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ABSTRACT
demia.

Vasodilatation;

Xuezhikang

Aim To study the improved effect of Xuezhikang on endothelial function in patients with hyperlipor-

Methods Patients with hyperlipoidemia were randomized to placebo( n= 28) or Xuezhikang 0. 06 g daily( n

= 30) for 8 weeks. Brachial ultrasound was used to measure endothelium-dependent flow-mediated dilatation ( FM D) and

response to endothelium-independent nitroglycerin.

tal and LDL cholesterol and TG levels were similar before randomization in both groups.

placebo, they decreased by 21. 5% ( P< 0.01) and 28.2% ( P< 0.01) and 16. 2% ( P< 0.01) respectively.

Serum lipid profile was determined enzymatically. Results To-
With Xuezhikang, not with
FMD was

unchanged with placebo, 2. 98 £2. 16 to 3. 23 £1. 89, but increased with Xuezhikang, 2. 86 £1.59 to 6.47 £2.72 (P<

0.01).

Responses to nitroglycerin were similar in the two groups.

Conclusions  Xuezhikang could markedly de-

crease serum T C and LDLC and TG concentration and improve endothelial function in patients with hyperlipoidemia.
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TG fo & % & g & & fE & 8 (high density lipoprotein
cholesterol, HDLC) & &, 1t HF K% Z 8 & & JE E &
(low density lipoprotein cholesterol, LDLC) & &
(LDLC= TC- HDLC- 1/2.2xTG)
1.3 MERKINEENE

K % E Acuson128XP/ 10 B % & % & #) — %
HBERBEMNAT.0 MHz 4% K L, 5 B Celermajaer
Uk, ME 2 REMESHRAR R LA EE
o BHMEN, THER L 2~ 15 cm AN A3 fk
WA E, KEFNEREESRAMLELSR, &4
KARBME R AR, 3N AN FHE, L
B9 MR & B % 8 % om0 B AR P R E R
o, ARAE AR MR B (mL/ min) = F ¥R EB 4 x
Mg Tx FE I EEEP, ERET EH0
EbKE 10 min FI 4, K 75 M X 5 2 i 3t
AT E, £ AMEZE 300 mmHg, F £ 4 min
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# 1. MBSEATTRIE MBS ME X (mmol/ L, ~ £s)
Table 1.

S M AHEL HH 0.5 mg, 4 min EIN L kA EF
o MARABEMUAAN FTHRENEMARHE
A R OR, KON M FE i B i I B A e DUAE Y T
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2 & R

2.1 MBS MmAS AR

MFE 1(Table 1) 7] WL, ¥657 15 7% 26 14] ifil i JC A &
Z5. MAgEERIT 8 A, LiE TC.LDLC 5 TG 44|
TF& 21. 5% . 28. 2% 1 16. 2% (¥ P < 0. 01) .
HDLC BRI HTA T &, (B RSt s . BT
HiIT AT LR E M.
2.2 MBS ME A R IhEERI 200

MFZ 2( Table 2) B WL, 4 2H Bk 50 ik 2 Al 9 420 5
=22, MARRRIT 5 MR SR KRN B E & T
TRITRT MBI (P< 0.01), 2B 4 H 2500 J5 18
TEER . ARG IT G IR H A T A 5k
A B, B 587 Rl & BRI AR R E %=
F(P> 0.05) .

if fg B Y6 9T J5 Wk B Bk U =& A 10 87 5k 5 i i
TC H TG TFEAKFRIAHR RIS AN r=0.2243 5
r = - 0.2436, ) P< 0.05,

Changes in blood lipid level before and after treatment (mmol/ L, % s )

Groups TC TG HDLC LDLC
Xuezhikang before 6. 68 £0.98 2.84 0. 57 1. 50 0. 46 3.94 0. 82
after 5.31%0. 84" 2.38%0. 62%" 1. 67 £0. 54 2.83 £0. 88"
Control before 6.72%0.97 2.74%0.73 1.57 0. 69 4.13%0.94
after 6.43 0. 93 2.57 0. 69 1.53 10.32 4.01 0. 86
a: P< 0.01, compared with before treat group; b: P< 0.01, compared with after treat in control group.
F2. MAEBCATFRIEEIKAEZERMABTN(~ )
Table 2. Changes in brachial arterial diameter and blood flow before and after treatment( % i )
Croups Baseline Baseline Hyperemia Flow- imediated GTN-induced
diameter( mm) flow (mm/ min) (%) dilation( %) dilation( %)
Xuezhikang before 3.88%1.44 62.34 %24, 87 469. 34 £245. 67 6.86+3.59 12.69 £5. 04
after 3.91%0.95 68.74 £31.52 582.57 £308. 82 12.91 £5. 72 15.07 6. 21
Control before 3.7210.97 67.37£27. 44 495. 63 £314. 52 6.98 £2.76 12.48 £7.02
after 3.80%1.27 71.69 £32. 48 513. 85 £298. 47 8.32%3.46 11.98 £6. 35

a: P< 0.01, compared with before treat; b: P< 0.01, compared with after treat in control group. GTN:

glyceryl trinitrat.
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