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[ ZEY BB RiTEF R "R F %% K (knee osteoarthritis, KOA) X F i EMx FH R ME N K EKH
F (vascular endothelial growth factor, VEGF). # it & /& %& & 8-13 (matrix metalloproteinases-13, MMP-13) %k ik 9 % ",
Fik HBW 24 RHFWEKRE RN VB F KR4 (sham-operated group, SO #1), F #* % % # (osteoarthritis group, OA
41) Fa#B # %7 4 (ultrasound treatment group, UT #1), K A 1 X X # # # #F K (anterior cruciate ligament transection,
ACLT) s, UTAFHEFRBTPET AR AT OAALER L, ERITIFEFHIBT N SO A KMMAE, TH2
BR. BRRTHESA, FRERAREE., KA NARD S BEHRRZRM &AM X FF K VEGE 1 MMP-13 # & 3 ;
Western blot 77 i # Ml % 4 & & VEGF fn MMP-13 thk %, R 5 SO4A Mk, OA AR UT AR X T H X T RIFELH
EAHE (P<<0.05); 5 OAAAM, UTARRXTEXTXFLEFRMK (P<<0.05)., 5§ SO AAMk, OA 4 A UT 4
ek R BCEEF VEGE f2 MMP-13 89 & B K-F B F Jt| (P<<0.05); 5 OA A MW, UT 4% B X F /R X F K
f VEGF #1 MMP-13 ty & A K F B #F Bk (P<<0.05)., &t MERBTRALINH LB X W REY A, ARINH X T H
T AL VEGF, MMP-13 5% 3k AP, T 2k 2] B 36 KOA B9 1F .
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Influence of ultrasound on expression of VEGF and MMP-13 in joint synovium and
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[Abstract]  Objective To investigate the influence of ultrasound on the expression of VEGF and MMP-13 in the joint sy-
novium and synovial fluid of rabbit with knee osteoarthritis (KOA). Methods Twenty-four New Zealand white rabbits were
randomly assigned into three groups: the sham-operated group (SO group) , the osteoarthritis group (OA group) s and the ultra-
sound treatment group (UT group). The model was made by anterior cruciate ligament transection. The UT group was treated
with an ultrasound therapy device on the rabbit knee joint; the OA group received the same treatment but the ultrasound therapy
device was not activated; the SO group received no treatment. After two weeks of intervention. joint fluid specimens were ex-
tracted, and the gross morphology of the synovial membrane and cartilage of the specimens was observed. The expression of
VEGF and MMP-13 in the joint fluid was detected by enzyme-linked immunosorbent assay (ELISA), and the expression of
VEGF and MMP-13 in the joint synovial membrane was detected by Western blot method. Results Compared with the SO
group, the OA and UT groups showed significantly increased osteoarthritis markers in the rabbit knee joints (P<C0. 05); com-
pared with the OA group, the UT group showed significantly decreased osteoarthritis markers in the rabbit knee joints (P <C
0. 05). Compared with the SO group, the OA and UT groups showed significantly increased VEGF and MMP-13 protein levels
in the rabbit knee joint synovial fluid and synovium (P <C0.05); compared with the OA group, the UT group showed signifi-
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cantly decreased VEGF and MMP-13 protein levels in the rabbit knee joint synovial fluid and synovium (P <C0. 05). Conclusion

Ultrasound therapy can significantly inhibit the proliferation of synovial membrane in rabbit knee joints, slow down the progres-

sion of osteoarthritis, effectively reduce the expression levels of VEGF and MMP-13 in synovial fluid and synovial tissue, and

thus achieve the goal of preventing and treating KOA.

[Key words] ultrasound; rabbit; knee joint; matrix metalloproteinase-13; vascular endothelial growth factor
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Mechanism of Qing’E formula regulating PERK/elF2a/ATF4/CHOP pathway and

its impact on osteoblast apoptosis
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[Abstract]  Objective To examine the protective effects and its mechanism of Qing’E formula serum on osteoblast apop-
tosis caused by oxidative stress-induced endoplasmic reticulum stress, focusing on the PERK/elF2a/ATF4/CHOP signaling
pathway. Methods Thirty male SD rats were randomly assigned to receive either normal saline or Qing’ E formula via gavage for
seven days to prepare drug-containing serum from abdominal aorta blood. UMR-106 cells were cultured, CCK-8 was selected for
the optimal intervention concentration of Qing’ E formula and GSK2606414. Cells were categorized into blank, model, Qing’ E
formula, and positive drug groups. The endoplasmic reticulum stress model was created by treating cells with 10 pmol/L H, O,

for 12 hours. Cell proliferation was assessed using CCK-8, ROS levels were dectected with DCFH-DA, and the expression levels
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