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Study on Qi—Replenishing and Phlegm—Resolving Recipe Regulating Adaptive
Function of Cerebral Vessels and Inflammasomes in Hypertension Rats
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Abstract: Objective To observe the effect of Qi—Replenishing and Phlegm—Resolving Recipe (QPR) on cerebral
vessel-regulated adaptive function in rats with hypertension. Methods One week before surgery, the rats in QPR
group and angiotensin Il (Ang Il ) receptor blocker (ARB) group were beforehand given intragastric administration
of QPR and Telmisartan, respectively, and the other rats were given intragastric administration of phosphate
buffer solution (PBS) , served as PBS group. The value of cerebral blood flow (CBF) in anesthetized rats
persistently perfused with Ringer’ s solution through tempus window was monitored just at stabilization of mean
arterial pressure (MAP). The 2 kinds of hypertension models were established by intravenous infusion pump with
endothelin(ET-1) or Ang Il , and the vehicle control group was set up by intravenous infusion of Ringer’s solution
alone. And then CBF value was measured again after functional hyperemia induced by vibrissa stimulation or local
perfusion with acetylcholine. CBF change was expressed as percentage of CBF increase relative to baseline level.
The expression levels of Nod—like receptor protein 3 (NLRP3) and cleaved interleukin 1 beta (IL-18) in aorta

tissue was determined by Western blotting assay. Results The increase amplitude of CBF in rats infused with Ang Il
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was lower than that in the vehicle control group (P <0.05). The increase amplitude of CBF in the Ang Il + QPR
eroup and Ang Il + ARB group was higher than that in the Ang Il alone infusion group (P <0.05). The increase
amplitude of CBF in rats infused with ET—1 was lower than that in the vehicle control group (P <0.05). The
increase amplitude of CBF in the ET-1 + QPR group and ET-1 + BQ123 group was higher than that in the ET-1
alone infusion group (P <0.05). However, the treatment results for functional hyperemia induced by local
perfusion of acetylcholine were also obtained, being similar to the above results. Western Blotting results showed
that the expression levels of NLRP3 and cleaved IL—1f3 in aorta tissue in QPR group and ARB group were reduced
as compared with those in PBS group (P <0.05). Conclusion QPR has effects on resisting cerebrocortical
functional hyperemia response and cerebrovascula endothelial-dependent hyperemia response, and ameliorating

adaptive regulation of cerebral circulation in hypertension rats, the mechanism possible is related with blocking

activation of inflammasome.

Keywords: Qi- Replenishing and Phlegm— Resolving Recipe; hypertension; cerebral circulation; cerebral

vessels; inflammasome; rats
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HEHZFETEXTRABRREREIRCHRIER
AMNE M Th17/Treg 20 B S &7

AE, RETARS,  ARF, O OMm, HAEE®, R
(1. W1 R+ R B AN B EE Be B0k, IALRUE 4450005 2. #1104 BB+ 50 B R FR N OB R B 228,
WAL 4450005 3. 3106 RPR AR IR EEBEERE, BIILEUGE  445000)

HE.(BH) R H S8 £8P ERXRKRF G687 A ZIH [ FFE] 430 R SD KR MM ABF Km(6 R
Foib AR (24 R ), ARyl A M AT LA MR X T EAER, BFRARKAT AR LT I, FEE R0
22 AR AR AR (6 X)), HEMIMRANZTAGR), HEHZTZHNFAGR), RARFA(6R), HEHIK, &
A B AT EHHEHE25, 50 meke, RAKBALTHE T RAKFRZR1.87 mgky, BAH5HFREKR
W EH R SRR ALK, BRIR, EGLHIF, bHERE, FL0-REFENRRART AL BEBRGEL;
0} 3% K8 T R A BEE B (qQRT-PCR) A M %8 20 2% F Caspase—3. Caspase—9 mRNA F A oU; & & S J& 6P i sk A 21 B 4
£ 49 Caspase—3. Caspase—9. A4 /%% @ 8 (MMP)-1, MMP-13. Collagen Il . Aggrecan. #4LEK B F (TGF)-B.
p-Smadl. Smadl & & &AM oL; A X AR SR fo AT @ 10 17(Th17) /A% T 20 (Treg) K-F [ R ]) 58
FARaE, BRAAKAKTFAREFLOLETERTLERE, REHEL P Caspase—3. Caspase—9 #9 mRNA £ A K& & FL
KFHREHZFH, MMP-1. MMP-13, TGF-B % & % i & Smadl BB ALK T3 2% H 5, Collagen Il . Aggrecan B & & ik K
T REEAK, SMEA P Th17 KT REH S, TregmMATF R EBAL(HP<0.05), HSEA ML, HEMEK, 3
MEAEFLORERA TR — LM, RARFARXAAARILZBRFRAE ALY P<0.05); SERMLE, HEHE
M. & E Rk K420 K R Caspase—3. Caspase—9 #9 mRNA & ik 5% g & LK-F 2 F B4, MMP-1, MMP-13, TGF-8
8 &R B Smadl HREEALK T35 B F AR, Collagen 11 . Aggrecan & & £k R-F¥H R FEI&, MR P Thl7 e faK-F3H 2%
Ftk, Treg2afek-FRZFHAZHGHP<0.05) [EiL] HFE & Tab@ i #H TCF-B/Smadl 425 42, Il B KiS a0
T, 2 ETh17/Tregfafi ki, AR IE K R RS H OA K RKE Bl .

KR HEME; BEAVYE; KEBM; TCF-B/Smadl 155 #42; Thl7/Treg 2o l-T47; KK
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