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Correlation study of osteoarthritis with IL-18 and TNF-o« WEI Hai-tao, DONG Le-le, FAN Jian-jun, et al.
Second Department of Orthopaedics, the First Hospital Affiliated to Baotou Medical College, Neimenggu 014010, China

[Abstract] Objective To explore the clinical significances of IL-18 and TNF-« in the development of osteo-
arthritis. Methods  Seventy-one patients with knee osteoarthritis were selected as OA group and 30 healthy adults as
control group. Radioimmunoassay was used to check the contents of 1L-18 and TNF-« in articular synovial fluid, and
the results were analyzed statistically. Results The contents of IL-18 and TNF-a in articular synovial fluid in OA
group were higher than those in control group( P <0.01). Conclusion IL-18 and TNF-« are involved in the patho-
logical process of destruction of articular cartilage and synovial inflammation.

[Key words] IL-18; TNF-a; Synovial fluid; Knee osteoarthritis
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[BE] B8 FHARFESHEERIHEERERTIHFBEEEHRKNE, ik %HESO
BIFFIRE A BE MV FERE AL WA WA 25 BiF] F A RS 6 2 T T30 IR 4 ;A 3t R4
25 GIRBUBRFBRB TR, SZitamaBERPEnE FRAEEAREHRERRGR RS
MEFHR . R WRABEARPHME FARNEEEDFTXRA(P <0.05) , KRG FThEEZHREE XK
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Reconstruction of stenotic hilar bile duct with ligamentum teres hepatis in the treatment of intrahepatic bile
duct stones JIANG Han-cheng, JIANG Shui-ming, AN Meng-zeng, et al. Department of Hepatobiliary Surgery, the
Fourth Affiliated Hospital of Guangxi Medical University, Liuzhou 545005, China

[Abstract] Objective To evaluate the efficacy of reconstruction of stenose hilar bile duct with pedicled liga-
mentum teres hepatis in the treatment of intrahepatic bile duct stones. Methods Fifty patients with intrahepatic bile
duct stones were randomly divided into two groups. The control group(n =25) received hepatectomy, and the obser-
vation group(n =25) received bile duct reconstruction with pedicled ligamentum teres. The liver function, per-opera-
tive bleeding, time of operation, the incidence of postoperative bile leakage and residual stones in the two groups were
calculated and analyzed. Results Peri-operative bleeding and time of operation in the observation group were less
than those in the control group( P <0.05). The degree and time of postoperative hepatic function recovery in the ob-
servation group were better than those in the control group( P <0.05). There was no significant difference in the inci-
dence of postoperative bile leakage and residual stones between the two groups( P >0.05). Conclusion For patients
with slenose hilar bile duct caused by intrahepatic bile duct stones, bile duct reconstruction with the ligamentum teres
hepatis is effective and safe, with less bleeding and shorter time of operation.

[Key words] Ligamentum teres hepatis; Stenotic hilar bile duct; Intrahepatic bile duct stones
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