks treatment, the
serum concentration of hs-CRP, TNF-ai, and IL-6 in the patients with Telmisartan/HCT were decreased more than
that in the patients with Bisoprolol [ hs-CRP(mg/L) 1.83 = 1.67 vs 0.10 + 1.50, TNF-a (pg/L) 2.4 + 1.9 vs 0.2
+ 1.2, IL-6(pg/L) 48 + 13 vs 12 + 8, all P < 0.05)]. The decreased level of pulse pressure in the patients with
Telmisartan/HCT were more than that with Bisoprolol [ PP (mmHg) 8.5 + 7.6 vs 2.1+ 8.9, P<0.05)]. { Conclusions

There were increased serum concentration of hs-CRP, TNF-a,11-6 and pulse pressure in the patients with essential
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hypertension. Telmisartan/HCT were more effective on anti-hypertension and low inflammation factors.
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Table 1 Results of general item in the two groups

Ttem Normal control Hypertension i P

Age 58+9 59«11 0.677  0.50
Sex(male/female) 9/6 52/38 0.733  0.46
SBP(mmHg) 127+ 11 159.4 £17.6  2.878 0.005
DBP(mmHg) 80+8 98+11  2.878 0.005
PP(mmHg) 47+ 6.7 6111  2.706 0.008
Glucose (mmol/L) 5+1 5+2 1.055 0.34
BMI(kg/m?) 22+4 25+6 1.662  0.10
Cr(pumol/L) 84 x5 8615  1.132 0.18
BUN (mmol/L) 62 6+3 0.710 048
EF 0.7+09 0.7+08 0677 0.50
TC(mmol /L) 54+13 57+1.2  0.677 050
LDL(mmol/L) 3514 32+1.1 0677 050

2.2 ERIMB/HCT A5 RIS RAELLE

Bk v EA o 45 6, 5B 27 B, 2 18 ], 4
(60 = 10)% ; WRWE/REA 45 B, 55 25 B, 2 22
1) 4R (59 = 1) %, P AHFEARIS B H 6] |
MBE PR R B DIEE LT RR | I e A — 5
HEXBEEZES (P> 0.05); WIL4IR SBP,
DBP L #EEER (P> 0.05,%2),
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Table 2 Results of general item in the two subgroups

Item Telmisartan/HCT  Bisoprolol ¢ P
Age 60 + 10 59+£11  0.632 045
Sex{male : female) 19:11 18:12 0.977 0.36
SBP(mmHg) 160 + 17 158+18 1.870  0.08
DBP(mmHg) 1019 97+ 11 1790 0.09
Glucose (mmol/L) 54+1.7 5125 1.662 0.10
BMI(kg/m?) 24 £6 25+6 1750  0.08
Cr(pumol /L) 85+7 87+13  1.662 0.10
BUN (mmol/L) 5.6+23 57+26 1291 0.20
EF 0.7+09 0706 1330 0.17
TC(mmol/L) 5513 5612 1.870 0.08
LDL(mmol/L) 3.1+14 33216 1760  0.08

2.3 EEyE/HCT BFntk Fi&RAEITEI RSN
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Table 3 Resulis of BP in the two subgroups before and

after treatment

Blood pressure  Telmisartan/HCT  Bisoprolol ¢ P
SBP(mmHg)
Initial 160 + 17 158 + 18 1.343  0.20
After 6 weeks 138 + 18 144 £ 19 0.681  0.50
Drop value 23+13 14+10 2123 0.02
DBP(mmHg)
Initial 100+ 9 97+11  0.681  0.50.
After 6 weeks 86+ 9 85+10  0.685 0.50
Drop value 14 £ 10 12+6 1.353  0.20
PP(mmHg)
Initial 60+ 8 61 +10 1.310 020
After 6 weeks 518 59+ 8 2.363  0.02
Drop value 85+7.6 21+89 2704 001

e 3 KB 1.2 R, BoK1PH/HCT 4 SBP
PR MR A EL R V& R K [(23 = 13)mmHg vs
(14 + 10)mmHg, P < 0.05],PP MR LRI /R
K[(8.5+7.6)mmHg vs (2.1+8.9)mmHg, P<0.05],
%t DBP 20 AHL (14 +10)mmHg vs (12+6) mmHg,
P>0.05],
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(P <0.05),
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Fig.1 Results of ABP in Telmisartan/HCT Subgroups
SB: basic SBP; SA: SBP after 6 weeks; DB basic DBP; DA;
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Fig.2 Results of ABP in Bisoprolol Subgroups
SB: basic SBP; SA;SBP after 6 weeks;DB; basic DBP; DA
DBP after 6 weeks
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Table 4 Level of serum inflammatory factors

in the two groups

Item hs-CRP(mg/L) TNF-a(pg/mL) IL-6 (pg/mL)

Normal control 1.2+1.6 1.1+13 36 £ 11

Hypertension 34+31 45+3.1 187 + 43
¢ 2.361 2.626 2.364
P 0.02 0.01 0.02

2.5 EHiGIE/HCT HA0EL %38 /R 4 I 2 4% i
FIkE ‘

WS ZH YR Y7 RS I35 R 5E B TR W3 5, %
KV IH/HCT Y897 20 .37 hs-CRP . TNF-a I1-6 7K
PR B, KT R IEIRIAIT A (P<0.05) ,
2.6 TAREMN
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Table 5 Level of serum inflammatory factors in the two

subgroups
Ttem Telmisartan/HCT ~ Bisoprolol t P

hs-CRP(mg/L)

Initial 34+£20 34+18 0681 0.50

After 6 weeks 15+14 33+13 2423 0.02

Drop value 1.83+1.67 0.10+1.50 2704 0.01
TNF-a(pg/L)

Initial 45+£2.0 44 +1.1 1303 020

After 6 weeks 22+19 42+12 2704 001

Drop value 2419 02=+12 3307 0.01
IL-6(pg/L)

Initial 191 + 47 186 +42 1332 0.20

After 6 weeks 143 + 23 173 £33 2,971 0.005

Drop value 48 + 13 128 3.307  0.001
3
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receptor gamma, PPARy), —/1& HIB UM PR 25
Wi B HOREE , PPARy R R ARG
f— 5, I RE A o s R IR SRk AL &9
P2 AR L R S RE A R 2 PR B 3Rk, BAR
PPARy FEFEJEHTHLAFE L (BB 7EVF 240
SR BN A3 I T LA e | PN R 4 B R SR A% 2
Ffl . PPARy Mo AT LA A 5 0 200 Al 60 2% o OAE 1
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