1170 FREREEZG 2016 4E 10 A %5 9 %45 10 ] Global Traditional Chinese Medicine, October 2016, Vol. 9, No. 10

R

AN [R) v =k 7Y i 25 4% B 3B AR B ML CD14 + 52
A T1-1B . IL-1Ra ik /K F i 2 H

KER EHA EHEMA iy EXLE kals FXEZE &)

[HE] HB WIS EEAFRPEIERY CD14+ 5241 5 /% -1 (interleukine-18,
IL-1B) A4 F -1 ZRFEHIH] (interleukine-1 receptor anlagenist, IL-1Ra) FIRKERIH M, ik
UL 104 BTSS0S B I GT 04 Hop il B =5 5 33 31, BH i K HE 36 71, SRR RE 35 il R
SEGUBE I I FH 25 B0 B B8 001240 B AN SN Z A0, 5 CD14 + e RESR IR 5 Ja 3145 S 4N i
it P45 A AT T SR ) T SR PP A 2, TR A8 37 28 N R 12 /INAS i SO 400 i L 335 3 o O e 3 Ik
BRI A2 TL-18 JIL-1Ra 7K, [R] A 24 A 40 MEHL LS. RNA I 320 5 i PCR $: AR P52 IL1B  IL1IRN
SR AR, BT 0 R ITE R 254 F 8 118 1L-1Ra RIXKFHER, SR
(1) JBINEE LA IL1B ILIRN [N Ay SZiE i PCR FAR , SRR AT AR A Sy 3, 9F B | B
RAFRRSEE ; (2) S5 RIES IL-18 R AR KK BT, HA B = i 41 525 5 T B kR ke
A AP (P<0.05) , BB KHEL 1L-18 47K - X B 3w TR AP 41 (P<0.05) , 1L-1B
mRNA FikaH 5 A —30, B 7 12 B K RE S = 4 P IL-1 BRE PR 3R 3k K PR
R VAR, , 20 5 20 2 1] 2% R 39 G2 75 L (P<0. 05 . P<0.01) 5 (3) 454 B ) B4 B % | 48 1 TL-1Ra
Ay WK ST R 4 3 v T H P4 (P<0. 05) , T i3 5 kg 2H R BH ke A NE 20 22 5 R ge it 22 7 X
(P>0.05) . [RIN}, 7E mRNA JZ S AW ILIRN kK B s THEMA, ERESit% 5
SL(P<0.05 . P<0.01) ; (4) ZESS R B RS |, TL-18/1L-1Ra HUAEAE M B 5 B2 1119 RE Kk HE 40 v B (g 434
&L BERE TR (P<0.01,P<0.05) , 4538 [L-1B . 1L-1Ra F /K5 fli%h 1% b B L A8
YIRS, R DU AT TS AT AR SRy A2 42 m 5 A0 I 9 A BRI, ] DA R A SR S5 40 3R
IT B S50 T

[R@R] Mg, PEIER,; ANR-1B; AR BRSO, P

[HESZEE] R49 [ XBAARIRE] A doi:10.3969/]. issn. 1674-1749. 2016. 10. 003

Discrepancy between IL-1 and IL-1Ra expression in CD14 + monocytes of different TCM
syndrome types of pulmonary tuberculosis patients ZHANG Guo-liang, WANG Ling-ling , ZHAN Sen-
lin et al. Institute of Hepatology ,Shenzhen Third People’ s Hospital ,Shenzhen 518112 ,China.
Corresponding author. ZHANG Guo-liang , E-mail . szdsyy@ aliyun. com

[ Abstract]  Objective To explore the discrepancy between IL-1B and IL-1Ra expression in
CD14+ monocytes of different TCM syndrome types of pulmonary tuberculosis patients. Methods Totally
104 pulmonary tuberculosis patients were recruited , the patients were divided into Lung-Yin deficiency(n=
33),Yin-Deficiency and Fire-Hyperactivity (n=36),and Qi and Yin deficiency (n=35). The density
gradient centrifugation was used to separate PBMCs from peripheral blood, then CD14 + monocytes were

purified after incubation with magnetic beads. Monocytes were stimulated with or without Mtb lysate for 12
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hours , the supernatant was collected to detect IL-13 and IL-1Ra levels using ELISA, and total RNA was
purified from cells and gene expression of IL1B and ILIRN was determined with real-time qPCR assay.
Finally,the discrepancy was compared with ANOVA analysis. Results (1) The expression of IL1B and
ILIRN could be detected by real-time quantitative PCR assay with gene specific primers. (2) After Mtb
stimulation ,IL-1 level was the highest in Lung-Yin deficiency group compared to Yin-Deficiency and Fire-
Hyperactivity group and Qi and Yin deficiency group ( P<0. 05,P<0.01), and it was higher in Yin-
Deficiency and Fire-Hyperactivity group than that in Qi and Yin deficiency group (P<0.05). There was
similar pattern observed in ILIB mRNA level, and ILIB level decreased in the order of Lung-Yin
deficiency, Yin-Deficiency and Fire-Hyperactivity, and Qi and Yin deficiency ( P<0.05.0.01). (3)IL-1
Ra expression increased significantly after Mtb stimulation, it was the highest in Qi and Yin deficiency
group compared to other two groups (P<0.05), and there was no difference between Yin-Deficiency and
Fire-Hyperactivity group and Qi and Yin deficiency group(P>0.05). Similar pattern was also observed in
IL1RN level ,which Qi and Yin deficiency group had the highest level(P<0. 05, P<0.01). (4) After Mth
stimulation, IL-1B/IL-1Ra ratio increased in Lung-Yin deficiency and Yin-Deficiency and Fire-
Hyperactivity groups, which was higher than that in Qi and Yin deficiency (P <0. 01, P<0. 05).
Conclusion  Expression of IL-18 and IL-1Ra was associated with TCM pathogenesis evolution of

pulmonary TB patients, which could be considered as biomarkers of microcosmic syndrome differentiation
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and effectively therapeutic targets.
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