o E A SR B 23k 2009 4E 8 J1 45 9 4545 8 1 Chin J Min Inv Surg, August 2009, Vol. 9. No. 8 - 737 -

- FLah oY -

JozFr S PR BB 2H A 2 I 2UBE K 2% 2=UR HE 11 i
(Caspase) -3 ST AR &K

& & % KU 7Z A
TR 2R il EE B R S 1T 361004)

[(WE] BB MR 4 2R E 1 1 (Caspase) -3 76 JC I 1 & B 3k 30 5E (avascular/aseptic necrosis of femoral
head , ANFH) # e id Feth RO RIE LB L. FiE 21 (22 #E) ANFH BUBCE Sk i kL A B -3 # Bt , H b B4 ANFH 26 (6 #55) ,
T ANFH 26 (8 #) , e ANFH 28 (8 #) 5 53 B 19 51 (19 # ) 7 Sf 1 2501 47 09 JB B Sk X o7 457 5 # B o % IR, R T
LA B bR 0 ( TUNEL) 25 %5 B B 8 v B0 400 00 40 M08 17K O, L e kil i B Sk 4 41 Caspase-3 1EPE.,  #HR BHRESE
T3 (F =45.43,P =0.000) Ji & JH =3 (F =120.86,P =0.000) % J4 T- 48 o1 Xy Bl ANFH 1l PR 43 391 #F e 1t 2 3% 7 &1,
ANFH K. rf 4] 5 353 F 5 B 4] (¢ = 18.899 ,P <0.05;¢ =6.398 ,P <0.05) ,{HFH-RBf % ANFH 5 45 3 J& 1 B4 o | 1 5 B0 47
PE T BE s ANFH W i 2H Caspase — 3 1 7 5 % B4 Caspase -3 IEME TS 112 2 5 (¢ =2.021,P >0.05) . Caspase-3 5 ¥ 55 41 ffd
TR A B (r=0.126,P =0.425) ,  £5i& 16 ANFH BEJ i #2 v, Caspase-3 W] REAS A2 4H g I 1= 19 32 22 $AT
4y ¥ ; Caspase-3 7E ANFH & th ] G & ¥R I T-/E -

(k@] MEKKIE,; PHRABRLAREARE -3; MM

th [ 4> %S :R681. 8 ERARIR A S EHE 1009 - 6604 (2009)08 - 0737 - 05
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[ Abstract] Objective  To investigate the expression and role of Caspase-3 during the development of non-traumatic
avascular/aseptic necrosis of femoral head(ANFH).  Methods Tissue samples were obtained from 22 femoral heads of 21 patients
with ANFH. The samples were divided into three groups: early stage (6 cases), middle stage (8 cases) and late stage (8 cases)
groups according to the progress of the disease. Meanwhile, 19 tissue samples of 19 femoral heads were obtained from 19 cases of acute
femoral neck fracture and set as a control group. The level of apoptosis of each group was compared in terms of the percentages of
TUNEL positive osteocytes and empty osteocyte lacuna, and then the activity of Caspase-3 was detected by colorimetric
method. Results Both the pecentages of empty osteocyte lacunae (F =45.43, P =0.000) and the TUNEL positive osteocytes
(F=120.86, P=0.000) increased significantly with the progress of ANFH. The two indexes in the early and middle stage groups
were significantly higher than those in the control (¢ =18.899, P <0.05 and ¢ =6.398, P <0.05, respectively) but decreased
instead of increasing along with the progress of pathology. In the late stage group, the indexes were not significantly different from the
control (¢ =2.021, P >0.05). Caspase-3 activity was not significantly related to the capacity of osteogenesis (r =0.126, P =
0.425). Conclusions Caspase-3 is not the major executor of apoptosis in ANFH. It is very likely that it does not play a
nonapoptotic role in the progress of the diseases.
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