+330 ¢ %% Chinese Traditional and Herbal Drugs 3£ 42% 32 #] 201142 H

RIREXTEEREE A =FE SN R E E F3RE B

kB, B, Amea, x| &7

LM TFHE S NRER B NEL WL W\ 325405
2. WMEBE— IR TER, Wi @M 325000
3. WNBEEE B — B be AR, #TE RN 325000

 E: B WEERPELY (AGEs) X/NRME/ NN BV-2 RAEFRT A EAZF (IL-18. 1L-6) RKIAMFE
W R RIR TN . Ak RSN RE TR 0/ BN T oy o IR 4L . AGEs 4. RIM# (12.5. 25, 50, 100 mg/L)
4, K557 18 h, WA ML AL, BEIE S i BHyE: (ELISAD MlE B557 L v IL-1B. 11-6 7K1, 1003 s 5 6 % ) . (RT-PCR)
JiNE TL-1B. TL-6 mRNA £iE. S5H  BIEDMEE FUsE, XA/ L A, Skl AGEs 412441
st %, ZRKEFE, Ll AGEs JUE KN 300 mg/L NRUIE, KRMRE TG EIREEK AGEs HE D, Ll
RIKE 50 mg/L A /b SXTIRAIAHLL, AGEs 4141 Muks 3% s IL-1B. IL-6 KT+, DA A4NAUN IL-18. IL-6 mRNA FiA
B, BAREZER (P<0.05); 5 AGEs AAHLL, RIKZFEA MR B h IL-1B8 IL-6 /K°F, DL 4 IL-1B. IL-6
mRNA KA FTREE, HHRMKE 25, 50, 100 mg/L 41727 B3 (P<0.05), LARKRE 50 mg/L 414K 235 (P<<0.01).
%518 AGEs B RN E /N BRAIN A4 IL-1B IL-6, KRERZAEHZM 40k AGEs % /1N B 5t 40 Ml 6175 S 1

KRR RIRE: LRWELT=Y); Mg MERRAIML: DA 18 AN E 6

PEDES: R285.5 XEkFRERD: A XEHS: 0253 -2670(2011)02 - 0330 - 05

Effects of gastrodine on expression of inflammatory cytokines in nerve microglia
cell induced by advanced glycation end products
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Abstract: Objective To investigate the effects of gastrodine (GAS) on the expression of IL-1pB and IL-6 in nerve microglia BV-2 cell
of mice induced by different concentrations of advanced glycation end products (AGEs) and GAS intervention. Methods The
cultured BV-2 cells of mice were divided into AGEs group, GAS (12.5, 25, 50, and 100 mg/L) groups, which were cultured for 18 h to
observe the changes of cell morphology. The levels of IL-1f and IL-6 in the cell culture supernate were determined by enzyme linked
immunosorbent assay (ELISA) and the expressions of IL-1 and mRNA were analysed by reverse transcriptase polymerase chain
reaction (RT-PCR). Results Observed under an inverted microscope, microglia is mostly quiescent and less protruding in control
group; Most cell processes were more and amoeba-like in AGEs group, which was most obviously at the concentration of 300 mg/L.
Cell processes in GAS groups reduced less than those in AGEs groups, of which the least was in GAS group at concentration of 50
mg/L. Compared with the control group, the levels of IL-1p and IL-6 in supernatants of cell culture in AGEs group and the expressions
of IL-1p and IL-6 mRNA increased with significant difference (P<0.05). Compared with AGEs groups, the levels of IL-1f and IL-6 in
supernatants of cell culture in AGEs group and the expressions of IL-1p and IL-6 mRNA obviously decreased, there were significant
differences in AGE groups at the concentrations of 25, 50, and 100 mg/L (P<0.05), among which the decrease was most significant in
the AGE group of 50 mg/L (P<0.01). Conclusion AGEs could induce that nerve microglia produce IL-1f and IL-6 and GAS could
partly inhibit the induction of AGEs on microglia.
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F1 RERERINRFRMAA BV-2 i& 51 K IL-1B F1IL-6 BRI (x+s, n=6)
Table 1 Effect of GAS on vitality of BV-2 cells and expressions of IL-1p and IL-6 mRNA (x+s, n=6)

251 p/(mg-L™") A IL-1p/(ng:L 7" IL-6/(ng'L™") IL-18 mRNA IL-6 mRNA
X - 0.70+0.16  27.73+9.97 22.13% 6.72 0.557+0.125 0.485+0.112
AGEs 300 0.64+0.15 94.92+9.41" 183.19+41.16™ 0.948+0.160" 0.970+0.146"
GAS 12.5 0.59+0.23 86.55+6.84" 179.77+26.89" 0.840£0.086" 0.828+0.097"

25 0.76+0.13 65.47+8.13" 103.434+25.67°%  0.71840.152™ 0.773£0.099"

50 0.724+0.18 44.52+536" 55.54+21.69"  0.583+0.110" 0.5584+0.096"

100 0.61+0.24 54.47+9.13" 76.05+2536  0.628+0.080" 0.610%0.085"

Lyl "P<0.05 TP<0.01; 5 AGEs 4lLb#: "P<0.05
"P<0.05 “"P<0.01 vs control group; “P<0.05 *P<0.01 vs AGEs group
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7 50 mg/L A flk, HRARZE 12.5. 25, 100 mg/L
MM, ZREE (P<0.05), W#E 1.
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Fig. 2 Effect of GAS on expressions of IL-1p and IL-6 mRNA in BV-2 cells induced by AGEs
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