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[Abstract] Objective
(PTS) on retinal ganglion cell (RGC) in diabetic rats. Methods

group and treatment group. The diabetic model rats were induced by intraperitoneal injection of streptozotocin. Rats were giv-

To explore protective effects and potential underlying mechanisms of panax notoginseng

SD rats were randomly divided into control group, diabetic

en PTS 50 mg-kg ™'+ d™'in treatment group. One month later, the coexistence of nogo receptor and Brn3a (special marker of
RGC) was observed by immunofluorescence staining double—labeled method. The expression of Nogo receptor was detected
by Western blot assay. The level of malondialdehyde (MDA) in retina was measured with detection kit. HE=staining was in-
troduced to reveal the number of retinal RGC. Results A large number of Brn3a and Nogo receptors were co—existed in the
retina. The Nogo receptor was exclusively expressed in RGC, which was up regulated in diabetic group compared with that of
control group. The level of retinal MDA was increased and the number of RGC decreased in diabetic group than that of con-
trol group (P <0.001). Compared with diabetic group, there were decreased retina Nogo receptor, decreased level of MDA
and increased number of RGC in treatment group (P <0.001). Conclusion PTS attenuates diabetes—induced loss of RGC,
which may ascribe for down—regulation of retina Nogo receptor and decreased oxidative stress.
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W5 R T 0 0 JEE A 26775 2 fifd (retinal gangli-
on cell, RGC) P& T, 5 | KM PRI AL 9 JIEE5 22 (diabetic
retinopathy , DR) , 72 I8AF A7 1R £8 22 26 W 1) B
FHRH 2z —", =t =B 21 (Panax notoginseng,
PTS) & " 24 =5 B 00 1 A0 o3, mI ES ii il . Foie
B AR /N S 22 D RE B, A7 B S iy b 2 1
FPAEHIE . AW FEADARIT PTS X4 PR I A B P f
RGC 52 S HAE B .
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1% STZ W60 mg/kg) ,48 h )i ik I s , 2Kk T 16.7
mmol/L RIS, 2], 16I74H4T PTS 50 mg-kg ™'+ d i
B2y, M H 20K X BRZH RORE DR 20 245 T S ) A R
Ko TAH G THRARKG I

1.3 Nogo Z &} Brn3a 2GR BE AR R PR K
XUIHR B, T e, LARRARL i Ff I 0T P IR BR , 25
IR 0 5 R AR B B A ) g 0 O S, 8 AR T 5 R B
WL A R B ) B kA . LUK B Nogo %
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1:200 (Brn3a iy RGC ¢ 5 PE bR 9 ) | 11 LL A594-1)" 41 ¢/
A48T /N ZHUIR AW E E i 4 h(IFBN 1:500) ,
B R, PG R TR,
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K HI A 19 BE A ZUS) 3K . TR A 24 2475 LA 12 000 1/
min &0 15 min, VSR80 V HE SR UM IR BE I HL Tk, ~F
T8 2 PVDF I, L) Nogo 3Z {4 & B-actin —471F 37 C 435
WFE 2 h, PR LABRAR S A B IC ) i S IR I E 1 h,
&R . Nogo 5 B—actin 4571 Y2 FE(EL 2 HLRI A Nogo 52
LN ER SN

1.5 LB T R (MDA) & sk L4 CAEBRER K il 4%
5% BIFLBEAI3E 4 000 r/min B0 10 min J5 BT, #3055
AR LA BRSNS P L L 22 A T 400 Do s
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17 SiitsEoris SRASPSS 17.0 4% Se i 4 k47553
SEANER B D s TR, 2411 LR T R O 2250 W0T
L LR LSD— 686, P < 0.05 M &S G Gt X,

2 &R
2.1 AAURBURBEARCE A48 h5 Bl w2
PTS 657 20 15 W 4 2 T % BRZH (35 P < 0.001) , B
PRI 2, WK 1
Table 1 Comparison of blood glucose , expression
of Nogo receptor, the level of MDA, and density of
RGC between three groups
F1 3AKRRMYE MMEZ Nogo ZFEFRIL,
MDA &2 R RGCHEE LR (n=10.7xs)

g1 ik Nogo Z1k MDA RGC#

(mmol/L) (pmol/g) (A~/mm?)
X BRZH 45403  0.20£0.06 3.510.61 1201305
BRG]  25.4+1.6° 0.42+0.08" 7.72+2.03° 784+256"
RITA 20.1£1.2°  0.27+0.10" 4.12£1.48" 1038+284"
F 248.149** 302263 324.462** 274.526"

“P<0.01;* XA LR, SEIRAGAL LA, P < 0.001
2.2 Brn3aFl Nogo SZIRFKIR I HOGIHRBEL AL
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Figure 2 Expression levels of retinal Nogo

receptor in three groups
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Figure 1 Colocalization of Brn3a and Nogo receptor in retina (immunofluorescence histochemical double—stainingx200)
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Figure 3  Photos showing the number of RGC in three groups of diabetic rats (HE staining, x200)
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Figure 1 The diagnosis of early gastric cancer by endoscopy
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