2020 4F 7 155 40 555 7 M ow P E K ¥ E MR
Jul. 2020 Vol. 40 No. 7 Journal of Hunan University of Chinese Medicine 777

-BIBAZ -

ARSCHIM XU T, 52 R FEEE, M B R A, SR, 2T Y F R B4R T R AL 1 R 2 ) B BT (). 90 1 e B 2
RAFAR,2020,40(7): 777-783.

LT F B P o RS2 (O LA

Aged EETF LB RLAREL® FU A RRA Bk
(LRI P EE 25 Ko Wi K Vb 410208, 2.3 5 vh £ 25 K245 — W IR B e Wi R K20 410007,
3EM LB R, 1 kM 635000)

(FEE) BR WS B At & 4017 b 3 7 v 98 35 AL W R X (proliferative vitreoretinopathy, PVR)H & & ¥4 74 15 5 38 8 42
* & A& PI3K Akt P38MAPK MEK * ik ey # w1, #iT 8 ¥1 B f o #4075 1 PVR W7 16, ik Ll 42 AFE 2 kA A Xt
S XRANEFREKA AR BEBERN TS MR E R PVRER Ha N 74,846 R 250 . AAxa4 BaA#AA C
Z % A B K 41D 41 PD98059 41 E 41 L.Y294002 41 F 41 MK-2206 41 .G #4141 #| 7|38 4 41, #4 5 30 min,D 4 E 41 F 4 G 427l
19 3 35 R B E 4T 0.1 mL 8y PD98059.1.Y294002 MK-2206 % 3 # & & 414 7, B.C 41 F A Bk it 4t 0. mL £k, KEH
1R CHTUBRMY E R 10 mgkg FAEE M A 440 HAMA AR K 10 mikg HE ,# S F 28 d, 28 d 5 %A B #ULE A K355
AR RSB B KA R A% RT—qPCR At A A SHATH X B o kAW E  ER BALRE RSy B K k404 %
PVR P WL 3 78, MM BEEEHA, x4t 5 RT-qPCR %M 4 £ 87, #in ¥ B 78 208 1% 40 W K 3% 28
PI3K Akt MEK P38MAPK #y % 3% , 2 # DL T PI3K Akt P38MAPK &y %A 8 ¥, 4518 #d vl 8 T304 PVR 89 K & 5 % B | 1%
AL BB A A R AR G Bk, B 96 PVR 7 W 0 8 5 MAPK PI3K/Akt 12 5 # ¥ 4 5% |

(SEEIA ) B 70 Mg s (R AL W R s i 91 B s 2 LR V8 G R B S mE s o JR BRILER 33 BE/E 9 B B

(FES S IR276.7 (AR ERD A (X ZE S )doi:10.3969/).issn.1674-070X.2020.07.001

Study on Mechanism of Sanxue Mingmu Tablets in Preventing and Controlling
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(Abstract) Objective To observe the effects of Sanxue Mingmu Tablets on the expression of proliferation signal pathway
related proteins PI3K, AKT, P38MAPK and MEK in a traumatic proliferative vitreoretinopathy (PVR) model of rabbits, and to explore
the effects of Sanxue Mingmu Tablets in preventing and treating proliferative vitreoretinopathy. Methods For the experiment, 42 New
Zealand white rabbits were used as subjects, and the scleral penetration method was combined with the injection of platelet—rich
plasma into the vitreous cavity to establish a PVR model. They were randomly divided into 7 groups, with 6 rabbits in each group.
They were group A: blank group; group B: model group; group C: Sanxue Mingmu Tablets group; group D: PD98059 group; group
E: LY294002 group; group F: MK-2206 group; group G: inhibitor mixed group. In 30 minutes after modeling, 0.1 mL of
PD98059, LY294002, MK-2206 and 3 kinds of mixed inhibitors were injected into the vitreous cavity to group D, group E, group F
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and group G, respectively. In group B and C, 0.1 mL of normal saline was injected into the vitreous cavity. On the first day after
operation, the group C was administered with 10 mgkg solution of Sanxue Mingmu Tablets by gavage. The other groups were
intragastrically administered with 10 ml/kg normal saline for 28 days. After 28 days, the vitreous and fundus conditions were observed
with B-ultrasound; After the samples were taken, immunohistochemistry and RT-qPCR were used to determine the protein expression
of the submitted tissues. Results B-ultrasound showed that Sanxue Mingmu Tablets could inhibit the retina proliferation in rabbit PVR
and maintain normal retinal shape. Immunohistochemistry and RT-qPCR showed that Sanxue Mingmu Tablets could effectively reduce
the expression of PI3K, AKT, MEK, P38MAPK in the retina and proliferating membrane of rabbits, but the down-regulation of PI3K,
Akt, P38MAPK was more significant. Conclusion Sanxue Mingmu Tablets can inhibit the occurrence and development of PVR and
reduce the expression of related proliferative proteins in the retina and proliferating membrane. The prevention and treatment of

PVR may be related to the MAPK and PI3K/Akt signaling pathways.

(Keywords] proliferative vitreoretinopathy; Sanxue Mingmu Tablets; MAPK; PI3K/Akt
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GH 1.610+£0.33244 1.413+0.17044 1.628+0.381%A42 2.175+0.114%x442
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