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of inflammatory cytokines in synovial cells
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Abstract: Objective  To study the effects of glucocorticoid on the expression of inflammatory factors and 118-HSD1 in

the synovial cells when the bioactivity of 113—HSD1 of the cells was impacted by IL-1B3. Methods Primary synovial cells

from SD rat was obtained to induce synovial inflammation by using IL-183. The cells were divided into four groups: control

group, IL—1B group, IL-1B+corticosterone group, and IL—1B+ corticosterone +PF915275 group. Expressions of TNF-«, 11—

1B, and 11B-HSDI in different mediums as well as the content of active cortisol were measured and the relationship among

them were explored. Results The expression of the TNF-a, IL-f in synoviocytes increased significantly in TL-1B group

while the content of active cortisol in the medium showed no difference, compared with the control group. Expression of 113~

HSD1 was significantly higher in IL- 3 group than that in the control group; Expressions of TNF-«, 1L-f in IL- 18+

corticosterone group were inhibited. The increased expression of 118—HSD1 induced by inflammatory cytokines was also

inhibited, significantly lower than that in the control group; The inhibited expressions of TNF- «, IL-f in IL-1f +

corticosterone +PF915275 group increased again for PF915275 reversed the inhibitory effect of corticosterone on expressions of

inflammatory factors , the expression of 113—HSDI also increased to the level of IL-1B group. Conclusion Proinflammatory

cytokines can increase the expression of 118—=HSDI in synovial cells, when co—existed with glucocorticoid it can enhance the

118-HSD1 bioactivity, suppress the expression of inflammatory cytokines and down regulat the expression of 113-HSDI

induced by proinflammatory factors. All above may be related to self feedback regulation mechanism to maintain the stability of

the synoviocyte.
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215 Group  118-HSD1 mRNA B¢ i i Cortisol levels(ng/mL)

Table 1

A 1.00+0.03 0.19+0.02
B 1.83+0.12 0.57+0.02
C 1.04+0.18 0.19+0.01
D 1.67+0.04 0.60+0.01

2.4 11B—HSD1 #& M4 5] 2t IL— 1B F 78 B 4m B X
JE AR R SR rh S AL 10 ng/mL Y
IL-1B 1 i 24h JF A ) 1L-18 . TNF-a mRNA 3%



R E BT R 2015455 15855 1048 China Tropical Medicine , October 2015, Vol.15, No.10

- 1159 -

2507
400 1
2004
300 ]
= 1504
- ﬂ - e
5 200 3 1. i P
3 100 T
100 1 0
50 i
0 of v
10° 10° 10° 10°
PE-H 10° 10° 10° 10°
PE-H
250 2507
200 2007
_ 1507
§1so = 193
3 S u
< = 1007
100 3
50 507
0 LLELLL P R L = 0 : .
10° 10° 10° 10° 10° 10° 10°
PE-H PE-H

1 CDIOFALIZELEELR

Fig.1

CD90 flow cytometry cell identification

A PR B BIHEXT R Note: A Positive ; B:negative control

B2 Vimitin 448 (x100)
Fig.2 Cell identification by Vimitin staining (x100)
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Table 2  The relative expression of IL-18 ,TNF-oe mRNA in

different groups (zs)
ZH%) Group  IL-1BmRNA TNFamRNA
A 1.03+0.32 1.01£0.13
B 22.40+0.79 1.99+0.27
C 4.98+0.17 0.97+0.03
D 10.28+0.10 1.87+0.06
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