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Clinical Research of How Gegen Tongmaiyin Downregulating Plasma NF-xB
to Prevent Atherosclerosis

HU Hai-tao, ZHANG Yan, SHEN Xiao-jun” , SUN Jie, WANG Tan
(Henan Uuniversity of Traditional Chinese Medicine, Zhengzhou 450046, China)

[ Abstract ]

(NF-kB) in patients with atherosclerosis, and explore its curative effect and mechanism. Method: Ninty-seven

Objective: To study the influence of Gegen Tongmaiyin to plasma nuclear factor-kappaB

patients were randomly divided into control group and Gegen Tongmaiyin group (treatment group). Rosuvastatin
was used to cure patients of control group. On the basis of this conventional treatment, Gegen Tongmaiyin was
added to cure patients of treatment group, water decoction, one dose a day. After 8 weeks, plasma total
cholesterol ( TC), triglycerides ( TG ), high density lipoprotein ( HDL), low density lipoprotein ( LDL),
apolipoprotein A ( ApoA ), ApoB, lipoprotein (a) (Lpa) were detected by automatic biochemical analyzer.
Plasma NF-xB was measured by ELISA. Philips ie33 ulirasound machine was used to measure carotid intima-media
thickness (IMT) and Carotid atherosclerosis plaque integral. Result; Compared with before treatment, plasma
TC, TG, LDL-C, ApoB, Lpa strikingly decreased, and HDL strikingly increased (P < 0.05, P <0.01).
Compared with the control group, plasma TC, LDL-C, ApoB of treatment group significantly decreased after
combination treatment with rosuvastatin and gegentongmaiyin (P <0.05). Which indicated curative effect of the
combination of rosuvastatin and Gegen Tongmaiyin was superior to conventional treatment in curing atherosclerosis.
Carotid intima-media thickness (IMT) and carotid atherosclerosis plaque integral showed atherosclerotic plaque of
treatment group significantly diminished compared with before treatment and control group (P <0.05). Plasma NF-
kB of treatment group significantly reduced in contrast to control group (P < 0.01). Conclusion: Gegen
Tongmaiyin can effectively adjust blood lipid levels, and then intervene the occurrence and development of
Atherosclerotic plaque. Downregulating plasma NF-xB may be its mechanism of how to preventing atherosclerosis.
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W K FLITA 4 s @IFRRAS I AR MNP 25 B AR YRR
259 3 808 s O IR 5ERA EHE # o

L5 GAIT ik xRS T a AT AT H AT,
TG IT LA H G T RO JERE E A B AR E ik . B AR
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mL, L0 5,8 JH S 1 AT R
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1.6.1 [ NF-«xB 7KV IO 41 58 5 0 R 25 i
FIk I 5 mL B RGOEEE T, B 2 B0 AL
Mg, T =70 CokRARAARHN . KA ELISA 230 &
M3 NF-xB 7K, 4 38050 & i B4R AE

1.6.2 I fR/KF  FHECZS I 12 h DL b ki, 2
A B JE SR 4 A Bl A A 4 B A4 SIS I il 7 TC,
TG,HDL,LDL, ApoA , ApoB, Lpa 7K,

1.6.3 Zighk IMT Highfk AS BEHASr R K
FII 133 A LS I 35 3h bk IMT, 3153 B He FRL gy, Xt
BEHAE BLHEAT AN o

L7 ity 8 W SPSS 13.0 it 4y M 4 44
XEEAEHEAT G T, T EER A« 25 TR
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SR B ¢ 8%, P <0.05 8 B A%t
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2.1 P BFIRITHTE LI NF-kB K e 97
(NSRS IS T ) =i NG 3 B2 o Vi
ELISA & 45 5 8 7~ , X B 4036 97 /i /5 M3 NF-«B
T4 50k (29,78 £3.27),(22.96 +2.15) ,i&J7
HIE T R T M E NF-«B K P 43 5 2 (30011 +
2.98),(17.03 £3.02) ,JGJ7r HirJT ] NF-«B /KF
ERYTHT MO IR YT G i, 2 5 B A Gt
W (P<0.01,P<0.05),

2.2 PRALBAEIRITET S MAR K PR sk 1 T
NIRRT B FE IR A ML TC, TG, LDL-C, ApoB,
Lpa 7KF-BEAIG, 1ML HDL, ApoA JK-F-Fhim , 5 IR Y7 1
P, 225 3 (P <0.05,P <0.01) ;37 4R yT e
MLE TC 7K F-FEALF HDL-C, ApoA 7K F- F & Y 7 Ji2
EXTEARIT R LR ER B E (P <0.05) , f&REk
A i B A KR R i IR T SOt TR R
1BIT o

2.3 PR B IR YT A IS S08h ik PR v R R L R
BEHL AN LA AN 2 BT, BN ik N o TR
JEE G N B B e FRL 4319 50 B8RRI AR YT S AS BE
Heof Wi, 5IE TR W IR IG TR L, 2 R
BT L (P <0.05),

®1 FBHABERTAHEMAEKFRE(vzs)

HITH (n=48)

XA (n =49)

o RS T BT TRIT T WBIT e

TC/mmol - L ™" 6.88 +0.62 3.31£0.45"% 6.91 £1.26 4.91 +0.32
TG/mmol-L ™! 3.48 +2.01 1.31 £0.22% 3.81+1.35 1.46 +0.29
HDL-C/mmol L~ 0.81 +0.27 1.38 +0.32"% 0.77 £0.29 0.91 £0.43
LDL-C/mmol - L ™! 4.19 £0.56 1.78 £0.31% 4.38+£0.18 1.89 +0.16
ApoA/g-L~! 0.91 £0.22 1.47 £0.31"% 0.89 £0.21 1.12£0.42
ApoB/g-L~! 1.31 £0.45 0.88 +0.37" 1.33 +£0.42 0.91 £0.18
LPa/mg-L ™! 169.12 +41.23 121.06 £19.38" 170.27 +36.91 162.08 +21.79

HHIRITHT Y P <0.05,7 P <0. 01 53 BEALIAYT S S P <0.05,

R2 WMABFRTHERIANBNBERREEARBERRSILLR (v =5)

WL (n =42)

XA (n =41)

i H

YT T e YT T fIT e
IMT/mm 1.30 0. 32 0.82+0.31"% 1.3220.27 1.22 £0.29
B B4 1.87 0. 15 1.39 +0.28"% 1.89 +0.24 1.75 0. 21

T HIRITRT LAY P <0. 055 5 IRALIAIT IR AR P <0. 05,
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SEFEFTHIBE SRS 2l Bk B AR R R
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JOK 5 AR B A 1 D, 88 AR 3 R O 7 1 T 48 25 e
A ) G S0 oK R B AL A TTRE A T TR ML R S
T NF-«B B35 PEA o R IR 210 e, £ 4
DB AR RINIR 7 O S 2, K 5 AR ik Bk O 90 8
I PR AS R HG I B500x 06 10 A5 9 08 3697 o 7 B AR
)L K, T BE A A 5 L 3 I OB AR R AT
FRAT AT I3 I, Bl M RO bk A B 24 0
F ISR AL, R RS R TS TR 2 R, =25
LA SCFR I, A S AT, 3 T S 2 T, Ak
255 S H RO Al I A 2, e DL Ab P 2SR B
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JEBE  FoE BEHR, BEARBER AR Y o WRIT IR TT JE b
LA 5% Bk 3, 1ML NF-xB K SF 538 97 5 K3 #g
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