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Protective Effect of Huoxue Huayu Prescription on Retinal Capillary Pericytes of Diabetic Rats

ZHOU lJie!, NI Maowei?, DING Xuhui®, ZHANG Hongjian!, LOU Kelang', XU Pan', REN Zeming'" (1. Tongde
Hospital of Zhejiang Province, Hangzhou 310007, China; 2.Zhejiang Cancer Hospital, Hangzhou 310022, China; 3.The Second
Hospital of Jiaxing, Jiaxing 314000, China)

ABSTRACT: OBJECTIVE To determine the protective effect of Huoxue Huayu prescription on retinal capillary
pericytes(RCPs) of diabetic rats. METHODS Forty SD rats were conducted and randomly separated into 4 groups, ten of them
were in the normal group, while other 30 rats were divided into Huoxue Huayu prescription high-dose diabetes group(6.75 g-kg™',
n=10), low-dose diabetes group(3.375 g-kg™!, n=10) and model group(n=10) after successfully established diabetic model by
intraperitoneal injection of streptozotocin. Retina was taken after gastric administration for 60 d for RCPs immunohistochemical
study, while Western blot assay was adopted to test the Bax, Bak, Bcl-2, caspase-3 protein expression. /n vitro assay, RCPs were
incubated with high glucose(30 mmol-L™") and intervened by different concentrations of Huoxue Huayu prescription. CCK-8
assay was employed to measure the relative growth rate. Apoptosis of RCPs was observed with a fluorescence microscope using
JC-1 stain, and quantitied by flow cytometry using Annexin V-FITC stain. RESULTS More obvious RCPs apoptosis were
observed in diabetic model rats than that in normal group, and the Huoxue Huayu prescription could inhibit the apoptosis of RCPs.
Compared with 0 ug-mL~!, the proliferation in 25-100 pg-mL~! of Huoxue Huayu prescription increased significantly(P<0.05 or
P<0.01). There was a significant difference between 25-100 pg-mL~! and 0 pg-mL!in anti-apoptotic effect induced by high glucose.
CONCLUSION Huoxueguayu prescription can inhibited high glucose induced apoptosis in RCPs, and the preliminary mechanism
may be associated with major outer membrane proteins/BCL-2 pathway.

KEYWORDS: Huoxuehuayu prescription; diabetic; retinal capillary pericytes; blood-retinal barrier

B R 955 #L X Ji52 975 42 (diabetic retinopathy, DR)
e Bl PR B H WL I RCRE 2 —, H AT AL
R o DR J& A ER AR Py Ra” “ HLHE B
TaE, WAL AR R SOREN . AR s R, H
ZRERL, AT RS LA EL TR R AU B
BB H KRBT 9% FIRHEAR, BIEHA, Xl

AEAR: MHELM, MAZ B, fEi
AR R IR M B S HES, 7 RE R T
H, 77 HE5P I H ATy DR SR IER )5
UIE A JR 2 1 IS R PAY 8 280 B H b s Ak, HL I s
R IR 4D, SO\ RHE A, B F R,
M2 DR FJFEA AL,

EEWHE: WiLE P EARHLHRITH (20182Q007); #IVLA B2 24 ARl H4I T H (2018KY033)

TEEEN: G, L, Wik, BhEOTA R
Tel: (0571)88849079 E-mail: rchao007@163.com

-438 . Chin J Mod Appl Pharm, 2019 February, Vol.36 No.4

Tel: (0571)88849079

E-mail: kenzei@163.com

BIEEE: EEY, B, wid, BiEETER

ARSI 2557 2019 4 2 H 23 36 B4 4 14



DA GRG0 “3G AL ” Bt hiE S,
WL 37 [R) 4 P Bt AR B2 D AR A 22 4R Im IR 2 56
iz FHE IAGHE 77 % DR #HTIRYT « R AR,
HF . M. B, SR, KRR, H
WA A, Pkl M ETE, WY
I, wAFEN MG AN L, PRE IR I
B H; W3 AKERAWE M, smiRg, %
FAERT, WAL H . W5 A T I R U E AR,
R 3 T A R R BT B B 4 P i R WL S ik A
TH o BEAF X I - PR 4 12 5F % (blood-retinal barrier,
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Annexin V-FITC/PT XU 44 A 7 T4l i 71 &(BD
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fit 5. 161207); Pt KB o FIF NI B E B
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R K RE R AR,
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2.1 WEIRIRBNIE AL () 5 S R oy 4H

% ERIE A 6 JE IR SD KER 40 K, &R
WEFE 7 d JE BEHL 2 N 1E 20 (n=10) A0 i I i A 2
(n=30), mMAERAHS RIS 13 h G5, EEE
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0.1 mol- L™ #1 ¥ W2 - # #& B8 BN 2% 1h W i A&
10 mg-mL~" V&, 1 JE S B2 a R I i i, >4 1f
BE(E=16.7 mmol- L' H A “ =% —/A7 JEtk
& B A RE PR IE RN o PR IE A T K R (n=30)
BEMLY AR AL vE AL Ty . (R 24, &
M5 10 R e KRR E@EAEEIESR, B B0k,
22 RYTTIE

BRI G U HRE B 4 25 . IR 9T 45 i
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TR ZH 2 TR 4G T A R AR AR AR B 2R K . 2 2
[ 4 60 d.
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0-SMA(S mg- LY Hufl it 47 G e 9 deta, 7E{3I &
R N AT IS
2.6 Western blot #ll & KF{ RCPs £ ZA4MEEH
(major outer membrane proteins, MOMP)/Bcl-2 i&
7 EmEARE

1 F 24 MR B4 RCPs HR 8 (1, Ui gE B3
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HIJEL 30 pg, f0 Buffer V&5 LA, RA
Western blot £l Bax. Bak. Bcl-2. caspase-3
Fik, B-actin fENNZS, HH LA G SFEE
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Fig.1 Curve of blood glucose concentration change
Compared with normal group, "P<0.01.
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Fig. 2 Curve of weight change
Compared with normal group, "P<0.01.
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Fig.5 The positive expression of a -SMA in each group
Compared with model group, "P<0.05,2P<0.01.
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Fig. 3 Morphological observation and identification of
pericytes(400x%)

A-morphology of RCPs; B—a-SMA immunofluorescence of RCPs.
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Fig. 6 Expression levels of related proteins in MOMP/Bcl-2 pathway
Compared with normal group, "P<0.05,2P<0.01; compared with model group, ¥P<0.05, ¥P<0.01.
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Fig. 8 Protective effect of Huoxue Huayu prescription on
RCPs apoptosis induced by high glucose

Compared with 0 pg-mL~!, DP<0.01.
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