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Intervention of Qingshen Granule on NF-kB Signal Pathway of Chronic Renal Failure Patients with
Damp-heat Syndrome WANG Dong, WANG Yi-ping, CHENG Min, CHENG Wan, HU Shun-jin, LV
Yong, WEI Ling, JIN Hua, WANG Li-yuan, and REN Ke-jun Department of Nephrology, First Affilia-
ted Hospital,Anhui University of TCM, Hefei (230031)

ABSTRACT Objective To observe the effect of Qingshen Granule (QG) on expressions of nucle-
ar factors-kB p65 (NF-«kB p65) and phosphonated inhibitor of nuclear factor-kB (p-lkBa) in peripheral
blood NF-kB signal transduction pathway of chronic renal failure ( CRF) patients with damp-heat syn-
drome (DHS), and to study possible mechanism. Methods Totally 68 CRF patients with DHS were as-
signed to the control group and the treatment group by random digit table, 34 in each group. Actually 63
patients completed, 32 in the treatment group and 31 in the control group. A normal group (20 cases)
was set up. All patients received basic treatment of Western medicine (WM) and retention enema of Chi-
nese medicine (CM). Patients in the treatment group additionally took QG, 1 package each time, 3 times
per day. The therapeutic course for all was 8 weeks. The clinical efficacy, level of serum creatinine
(SCr), estimated glomerular filtration rate (eGFR), the levels of NF-kB p65 and p-lkBa in peripheral
blood were observed and measured before and after treatment. They were also compared with those of
the normal group. Results  The clinical efficacy and the total effective rate of CM syndrome were
84.38% (27/32)and 81.25% (26/32), superior to those of the control group [54.84% (17/31), 51.61%
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(16/31); P <0.01]. Compared with before treatment, the level of SCr was obviously lower, and eGFR
was obviously higher in the treatment group after treatment (P <0.01). They were better than those of
the control group after treatment (P <0.05). Compared with the normal group, the levels of NF-kB p65
and p-lkBa were significantly higher in the treatment group and the control group before treatment (P <
0.01).Compared with before treatment, the levels of NF-kB p65 and p-IkBa were obviously lowered in the
treatment group after treatment (P <0.01). They were also better than those of the control group after
treatment (P <0.05). Conclusions QG could improve clinical symptoms of CRF patients with DHS, de-

crease SCr level, and increase eGFR level. It could protect renal function. Its mechanism might possibly

be related with reducing peripheral blood levels of NF-kB p65 and p-IkBa.
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AL BE NI, A 2547 (92)0089) , il ik 150 mL,
PRERHENA 30 min A b, A H 1 K, POEIEERAIT B
W ifyT CRF A JF & | 5 il o e o o £ 4 1
5o VAT AL AR B BURL (B P R A RS
20121108, 45 H/E K 8 g HEMEFHH 30 g %k
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merular filtration rate, eGFR) ¥ i1 =20% . A%X:
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10% . JC5k:eGFR MK, I RIT A ER (%) =
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7 I ALEF (serum creatinine, SCr) M eGFR
il R FH H AR A AR VR A I YA O T S P 4 R S5 SCr
K, 3£ F MDRD A= eGFR™

8 NF-kB p65.p-IkBa K3l >R F AP AR I 0
FE IR S e W FE ( ELISA ) I K367 1155 BT A f A M
I H NF-kB p65 .p-lIkBa 7K, F 27| NF-xB p65
il p-IkBa Bk IE T B AE LRI A R A F] L S

4351 KB1384 il KB1367,

9 weMIiEtr LAeVERFSA M SR L I
T, OHL %,

10 itk KM SPSS 17.0 Siit s,
TR X s FOR, FF A IES A ROy 2571, %
F t A58 B R 2 22 404, 5 R AR S BUR 56
HECER R x 2 W%, P <0.05 K% %A 51t

# R

1 LB EIIRBRIT A A (£ 1) AT
Il RIS TR RCR N 84. 38% (27/32) 15 T
4154.84% (17/31), ZR AL HE L (x =
6.522, P <0.01),

2 PHHEBAE R BEIE YA (R 2)  JRIT 4l
HhE IE 5t M SR 81.25% (267 32) & X HR 4L
51.61% (16/ 31), 2 R H G il % & X (x * =
6.224, P <0.01),

3 W AIRITHIG SCr & eGFR /K- 4%
(F3) W41IAI7 T SCr.eGFR /K- L4t , 2 %145
2 (P >0.05) , Y7 i Ja % B4 SCr.eGFR
KA, 22 R G F R L (P >0.05) . SA4A
JYETHCES, VR IT IS VR JT 41 SCr /KM &8 F R (P <
0.01),eGFR /KF-HI i F- 55 (P <0.01) , HAL T X &
HIFHA(P <0.05)

4  HAHNEIMF NF-kB p65 & p-lkBa 7KL
B(ER4) HIEFAHLE, RITHARMX BAEIT A
NF-kB p65 .p-IkBa K F-Ft 1 (P <0.01) ; 5A413H
F7HT L V8T S 16T 240 NF-kB p65 . p-IkBa 7K F-1
B FEAC (P <0.01), H¥L T X4 R # (P <
0.01),

5 LM IA RFAWEE  IRAE B Bk
FBEIRYT G A TR BRI AN TG S5 AR AR, I R R WA
R

F1 PIHBENRERITROLE [H1(%) ]
2157 iP5 AL EER S T TRk MARL
it 31 1(3.23) 2(6.45) 14(45.16) 14(45.16) 17(54.84)
BT 32 16(50.00) 7(21.88) 4(12.50) 5(15.62) 27(84.38) "
T SRR R, * P <0. 01

F2 WHBRETEIERTRLE [H(%)]
20 5 1% I R A WAL BHRL Tk BA
o 31 3(9.68) 6(19.35) 7(22.58) 15(48.39) 16(51.61)
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S X R g, P <0. 01



- 26 - o P PE 45 4 2R 2017 4E 1 H 45 37 %45 1 11 CJITWM, January 2017, Vol. 37, No. 1

F£3 MWAHRHKIBITHIE SCr X eGFR

KFEHE  (xts)
SCr eGFR
HH 1% WA
Al o R (wmollL) [mL/(min - 1.73 m2) |
XHR 31 JARYTHT 321.34 £147.78 23.95+12.15
YEITIE 338.33 £168.12 20.83 £13.42
YT 32 JRYTHET 310.53 £152.61 25.17 +15.74
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e GAYIBITFRT LA, *P <0.01; S5 [R X B4 L&, P <0. 05
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K8 (ng/mL, x s )
ml pE mE NF-kB p65 p-IkBa
EH 20 &JrEi 0.11+0.08 0.13 £0.01
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BIriE 0.85+0.43 0.97 +0.05
BT 32 JAJTET 0.87=x0.42" 0.95+0.03*
WWIFJE 0.53 +0.37°4 0.47 +0.0224
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p65 H ) Rk NF-xB p65 Kyl il & I (p-IkBa
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PRI B S I A R T EORT (R 0 1 AT AR 1
BRHEIR RO R 2 AR B A B AT A T A —
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FEH RS, 5 L rIR, W B URL AT Bl AR A Y I
PRAER , BA RIS TIRE 1E T, 2 by, HAE RIAL
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