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[ ABSTRACT ] Aim To evaluate the effects on inflammatory factors, lipoprotein(a) in hypertension patients by
adding persimmon leaves flavonoid preparation in conventional antihypertensive therapy. Methods According to the
inclusion and exclusion criteria strictly, from Jun to Dec 2013, 90 hypertensive patients graded 1 ~2 were included and
randomly divided into three groups: persimmon leaves flavonoid preparation group (valsartan and Naoxinging tablets) , sim-
vastatin group (valsartan and simvastatin) , and control group (valsartan), 30 patients per group. ~Serum tumor necrosis
factor-a (TNF-a) , interleukin-1 (IL-1), IL-6, IL-8, C-reactive protein ( CRP), endothelin ( ET) and lipoprotein(a)
[Lp(a) ] were determined by protein chip method before the therapy and 6 months later. Results  After treatment,
the inflammatory factors and Lp(a) levels of persimmon leaves flavonoid preparation group and simvastatin group were lower
than control group (P <0.01), but there were no significant differences on inflammatory factors and Lp(a) levels between
the persimmon leaves flavonoid preparation group and the simvastatin group (P >0.05). The blood pressure of patients
in control group was significantly reduced after treatment (P <0.05). The blood pressure of patients with the therapy of
persimmon leaves flavonoid preparation and simvastatin decreased more than that of control group (P <0.05), and low
density lipoprotein cholesterol (LDLC) and triglyceride (TG) were reduced (P <0.05). Conclusions The blood
pressure of hypertensives will significantly be depressed after therapy of persimmon leaves flavonoid preparation and simvas-

tatin.  In addition, medicine effect of persimmon leaves flavonoid preparation and simvastatin can lead to reduce level of
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serum inflammatory factors and Lp(a) in hypertension patients.
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Table 1. Comparison of basic information in the three groups

W H WinFEEI 2 RAIT 4 X R
(n=30) (n=30) (n=30)
BB 19(63.3%) 17(56.7%)  18(60.0% )
AEW (%) 42.8+9.2  42.7+9.2 42.5+9.0
R (kg/m?)  25.06 £2.05 25.52+2.06 25.54 £2.16
R (4F) 3.7+1.7 3.9+1.6 3.6+1.7
WA (3] 7(23.3%)  8(26.7%) 6(20.0% )
R (1) 6(20.0%)  5(16.7%) 6(20.0% )
EIMERGS (F)  2(6.7%) 3 (10.0%) 2 (6.7%)

2.2 3 @EiRYraETiE MLE I AS 1= A8 I A L 82
3 ZHYR 9T 0T J5 U 4 1 (systolic blood pressure
SBP) &} 5K % ( diastolic blood pressure, DBP) JjkH

R 2. 3 ABFrEiiEMILE . RS F0 %S iE i #E Lk B

(pulse pressure, PP) % N5 H FHIH[E A% (low den-
sity lipoprotein cholesterol, LDLC ) | & AH [ B ( total
cholesterol , TC) |15 % & 8 25 [ ( high density lipopro-
tein, HDL) | H il =g ( triglyceride, TG ) ., %5 & Ifil #¥
(fasting blood glucose , FBG) 7K UL 2, X HE 21 £
FRYT T MEBLABE I FEAR (P <0. 05) ;A it 2 i
2 AT AR YT I -5 0T B A L il T B2 s 2
HR (P <0.05) , FLAIRA BERR A 11 AH [ S AR 5 e
WA FFE(P<0.05), 3 41i577 i SBP . DBP PP,
LDLC TC \HDLC TG .FBG %48 br4 5 2253017 , 22 57
TG FE (P >0.05), it B EIL] R AT
HiRJ7)a SBP DBP PP M2 ICGE 24 L (P
>0.05), 3 #i4J7 )5 HDLC TG .FBG [b# 2%
et L (P>0.05)

Table 2. Comparison of blood pressure, serum lipids and fasting blood glucose before and after treatment in the three groups

Fili B R ZH (n =30)

FARMITH (n =30)

Xf BREH (n =30)

I

nn IRITHT A YT IEpig] YT A
SBP( mmHg) 156.37 +12.01 129.00 +5. 84" 156.07 £10.45 128.00 +5.75™ 155.57 £10. 51 133.27 +3. 46"
DBP(mmHg) 97.83 +5.61  79.00 +5. 68" 98.33 +4.89 78.50 £6.20"™ 98.33 £5.56  82.73 £3.38"
PP(mmHg) 58.53+8.19  50.00 =1.17" 57.77 +£7.33 49.50 £8.94" 57.23 £7.07  50.53 +5.39°
LDLC( mmol/L) 4.18 +0.70 3.20 +0. 64* 4.26 £0. 80 3.24 +0. 68" 4.22 +0.70 4.03 +0.52
TC(mmol/L) 4.12 0. 83 3.08 +0. 80* 4.10 £0. 80 3.10 0. 46™ 4.22+1.10 4.06 0. 80
HDLC ( mmol/L) 1.14 0. 16 1.16 £0. 18 1.16 £0. 20 1.10 £0. 10 1.10 £0. 68 1.12 £0. 56
TG ( mmol/L) 2.56 +0.42 2.32+0.46 2.22 +0.42 2.00 +0.46 2.30+0.80 2.38 £0.65
FBG (mmol/L) 5.14 +1.03 5.18 £1.02 5.17£1.20 5.18 +1.00 5.34+1.08 5.32+1.09

a’N P<0.05,b>4 P<0.01, 5AKRHIABIFATHL ;¢ N P <0. 05, 5XHHBAIRYT G L,

2.3 3ARTHIELERERF . EEA (a) LK
BB A2 G K i TNF-o IL-1 IL-6 1L-
8 .CRP .ET #l Lp(a) /K-, 3433 THRYT 6 I H Ak
Bedd A FIiRTEbR ; & LHI0YT RIS LI R A% 1 F i
H(a) KPR 3, 1675 i S B4 - A 7T 40

R 3. 3ABFAENFERERF EEA (a) kTR

MIFERMEHF ZAGE M (a) KB RALTAH
TBITHT SRHRZH (P <0.01) . VYT I Wit B ER 4 =7
Pty T4 Fege, i 2 R R T X AgE A (a) KF T
WFEES(P>0.05), X HEAIGITATIG LT 45 5k
T KIEEH (a) K P LRBFEZES(P>0.05)

Table 3. Comparison of inflammatory factors, lipoprotein(a) before and after treatment in the three groups

Fi M- B EAZH (n = 30)

ARMIT4H (n =30)

XTHRZH (n =30)

I

’ T TR T TR iHT TR
TNF-a( pg/L) 129.16 £13.65 102.79 £2.25" 129.20 £13.78  60. 04 +26. 33" 131.66 £13.84 128.79 +13.56
IL-1(ng/L) 208.02 £8.61 155.58 £2.32° 209.84 £7.41  140. 11 £6. 59" 212.67 £8.57 209.96 +7. 69
IL-6(ng/L) 60.26 £3.43  46.63 +0.79" 61.80 +4. 14 39.79 £3.26° 61.38 £3.90  60. 82 +4.96
IL-8(ng/L) 210.61 £7.64  155.19 £2.70° 209.47 £9.06  139.33 £5.75" 209.81 £8.94 211.52 +9.97
CRP(mg/L) 10. 089 £0. 113 8.260 +£0. 016" 9.989 £0.122  3.574 £0. 211" 9.934 £0.100 9.906 0. 123
ET(pg/L) 76.90 £6.68  60.46 +1.20" 76.73 £6.29 50.05 +3. 84* 75.47£6.49  76.05 +7.33
Lp(a)(mg/L) 391.79 £41.42  309. 87 +£5.93" 376.74 £40.05 151.56 £79. 68" 370. 80 +45.31 386.07 +46. 81

a N P <0.01, 5AZIGIT A KX IR IT R LU,
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BEEIR BB, 5 A RS S UK E N,
A BRI PR BLR B — 7 i A
AL B A H] B TNF-o 375 5 09 15 S 3 L 40 i
JATA5 5 V85 8§ 1 (apoptosis signal-regulating ki-
nase 1, ASK1) #1335, HAT B0 3h Ik ok A 4 1k 22
FIBL A G AR5 TS S5 VR 2 Al o i 1
Jy— R HA VIR YT O I S I 259, (AT o —
HFIE

AT EE T R, w5 IR AR 3 R 3R T s Bk
A T FE Al P S T R0 A T T 2R 25 IR T A
FRZE S AR AT T 415 06 BB 2 Eb 4 i FAIG R 8 3% (P
<0.05) ,LDLC . TC /KA B FRE(P <0.05),
TRYT A B S AT T 4 I R 1 R TNF-
o IL-1 IL-6 IL-8 .CRP ET il Lp(a) A W& F &
(P<0.01), XIBE "™ I8 PTFE &AL TT vl B 2 1
ik CRPIL-1 Al IL-6 55 2 M K B K F-, AT ek 3
o I R AT R AR AR 5 FRATT A 45 2R 5 AR ]

g5 bR Al et v o) R0 B A 7T B D
YARYT 5 5 AR W AN e 1l F i A8 A I K
- [l A BE RAAIR A8 3 I3 T 2 b 58 1 TR 7 S g 2
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