P sLERANAR 2019 4F 1 A 25 HAE 37 B4 1
32 Journal of Pharmaceutical Practice, Vol. 37, No. 1, January 25,2019

B HREAF U937 EREH A CCL18 Rix KM E/EAN IR

REHE ,EMIE K &, FH M RRAEMBE —EERER, B 201204;2. INARTHEHR¥EL%E, LK
VFRE 250355333, MEAFPR K222 B LW H 2P L, _E¥E 200433)

(HE] B BIREERE (AS IV IMHI4 240k B R 40 i U937, I 34 B Wik 40 i 23 g 2 2F Bl 7 CCL18 &ik K&
HIEMANLH. FiE BFREEFHEX AN F 4AL-O R E W4 CCL18 Rk ; LAt PCR 4] CCL18 mRNA #
FRIK - 5 SR R S 8 W PG (Elisa) 2501 8 CCL18 2 FH /K 5 Tt 240 M { SR 3 4E A R 4 324 (IL-4R) 1938 147K ; Elisa
ERNE B8 5 K BTG R F 6(STATO BEBRIL/K T 3R Z-LYTE™ BB ML Janus BEEJAKO TG, &R %
EHFREREIH 1L-4 551 U937 B4 CCL18 ik Lid, H 2 W B BRI, (BXF IL-4 32K 4 BT H KB 0
ABEHEHH A6 STAT6 HBme ik (B/ER/NF AS1517499; B EH H AT #IH] JAKL, JAK3 FIEE 2B ES 2(TYK2) 1
W, &t BEEHHATIE -4 50 U937 ErEgiffis CCL18 iRk, HAEH®RBEZ —FIRE 2l ] JAK BlgE
5l STAT6 (% G T 98, Nl CCL18 B F &Kk,

[X(#iR] HWEHFH; B ; CCL1S; f¢ & MMis 4tk

[FES2%ES] R968 [ EtirESD] A [XEHS] 1006-0111(2019)01-0032-06

[DOI] 10.3969/j. jssn. 1006-0111. 2019. 01. 008

Research on the effect and mechanism of astragalus [V (AS-]V) on the expression

of CCL18 in U937 macrophages

DI Xuemei! , YUAN Yaohui® , ZHANG Chao? , GAO Yue® (1. First Maternity and Infant Hospital , Tongji University, Shanghai
201204 ,China; 2. School of Pharmaceutical Sciences, Shandong University of Traditional Chinese Medicine, Jinan 250355, Chi-
na;3. Experimental and Teaching Center,School of Pharmacy, Naval Medical University, Shanghai 200433, China)

[Abstract] Objective To investigate the effect and mechanism of astragalus [V(AS-IV) on the expression of CCL18 in U937
macrophages. Methods The expression of CCL18 mRNA was detected by real time PCR. The expression of CCL18 protein was as-
sessed by Elisa. The expression of IL-4 receptor was measured by flow cytometry. The STAT 6 phosphorylation was measured by
Elisa. The activity of JAK kinase was detected by Z-LYTE™ kinase assay. Results AS-IV significantly down-regulated the expres-
sion of CCL18 in U937 macrophages stimulated by IL.-4 with a dose-dependent manner. However, AS-]V had no significant effect on IL-
4 receptor subunit expression. The STAT6 phosphorylation was inhibited by AS-1V , but the effect was less than AS1517499;
the activity of JAK1, JAK3 and TYK2 kinase were inhibited by AS-IV. Conclusion AS-]IV could inhibit the expression of
CCL18 in U937 macrophages stimulated by IL-4. One of the suggested mechanisms was due to inhibition of JAK kinase activi-
ty, which caused STAT6 transcriptional activity down and inhibited CCL18 gene expression.
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