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[ Abstract] Objective  To study the intervention of liangxuehuoxue drugs on retinal neovascularization and
the mechanism of action. Methods Retinal neovascularization model was established in young C57BL/6 mice by
hyperoxia induction. Mice were divided randomly into 4 groups: normal control group, model group,
liangxuehuoxue drugs high dose group and low dose group. The number of nucleus of endothelial cells which broke
through the endangium in retinal section, and the expression of HIF-1 and NF- k B in retina was detected by
immunohistochemistry. Results ~ Comapred with normal control, after hyperoxia induction, the number of
nucleus of endothelial cells significantly increased, and the expression of HIF-1 and NF-«k B was upregulated,
and the difference was statistically significant ( P <0.05) , suggesting the retinal neovascularization model was
established successfully. Compared with model group, in liangxuehuoxue drugs groups, the number of nucleus of
endothelial cells significantly decreased, and the expression of HIF-1 and NF- k B was downregulated, and the
difference was statistically significant ( P <0.05). Conclusion  Liangxuehuoxue can inhibit the retinal
neovascularization, and the mechanism may be related to downregulating the expression of HIF-1 and NF- k B
related to the angiogenesis.
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Tab. 1 The number of nucleus of endothelial cells which broke through the endangium in retinal section (X +s)

A Bl P17 PR A0faAz g (1) P22 YR AAAZ R ()
IEE T ] 0.40 +0.516 0.22 +0.441
RELAI X HE A 23.80 £3.011™ 17.44 +2.297"
I3 0245 0 v 39 2k 2 15.80 + 1.619™44 12.11 + 1.90044
T I 245 Py A7l 2 20.20 + 2.044 A48 14.44 + 22427440

HIEFAIE, "P <0.01; SERIZLE, 44P<0.01; SEpflEd i, “P<0.05, ““P<00l.
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Tab. 2 The average optical density of HIF-1 staining (X +5)
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HIE®HALLK, P <0.05, “P <0.01; SHEEHLE, AP<0.05, 44P<0.01; SEFEALLE, 2P<0.05, 2P<0.01.
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Tab. 3 The average optical density of NF- x B staining (X +5)
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ST I 25y 5 2 99.60 + 7.619A424 56.70 + 3.6827"AA0A

HIEEHIK, "P<0.01; SHEBAHKE, 44P<0.01; SEFEHLE, 24P<0.01.

0 B 4R L% (retinal neovascularization,
RNV) S E T AR S AN, 25T
MR 58, LT “HARZAE, 95 Kb
B R EME. MEFEZTHE, FERE, 4t
JETEE L IFE SR, BEANR, B, i

AL, G T AA (U, L RR
mf, AL CRLEE R L D TR
(Beah) Ry “ZEBEET . IR
AT, HOATE RNV I 855 R A 6 K
2, BRMFHA , RV EGUMTE M, BE AT A,
RIS, B kR S L. S 56 P T L 7% 1L 24
W T 0 = W57 S e PR T L 1A 25 4 S



22 EIN RSN = $33 4%
B AT AP, BERSE. BURARAARSY ST HIF-1 o JEMPERIAY S TIE R XA, 25

Rl BOREaC A PR VER, T H AT 96 & 40
MAEWEEYE ., rsh, SCEMIEANrER. A5
AR TGRS, PRI INAE Y K A B4, BTt i
B, MCEMWORASE. SRR MR HE . A
I, SCAEE MG Z IR, REAPREM,
X 25 A I E B YE L B KA
AL

FEIEH RSP, A8 A sy A RS i g
A JSC SRR R - R LA A ] DR 7 e DR 28 P
B3 B A A B R AL, F B TR L
PR i slA2) , FTRE 1 08 A k-~ i
P AR RS AR A 5 v e B AR TR AR
& A g RN . A s S
-1 (hypoxia inducible factor-1, HIF-1) &4 I &
HAE kYR, Bl HIF-1« F1 HIF-B PS5
MR, Hi HIF-1« % HIF 5 M 208 76 H
MR ACIRAS TG R M AZ N, HIF-1 o
5 HIF-18 254, 4 VEGF LR B8, i
S iR R X R A A T B e DL A S0 [
%, MibE S NF-« B BIGI0R . HbLHI e
e AR, PR R RTEEE ST, T
HEDTF5IE « B #TE, IS8 NF-« B 4
W AR, FF)a sh A E P Rz 20 A 53- b A4t
B 43 R At A i AT SR DG B 4R R -
WSR2 A% 1 AMS PN R AR R, (R A i 4
TR0 A S 06 28 IR R 78 1E H A R 4,
HIF-1a . NF-« B Fik M, 2441216 A 0T,
HIF-1« . NF-« B FZ 3R IR7E 19 40 M 2 A1 Az 1.
B, XATEESE Y AN AR X A AU B A e U, T
HIF-1 o H7EAIER AT 255, P17, P22 AU

BEGiEE L (P<0.05), fRIHEwT, 205 F0m
JES B A IS B W RS R & AR PL D S HIE-1
NF-« B () _EEA 5, BG4 s . (R E4
BRI AR TR, Z5a512%E X
(P<0.05), /R 5 TE 125 4 7T 58 J2 38 i F K
HIF-1, NF-« B B93R5, #0040 0 B5E 5 A i 7 1Y
Hk.

WF 98 45 S B 7 Tt LY 024590 P AR v e 1 40
TR P A 1A R HAH SR B g S, H
FCELRVE ML T HE— 20 5E.

(5% 30 k]

(1] X5, G, SCRIIRABRA M. et ARTAEH R
#t,2003:460.

[2] CALDWELLR B,BARTOLI M. Vascular endothelialfact—
or anddiabetic retinopathy:role of oxidative styess[J]. Curr
Drug Targets,2005,6(4):511 - 524.

[3] DAWSOND W,VOLPERT V,GILLIS P, et al. Pigment e—
pithelium de rived factor:a potentinhibitor of angiogenesis
[J]. Science,1999,285(5 425):245 - 248.

[4] PUGH C W,RATCLIFFE R J. Regulation of angiogenesis
by hypoxia: roleofthe HIF systemJ [J]. Nat Med,2003,9
(6):677 - 684.

[5] JUANCC,KHALDOUNA,LILIANAN. Transient express—
ion of hypoxia inducible factor—1 alpha and target genes in
peripheral nerves from diabeticrats J [J]. Neurosciencel.et
ters,2005,374(3):179 - 182.

[6] YASUDA M,SLIIMIZU,STOKUYAMA S,et al. A novel
effect of poly—morplionuclear leukocytes in the facilitation
of angingenesis[]].Life Sei,2000,66(21):2 113 -2 121.

(2012 - 06 - 24 Witk



