* 76 ¢ REPFES S S#3E 2016 4£ 1 A% 23 %% 13 Chin ] TCM WM Crit Care, January 2016, Vol.23, No.1

.f&%.

SERIH L 2 TR T AL
BT R RSN

mgR' IH°
(1. REHhEH S —WEERSIES, R 300193 ; 2. REPEZKRE, X 300193)

(BE] B MEFEBHTHEIEEEER(CKD) CHERERREMREEM. AFE &
$ SD T3 Z @3 SPF/VAF Bt KB, (A& 250~300 g, IEEGHERPHE T (S8 12, HE 10,4
BHIE30g, 4T 10 g, LI F 15 g, %2 15 g, 7KIE 10 g, 40 3 o) HELEE KR 10 d, R EAFEXK BB h kL,
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HEEARH 20, R REAIAR 52471058 (TUNEL) A1 2% 40 M4 43 BIAS I 45 41 K B vSMC B T PR,
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F5 10% 25907548 ((10.80+0.36) % 1 (9.20+0.68) %, P<0.05 ), 30% #5140 VSMC RT-HRE T 20% 5%
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[ Abstract] Objective To ohserve the effect of symplectic unobstructed network compound preseription of
traditional Chinese medicine (TCM) on cardiovascular risk factors of chronic kidney disease (CKD). Methods Health
male Sprague-Dawley (SD) rats in a SPF/VAF grade weighting 250 - 300 g were collected. The TCM decoction of sheen
unobstructed neiwork compound formula {ingredients: radix bupleuri 12 g, radix scuiellariae 10 g, raw radix astragali
30 g, angelica sinensis 10 g, fructus ligustri lucidi 15 g, eupatorium 15 g, leech 10 g, asari 3 g) was continuously given by
lavage to rats for 10 days, then they were sacrificed and their arterial blood was harvested. The serum culture solutions
containing the TCM compound 10%, 20% and 30% were prepared, the vascular smooth muscle cells (VSMC) were
cultivated in vitro, and the normal rat serum was used as the culture solution in blank control (n = 20). The positive rate
of rat VSMC apoptosis was detected by terminal-deoxynucleoitidyl transferase mediated nick end labeling (TUNEL)
and flow cytometry in different groups, respectively. Results With the increase of serum TCM concentration in
culture, the VSMC apoptosis rate was increased gradually. TUNEL method showed: The VSMC apoptosis rate in culture
solution containing 10% drug serum group was obviously higher than that of blank control group [(9.20 + 0.68)% vs.
(7.32 £ 0.43)%, P < 0.01], in 20% drug serum group, the rate was markedly higher than that in 10% drug serum group
[(10.8 £ 0.36)% vs. (9.20 + 0.68)%, P < 0.05], and in 30% drug serum group, the rate was higher than 20% drug serum
group, but there was no statistically significant difference [(11.92 +0.83)% vs. (10.80 £ 0.36)%, P > 0.05}. The results of
flow cytometry revealed that the VSMC apoptosis rate was higher in the groups with different serum drug concentrations
than that in contrel group, and the elevation in apoptosis rate in 30% drug group was more significant than that in 20%
or 10% drug serum group [(28.31 £ 5.24)% vs. (8.30 + 0.66)%, (12.04 + 1.10)%, P < 0.05]. Conclusions The study
suggests that the sheen unobsiructed network of TCM compound formula induce dose—dependent improvement of cardiac
vascular function of patients with chronic kidney disease, and the mechanism is possibly related to the induction of
apoptosis of vascular smooth muscular cells.
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EX/MEEEH S AR ME T B 500 M40, 8
BN 490 5 B P R AR AR T Y e S A A B
HIEH G TR R T AR BA R

1.5.2 FAMAR T AMEA T . K4 VSMC 5
Fr 48 h J5, FH I X 4 B S0RG 00 440 i o T R, R B
EH V- REiEMUOEE (Annexin-V FITC) /E A%,
FEFCIRET 1 DNA #8005 45 2 BILURFE4 5
WATHF BB SPOERs  F RN EE S, LU R 4E
MAT RN

1.6  ZEit=fJ3#r - {8 SPSS 13.0 et ak 4 4k 3%k
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