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[ E1 HH 5% MicroRNA-194 (miR-194) i 38 35 F0 90 i 3 35 % 40 Btk Hep-3b I BE 4N fE 3G G Th RE g . 75
& M miR-194 38 235 AU 6] 235856 T TR e Hep-3b 4. U =X 40 A A0 %8 5 45 I e 41 SP M HE 1. QPCR A6 45 41
Y Ml miR-194-5p ik, CCK- 8 WAl 25 21 4t 3 5 B8 7, R I5UNE 5o B T B S 30 Ao 00 48l s B T BB ) . 6 3R I =X 4t AR A
B E B miR-194 3F ik Hep-3b 41 SP 4l & & 5 miR-194 #0235 Hep-3b HEF A A G2 2= L (LSDt=3.550, P=
0.012), QPCR ¥l & 75 miR-194 3T % ik Hep-3b 41 miR-194-5p /K F & T miR-194 %l % 35 Hep-3b 4 (LSD-r = 4. 680,
P=0.007), CCK- 8 StiF W miR-194 if %35 Hep-3b 20 Fl miR-194 3 ) F ik Hep-3b H AN MBI THBE 1 Z B A Lt % B L
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FRAE, HEATE L SP AU, F A TR 0 41 G 5 e ) A B R ERTRE T

[c#RA] /b RNA; B8 e T4

[(FESES]) R735.7 [X##RIRB1 B [XEHS]T 1002-2600(2019)06-0141-05

Influence of miR-194 up and down-expression on liver cancer stem cells XU Yangmei » GONG Fusheng, LIU
Qinying , LIU Shijia, HUANG Lijie, ZHENG Qiuhong. Fujian Provincial Key Laboratory of Tumor Biotherapy .
Fujian Medical University Cancer Hospital& Fujian Cancer Hospital s Fuzhou, Fujian 350014, China

[Abstract]  Objective To study the influence of miR-194 up and down-expression Hep-3b cell lines on the proliferation a-
bility of SP cells. Methods Hep-3b was used to construct miR-194 up and down-expression cell lines via lentivirus infection.
Flow cytometry was applied to identify SP cells. QPCR assay was adopted to test the expression of miR-194-5p in those cell
lines. CCK-8 assay was conducted to study the proliferation ability of cells and soft agar colony formation assay was conducted to
test colony-forming ability. Results Each infected cell line maintained good growth. Flow cytometry analysis showed that the
SP percentage were significantly different between miR-194 up and down-regulation Hep-3b groups (LSD-z = 3.550, P =
0.012). QPCR assay of miR-194-5p showed statistic difference between miR-194 up and down-regulation Hep-3b groups (LSD-t =
4.680, P=0.007). CCK-8 assay showed different growth ability between miR-194 up and down-regulation Hep-3b groups

(LSD-t=5.621, P =0.002). Soft agar colony formation assay results less colonies formed in miR-194 up-regulation Hep-3b
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group than miR-194 down-regulation Hep-3b group (LSD-z=5.849, P =0.001). Conclusion

miR-194 up-regulation Hep-3b

group than miR-194 down-regulation Hep-3b group were successfully constructed. miR-194 down-regulation Hep-3b group con-

tains more SP cells, possess stronger growth ability and self-renewal ability, showing stronger proliferation and self-renewal a-

bility.

[Key words] MicroRNA; lentivirus vector; liver cancer; stem cell
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W, A5 pg/mL B2 Y B Hoechst 33342 1F R 525 4H
XL K 5 pg/mL (56 YR Hoechst 33342 +50 pM 4
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HPLC-MS/MS & zE A I 3% & F 4% 70 BE RO iR FE

TR BB R = LI R EE 5t L EBE 223 (FE M 350001)  BR BL SALHEE HE

[(# E1 B® @ AMKDREIPIE (rivaroxaban) B & ROBAH €% — BB BT % (HPLC-MS/MS) 355 19 75
oo I HIT T RFIAE. Ak MEFERCRA OIS EETE, EEEBREARRIENNEY . RAFEP 1] Kinetex 2. 6u
C18 100A (50X 2.10 mm, 1.8 um) @ik, WM ALIE + K (30 : 70) FHH R pH = 3.0, Ji# 0. 3 mL/min. & 35
C, HBIEE TR (ESD IEE TRy, 282 & M AT sE 470w, H T i 00 8 4 43 50 o A AR 1 B 5 for LE
(m/z) 436.0/144. 9, FHPMEIRXE m/z 379.0/263.9, &R FAAVPELE 2.5~500 ng/mL BHE N E RIFHEEXLR (r=
0.999 9), i FFRZ 2.5 ng/mL; H M. H [ AHX A5 #E w22 (RSD) 0.29% ~2.38%, AMHXTi%2ZE (RE) — 0.59% ~
0.90% , FEFRELIE 97. 76 % ~100. 41% . FEHCEW R Ky 98. 64 % ~102. 84 %, MM IEFESHAE IR MCE 24 h, — 20 ‘C & W 3
WL K — 80 C¥ R 30 d, ARV IEET e, ik AW E T 1 HPLC-MS/MS 3l FI R b PE m 25k, BA
fRT (. PR, WERA, A T PR R R K 2 B 2 5 AR A AL

[€gi7]Y MR HE; HPLC-MS/MS ¥ 1 24 4k fiF

[FESZES]Y RI17  [X#ERIZE] A [XEHS]T 1002-2600(2019)06-0145-04

Determination of rivaroxaban concentration in human plasma by HPLC-MS/MS CHEN Min, GAO Hongjin .
YANG Limei. Department of Pharmacy, Fujian Provincial Hospital s Provincial Clinical Medical College of Fujian Medi-
cal University s Fuzhou, Fujian 350001, China

[Abstract]  Objective To establish a HPLC-MS /MS method to determinate rivaroxaban concentration in human plasma,
and the method was verified by methodology. Methods Plasma samples by acetonitrile precipitation were to be determined by u-
sing ambroxol hydrochloride as Internal Standard (IS). The chromatographic column was Kinetex 2. 6u C18 100A (50 X 2. 10
mm, 1.8 pm), and the mobile phase using water (adjust pH to 3. 0 with formic acid) -acetonitrile (70 : 30) with flow rate of
0.3 mL /min. The mass spectrometer was operated in positive electron spray lonization (ESI) and multiple response monitoring
patterns, m/z 436.0/144. 9 and m/z 379. 0/263. 9 were used for the measurement of rivaroxaban and ambroxol hydrochloride,
respectively. Results Rivaroxaban was linear in the range of 2.5 to 500 ng/mL, and the quantification lower limit of rivaroxa-
ban was 2.5 ng/mL. The intra-day and inter-day precisions (relative standard deviation, RSD) were 0.29% to 0. 38% , the ac-
curacy was between — 0.59% and 0. 90%. The matrix effect was in the range of 97. 76 % to 100. 41% , and the absolute recov-
ery was in the range of 98. 64% to 102. 84%. The plasma samples were stable under conditions including placing at room tem-
perature for 24 h, repeated freezing and thawing at — 20 “C for 3 times, and freezing at — 80 °C for 30 days. Conclusion The
HPLC-MS/MS method established in our study is convenience, accurate and rapid for the determination of rivaroxaban in blood,
which is applicable for the routine monitoring and PK study of rivaroxaban.

[Key words] rivaroxaban; HPLC-MS/MS; plasma drug concentration

PRI BE (rivaroxaban) Bl 5-48- N- (((58) -2-&1%-3- WEWY-2- I Bk . B T E 4% Xa RF0HIF] o B EE 2 {5 4
(4= (3% A0 N o4~ ) FE EE) -1, 3-WE e ofk-5-3E) IR HIRAFIF R THEEARYY . WP MR, SESEZ



