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[ Abstract] Objective To investigate any effects of carbamylated erythropoietin ( CEPO) on the expression
of LINGO-1, growth-associated protein-43 ( GAP-43) and the infarcted volume after cerebral ischemia, so as to ex-
plore the effect of CEPO on neural regeneration after cerebral ischemia. Methods Forty-eight Sprague-Dawley rats
were randomly divided into a sham operation group, an ischemia control group and a CEPO treatment group, each of
16. Middle cerebral artery occlusion (MCAOQO) was used to simulate focal cerebral ischemia in all except the rats in
the sham operation group. Then the CEPO group was injected with 0.5 ml of CEPO, while the other two groups were
given a 0.5 ml injection of normal saline daily for 7 days before they were sacrificed to prepare slices of brain tissue.
Western blotting was used to detect the expression of LINGO-1 and activated caspase-3. Immunohistochemical staining
was applied to observe the expression of GAP-43. The slices of brain tissue were stained with cresyl violet and the vol-
ume of infarction and edema were quantified with the Image J software. Results The average expression of LINGO-
1 in the sham operation group, the ischemia control group and the CEPO treatment group were (0.25£0.02), (1.22+
0.06) and (0.66+0.05) respectively, with significant differences among the 3 groups. There was no expression of ac-
tivated caspase-3 in the sham operation group. However, the expression of activated caspase-3 increased significantly
(to 86.6+10.2) % in the ischemia control group and increased significantly less (to 40.3+8.7) % in the CEPO treat-
ment group. The average positive expression of GAP-43 in the sham operation group, the ischemia control group and
the CEPO treatment group were 0, (55.02+1.62) and (72.11+3.23)/HP, respectively, with significant differences

among them. Moreover, the average volumes of cerebral infarction and brain edema in the CEPO treatment group were
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significantly lower than those in the ischemia control group. Conclusions

CEPO can inhibit the expression of

LINGO-1 and activated caspase-3, promote the expression of GAP-43, reduce infarct volume and limit cerebral ede-

ma so as to promote neural regeneration after cerebral ischemia, at least in rats.
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Anti-inflammatory treatment after ACL injury

BACKGROUND AND OBJECTIVE More than 50% of patients with anterior cruciate ligament ( ACL) rupture develop radiographic
abnormalities and post-traumatic osteoarthritis within five to 15 years post-injury. This study was designed to determine whether steroid injec-
tions affect the inflammatory biomarkers evident in the joint after such injuries.

METHODS Patients with ACL tears received intra-articular injections at four days and two weeks post-injury. Group one received a
corticosteroid injection ( triamcinolone, 40 mg) at four days and a placebo at two weeks. Group two received a placebo saline injection at four
days and a corticosteroid injection at two weeks. Group 3 received corticosteroid injections at both time intervals. Group four received placebo
injections at both intervals.

RESULTS Arthrocentesis was performed on the day of initial presentation, between six and 10 days after the initial visit and on the day
of surgery. Patient-reported outcomes were collected at the initial visit and at the time of surgery, with outcome scores obtained from the 5
KOOS subscales, the International Knee Documentation Committee Measure, visual analog scale pain scale and the Pain Catastrophizing
Scale. Both chondrodegenerative and inflammatory markers worsened over the first five weeks, while all patient-reported outcomes improved
during this time. Patient-reported outcomes did not differ between those of patients in the corticosteroid group and those in the placebo group.
Increases in CTX-II, associated with greater type II collagen breakdown, were significantly greater in the placebo group than either of the two
groups receiving steroids within the first several days post-injury.

CONCLUSION This study of patients with ACL ruptures found that biochemical indicators of early osteoarthritis were evident before
surgery, with intra-articular steroids able to suppress some of these.

[ #% A : Lattermann C, Jacobs CA, Proffitt Bunnell M, et al. A multicentered study of early anti-inflammatory treatment in patients with
acute anterior cruciate ligament tear. Am J Sports Med,2017, 45(2) : 325-333.]



