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[ Abstract] Objective To study the basic physicochemical properties of Streptococcus pneumoniae
spr1759 (LytR) protein and to preliminarily analyze its structure and function. Methods Streptococcus pneu-
moniae sprl759 protein was analyzed by using multiple bioinformatic softwares including Bioedit, TMHMM,
TargetP and ExPASy,and its functions were predicted. The secondary structure differences were compared be-
tween Streptococcus pneumoniae spr1759 protein and Bacillus anthracis BAS5115 protein or Bacillus subtilis
DJ97 1211 protein by using the TMHMM software. The amino acid sequence similarity between them was an-
alyzed by using the Megalign software. Results Streptococcus pneumoniae spr1759 protein was a hydrophilic
protein with a relative molecular weight of 37. 56 X 10° ,an isoelectric point of 5. 11,and one transmembrane re-
gion. Streptococcus pneumoniae Spr1759 belonged to the LytR_cpsA_psr superfamily and might have the func-
tion of anionic cell wall polymer synthesis related enzyme. Protein structure comparison revealed that this pro-
tein had a transmembrane structure domain similar to that of Bacillus anthracis BAS5115 protein and Bacillus
subtilis DJ97 1211,and all contained one transmembrane structure. Streptococcus pneumoniae spr1759 protein
had higher homology with the amino sequence of Bacillus anthracis BAS5115 protein and Bacillus subtilis
DJ97 1211,and the full length sequence similarities were 35. 7% and 32. 5% ,respectively. Conclusion Strep-
tococcus pneumoniae LytR protein is a hydrophilic protein with one transmembrane structure, which may have
the function of anionic cell wall polymer synthesis related enzyme.
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Effect of GDNF gene therapy in treating tyrosine hydroxylase positive neuron damage and
gastrointestinal dysfunction in Parkinson mice”
WU Shaopu QI Yawei s LT Xue ,YANG Hongqi MA Jianjun®

(Department of Neurology . Henan Provincial People's Hospital s Zhengzhou, Henan 450002 ,China)

[ Abstract] Objective To investigate the effect of macrophage-mediated glial-derived neurotrophic factor
(GDNF) therapy on clinical symptoms,tyrosine hydroxylase (TH) positive neuron damage and gastrointesti-
nal dysfunction in Parkinson mice. Methods Sixty mice were divided into the control group, experimental
group and healthy group. The experimental group mice received the transduction of bone marrow stem cells
expressing GDNF lentivirus, the control group and healthy group were injected with normal saline. After
transplantation,the control group and experimental group built the Parkinson model by MPTP, while the
healthy group was injected by normal saline. The behavior change, immunohistochemical staining results of
substantia nigra tyrosine hydroxylase positive (H" ) dopaminergic neuron and neurons number, body mass
change, gastric emptying rate and intestinal propulsive rate after constructing the model were compared among
3 groups. Results GDNF was expressed successfully in mice after transplantation. The pole-climbing time in
the experimental group was significantly longer than that in the healthy group and significantly shorter than
that in the control group (P<C0. 05) ;the stick-turning standing time in the experimental group was signifi-
cantly shorter than that in the healthy group and significantly longer than that in the control group (P <C
0.05). The numbers of TH™ dopaminergic neuron in the control group,experimental group and healthy group
were (8 610.26£833.64),(1 117.54+1 037. 18) and (1 369. 871 440. 16) X 10 */um’ separately, which
showed statistically significant difference (P<C0. 01);the substantia nigra TH™ dopaminergic neurofibrils in
the experimental group were more dense and darker compared with the control group,and more scatter and

lighter compared with the healthy group. The body mass before and after constructing the model in the experi-
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mental and control group was significantly decreased;the body mass,gastric emptying rate and intestinal pro-

pulsive rate in the experimental group were significantly lower than those in the healthy group and higher than

those in the control group (P<C0. 05). Conclusion

The GDNF gene therapy could significantly improve the

motor coordination ability of PD mice, meanwhile repair TH' neuron damage and improves gastrointestinal

dysfunction.

[Key words] Parkinson disease; gene therapy; glial-derived neurotrophic factor; TH™ ; gastrointestinal

dysfunction
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GDNF F9 05 55 86 T 4 J % e J5 55 1.3.5.8 JA A
SLEG Pk 3 H/N G IE GNDF B3k i il 8 %0k
B A AT BRI o 6 BRI 802 0 s 1 /0N RO JUE 3
R AL KA FREER K, W7 S UM . B2 O/ BRI A RNA,
PEUT5 ¥ TRnzol 1557 4 Bk , # iak 7) & ( 3 7L
AV UL AT I k. BUR R Sk ik RT-
PCR #51 , DA B-actin mRNA % 5 KPAER N 2 RN
TEASEK E, W94 C 5 min; PCR I : 94
C 30 5,56 C 60 s,72 C 2 min, 3t 35 MFEH ;72 C
FEAH 10 min,

1.2.4.2 f7R%MEE o JCHFF 30 A i 12 47 ik
35 2k PF /N B PO iz B B R AR T . (D) AT IR 5
R[] 5 MPTP 4055 1.5.7 R M fe)a 1 IRES
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J5 7 d;7E 0.5 m K (EHAZ 0.8 em) 1Y AR — M| [# & B
£ 0.25 m BYEORER  ARFF_E 298 S 20 A7 L i s/ BN EK
ARBR & GE 58 A AR M BB ], BUCHF B ], (2)
SERRAT 2R D0 (] Ry VRS 7 R MededE 1K
A 7 dGERET 3 d TR AR AR AT 2 A AR I 25 3
MWy, B RKEEH 12 r/min, Y125 5 min, WKL 3
H/NERAE 20 r/min $E 3T AR L A5 B EE]

1.2.4.3 MR R 2 {L B FH 1% ( Tyrosine hydrox-
ylase"' \TH O ZEEREMEM L THE Tile 1
WS MPTP/ A BRER K G55 7 Kl 8 VoK A A
PEAT PR o 76 JBR T B 2D S5 o ) /0N BRGOo JUE 3 B 3R Ak ok
AR PRER K WS O . T UK b AT /0N BRI 2 2L AR D)
RO BB 1 mm, SR 5 PEAT SR Sk Je o, 7
e AT T LGS, SR T A 45 A A% 4 BRI S
17 S LS A D Bt . 7] B SR O 2 3 U vk %
3 2l /N BN 2 21 rP 1) 22 B B e i 22 T AR B E AT T
1.2.4.4 {KiEAf MPTP Hfi 2 B8 IEH.
SRHUNREAERER R TR, 20lERET
TSR 1R ESE 1 RS 7 K e 1 e
JEEE T RXF 3 AN BEAT AR E . AR 3 2 3 W i 1k I
w=A,

1.2.4.5 HHiEIIRE BCETEM M M 125 mL 2%1%
KA 5.0 g R TR M.C. 0 g Wik.4.0 g
WEWE 4.0 g JEKY . 1.5 g If M o oK« B 14 B & L 38 50 1)
B . A/ R B G — RS MPTP/ A= 3 5K
JEEE T RALFEHET 18 h #EAT AR &, SR 5 1T 3 B 1
B E A 0.025 mL/g. #EH J5 20 min ALSE/N L,
SEFLEATTRTET T 3 B B AN g BRE T il
Mkt 5 HEAT i E B 2 P2 0 A R K P gk BT
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FRRFRE IC A mo B4/ g S 25 W
MR EE LT T2/ JE B WAL B L. B HE
BR=[1—M—m)/¥EH Bt ] X 100% ; /) iz #f i
#F=1,/L,X100%,

1.3 Gitsaabs SRAI SPSS19. 0 47, 115 %R
Ths Fon A HECR A R TR R R ROR
LR o7 K5 . A 56 7K il «=0. 05, L P<C0. 05 24
ERHGI#E L,

2 & 3

2.1 JZ80h GDNF £ mRNA KPR FRiE HEH
i GDNF F 18 9% 75 5 88 T 240 i % 44 J5 . GDNF 7£ /)N
SUR L2 P s 3k . 9 HLAER 1 JE 2158 8 J& /I B
H GDNF (R K2 o, WK 1,

marker

$18

538 553

Bl SBRANRMARHR GDNF FX
2.2 A7 EsR TS MPTP/ A3 KR 1.7

KA T RESE 7 d.3 40/ BUR KT I ] He %5
L RAG G2 L (P<C0. 05) , 525 21 /1N BUEFT B[]
WK Tl A HoE T X 4l (P<T0.05), ¥4
MPTP/ = AR K i o5 7 KL DL s 1 RS S
7d.3 /N B R 22 R A G R L (P<
0.05) , I 2 /)N B 45 B4 e (|) BH S o TR 4L H K T
X B 4L (P<C0.05), L3 1,

=1 3 A/NRICHF RS B Fn i 12 B R B LL 3 (T 1)
JAT B[] (min) B 45 BRI 1] ()
20 51 n F P ¢ P
1R TR WG 7 d TR WA 7 d

X B 2] 12 6.05+1.32 7.424+1.36 7.69+1.38 5.064 0.012 32.2145.06 29.04+3.23 1. 829 0.081
S5 2 12 4,98+1.01 6.2741.15* 5,3241.29®> 4,016 0.027 40,9244, 81 45,3744.05% 2,452 0.023
il 41 12 4.61+0.94 4.53+1.07 4.67+£1.11*  0.067 0. 934 81.45+09. 162 78.56410.17* 1.245 0.226
F 5.521 17. 654 18. 947 187.408 166. 64

P 0.008 <C0.01 <0.01 <0.01 <0.01

¢ P<0. 05, 50 JRZH L # 5> P<<0. 05, 5 e 2H L 4%

x2 SANMNRGBREZTHLE(TLs)
415 n ESTHT 1 d H1XR HTR HEATE 7 d F p
XHRA 12 26.37+1.54 22,1241, 40 14.63+1.25 17.35+1. 24 174,12 <<0.01
SHeR 12 25.88+1. 37 23.92-+1. 48" 18. 141, 80 21,061, 19 62.863  <C0.01
A 12 25.69+1. 46 26.29-+1. 46 26.06+1. 39 25.1341.31¢ 1. 554 0.213
F 0. 694 25.067 183. 255 116. 738
P 0.506 <0.01 <0.01 <0.01

@ P<C0. 05, 5 X FR 41 b4 5P - P<T0. 05, S {4 L 5%
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2.3 TH ZUEMEMAEMAITTHHE XA, LK
AR ZH /N TH 2 B gE M & & e $H 70
. (8 610. 26 833, 64), (1 117. 5441 037.18),
(1 369.8741 440.16) X 10 */pum®, 3 41 i LL 4 2
A G X (P<<0.05) . s gl 234k 2p e o 45 53
RS A/NRB TP TH 2 el & o4 4k L
X BRZH B A TR LI /N BB BT TH &
¥ it 28 T 2 4k L fidt B 4H 50 g L 6 B DL IR 2.

A fERREAL B IR C. L4
& 2 SHMRERP TH SERMETEBLER(X20)

2.4 (RFTRARM T 1 d 3 A/ BUA BT R T
2 TS MPTP/ AR BER KSR 1.7 K, DL KRR 1
POESE 7 d i3 4/ R B i A2 S A T
X (P<C0.05), HoA s 5 20 /N B S5 7 R R g s
7od R IR BB AR T R A B T IR (P
0.05), L% 2,

2.5 HpEae LR/ R E R N
A AR T B AL HL s T 0 4L (P<<0. 05) . 1L

% 3,

%3 SHNMNBEHMBHIZEZMBFEHRIL R (TLs)
41531 n HHEZ R0 o #3832 (260D
X AL 12 42.27410. 50 48.01+12. 24
S 12 51.89411. 62 54, 47411, 35
{eE 41 12 63. 1549, 142 66.83+13. 75
F 11.957 7.039
P <0.01 0.028

©. P<C0.05, 5% 41 4 > P<<0. 05, S5 FE 41 FL 4K

3 i ®

PD J& [ £ 5 i i 48 00 & AR R AT MR AR e mi 5 50
Pl 2R AL IR FE BT B0 Fo G R RRAE =2 R iE s e fig . I
AN, 98% L LR SR s s i, b B
Y RERRE AT 2 PD B B B AR s sh e, RAER
2k 80% ", HE PD [ CARIA Z i I K IG T LA 2%
fiff T RE IR O 3 L BEAS BB 52 IR B 1 ik 42 00 AN BB AR
T 15 B E AR . GDNF 2 H A2 A e A i 22 15
P T B A 0 e A0 43k RN A K i T RE
{H GDNF J& —#h K 43+ B 42 78 5 M L 2o i i B
B IO E . GDNE 56 & i 2 2o PD Y e 3 5K
WA HE M AL T 3P S SR E AT B B . 18
BEHR A 3l o e R 2 A R ik GDNEF (1918 95 75
PHALRE SR P o /N At R
SCH a1 TORE B A i 3K 15 3R ik GDNE (1) 18 9
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B ORI F IR AT 5 Y, 43 GDNF 78/ BRI 20 21 B )
#*

r;,r/.

AR A EF IR 5 5 1 50 e g 3 4l /N iz
hthEe . S5 R RUL SR A/ B Iz 3h U T Re
HH S A o R AL O 5 T (g R 4, B AN i A 9
R YT REA sk PD /NI g e f% . PD &R
— A T DR L P PR T R 2 R R
B2 IT A2 B . MPTP (4 {4 py 48 355 7 91 fig
I A 22 B A B TH A 3 R A /)N B2 R
h 2B RN TH 22 B A ) R . A
5% rh 92 56 20 /0N B 4 280 v i 22 e 40 B B 1K T e
L L F 5 B AL (P<C0. 05) . Gajis 4] 41 4k 2% e fa 4%
R AN RB R THT 2 B el & o0 47
2 BU X HE 2 T AR 6 TR LU flt R 4 R L T
. VAW GDNF 3[R % H 5 BE W & 42 1 /) B 4 21
Rl T AN Y PR BB B E Z I A& T,
BN Ay 3 aod 35 PR T oot O ) B T A i 2 5 /D R
B kR A R 6 5 3o B B L 5 R AL 8T T
ik GDNF, ik — 2538 i 22 24 J5 0% 1k 26 (A - A
W C {55 Mg M TH PHMERRN  IEm 2 Bk
A B U0 A 8 T AN R T A B T R & 2R B
EHY L BN E it GDNF 3 B & i #i 22 1 4i i
AR PD KRR N & B GNDF 3 P& 1 74 hl 1 K
B GFP 3 8% R i K B 22 B dh 4 00 o (e ol
%, TH' BHPE Rkt W 0 5 L 3% 7 I RE 0 W] 2 ol
3 PD K EUIZ sh i . 54 SCRFFT 45 SR 2l

B T LR I3 Bh e AT L 2 e E AN PD BB
i T8 T B B A P B B R R B B S iR B
B RE FE ik — B R R BT R O FLBE R
K, GhiE i gERE Sz nE " RS RK
BLIE S MPTP 55 1 K % B8 41 F0 52 56 41 /18 B B B
B AR R R R, L IR 2 AR T SRR A i AR T
R B G55 7 Roxt B/ BRUA 5T & JC B B AR 1k X
FEC R 360 2 /N B 5 o B R R LG R 4 B A1
Forsdl . [RS8 A/ B B HE S J LN HE R R
P ARG T 4 EL s T 0 TR L U T S R 4 BRL Y
H HE 7S T A6 A i 3 0% 3 B 2 0 T X BE A (H B B g5 T
{41, GDNF [ 3L K367 g 1 2 2l PD /R 8
fa B DI RERE TS . AFSE AR PD SR & 4k E I o R e A
F14 J5L AL FT R R M 4 28 ) rhoRR i 28 R G R A AR R R
b, S 300 285 5 0 0l 2 xR T h i R B R
§5°7 . A EWGE PD KRENWE BB LB
i 1 2 T AR B AIG A B R R . A A/ R
oM F 3k GDNF (1) B W 20 i . BE 9542 1k fig 20 20 22 1
Jie G B 1B 525 T T T8I B AR O Y Z 454 L ik PD
/N BRI 1 1 2 i A
Zi LTk , GDNF $& K Y7 53R 97 PD /N ELRE 48
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TH FHYER 2T MR B R ar 4E . S v H I iE
U5 3y B S I D RE R A . EUR R AL AN T
R b T E AT — 2 1 T Y AT
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LBk DNA-PKes XF FFEM 25 40 A Bel7402/5-Fu BRI &M

ERE AR RKE . NEF, L F. 2R
(BLEFRANKEHET,TMNIE L 563000)

[(#E] BH AL DNA R E 9% i 1# 1 B & (DNA-PKes) & B i % 5 3 I 5% it 25 2m e Bel7402/5-
Fumfe A= ®ra., AiE FRSAZTEEBA G RIKBA NC 2 BA siIDNA-PKes 5028, R AE%
EMTT) &4 m @t 25 2m it Bel7402/5-Fu 69 @t 25 M 5 R A 8 & F B 4k k¥ siDNA-PKes 4% 3 8 R & 4% 3
Bel7402/5-Fu 2m it ; Real-time PCR #= Western blot 4~ 5 4 ) 28 i DNA-PKcs mRNA 2 &G 69 £ A H ;8 B
R BMAE T IE 280 A T (Hoechst33342 2 & %) ;A X 29 o K A& 0 48 12 A = H 2L (AnnexinV/PT 2
%) ; Western blot 4] B e B JZ-2 8% x H G (Bax) B @k yZ/ §hoim-x 2B Kk HEBel-xD &G 8
RBEHL, R MTT %0 Bel7402/5-Fu g i 69 3 47 4] 3R & (1C;,) WA .38 & , ot 25 29 JiL Bel7402/5-Fu #) &
25354 H 13. 13;DNA-PKes #) mRNA 5 & & &k K-F 8 Bk X3t 49 siDNA-PKes 4 5+ 4 71 4 A 200 % 40
ft DNA-PKes # & ix ; Hoechst-33342 # &4 4 R B & siDNA-PKces S Mk R%E D mezid & . 24
KE ;AN @ AEn %R 2 7,siDNA-PKes 52 540 40 Ao 8 o & bk H A 4038 Am (P<T0. 01) ; Western blot
2R 2% siDNA-PKes 53520 Bax & @ A X KPR E A4 5, Bel-xl @ & &F KPR LA EIL(P<0.01), &
& siDNA-PKecs 4 5 FI 5% @it 25 40 it Bel7402/5-Fu s e 8 =, 5t 4k LiA4R A =% & Bax $9 & & Rk K F . 47
B HTE G Bel-xl 9% @ £k KT,

(KB AFAFIE ; 25 4w ke s DNA AR Hibe & & gt B4R A0 I8 JK 5 AT % & 26 2w e s 2m A8 R o= 5 AL )

[hEESES] R735.7 [XEkdriZE] A [XEHS] 1671-8348(2018)24-3134-04

Effect of siDNA-PKcs promoting cell apoptosis of multidrug-resistant
hepatocellular carcinoma cell line Bel7402/5-Fu”
LI Dayu ,YU Chunbo , ZHU Xinting ,L1U Xiping sFAN Fang ,LI Chang fu”

(Teaching and Researching Section of Biochemistry ,Zunyi Medical College s Zunyi,Guizhou 563000 China)

[Abstract] Objective To study the influence of DNA dependent protein kinase catalytic subunit (DNA-
PKcs) silence on cellular apoptosis of multidrug-resistant (MDR) hepatocellular carcinoma cell Bel7402/5-Fu.
Methods The cases were divided into the blank control group,liposomes control group,negative control (NC)
group and siDNA-PKcs experimental group. The drug resistance of Bel7402/5-Fu cell line was determined by
using MTT. The cationic liposome method was adopted to transfect siDNA-PKcs oligonucleotide fragment to
Bel7402/5-Fu. Real-time PCR and western blot were used to detect the expression levels of DNA-PKcs mRNA
and protein. The cellular morphology change was observed by the inverted fluorescence microscope ( Ho-
echst33342 staining method). The cell apoptosis was detected by using flow-cytometry (Annexin V/P dual
staining). The expression levels of cell apoptosis related proteins Bax and Bcl-xl protein were determined by
western blot. Results The hemi-inhibitory concentration (ICs;,) of Bel7402/5-Fu cells detected by MTT was
significantly increased. The drug resistance index of drug resistance Bel7402/5-Fu was 13. 13. The expression
level of DNA-PKcs mRNA was significantly decreased. The designed siDNA-PKcs specific sequence effectively
silenced the expression of DNA-PKcs. The Hoechst-33342 staining detection results showed that the cellular
volume was shrunk, nuclear had margination with bright blue. The flow-cytometry detection results showed
that the apoptosis rate in the siDNA-PKcs experimental group was increased compared with the other groups
(P<C0.01). The western blot detection results showed that the expression level of Bax protein in the siDNA-
PKcs experimental group was higher than those in the other groups (P<C0. 01) and the Bcl-xl protein level in

*  BEETH . SMNE LY BB RS SY(2013)3004 752016 4EAR L RHIF S s % 4:[F-829]. {EHE® A2 KE1978—) , LRI, il
+ L FENFEMNR S FAEYSE M. & BEEHEmail:lcf1976@126. com,
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the experimental group was lower than those in the other groups (P<C0. 01). Conclusion

3135

siDNA-PKcs could

induce the apoptosis of MDR hepatocellular carcinoma cells,up-regulate the expression level of apoptosis-pro-

moting protein Bax and inhibit the expression level of antiapoptotic proteins Bel-xl protein.

[ Key words |

apoptosis; mechanism

Ji P I 9 (CHCC) S 1 PR U0 19 11 1k 3% 48 0
Jifigs 2 — I R IR T 32 B R TR T AT A
ATRITSEMZR AR YT o fbyr XF HCC MIGIr A &
HZAEH B AT R R TR Y £ 25T 25 (MDR) J& &
FAyT R W TR R 2 — . DNA K i 5 3%
WAL J (DNA-PKes) J&= DNA K i 8 [ 38 (DN A-
PEO 19 4 A6 I 557 7 48 B PN A 0 22 5128 1 ) g R
F A5 AN T 15 5 A% 5 s A o Ak R
MM, ATADEE R, 4 UTEk DNA-PKes ik
J& Bel7402/5-Fu 4 il P-4 1 (P-gp) &35 T, [A]
BT BURPE RS N . ZHANG 280 B 5% 45 3 8K
70 BR PR 22 0 R 240 . DNA-PKes i, HAGYT U PE
o, #2758 DNA-PKes X B 256 — & X R . HHE
s T i TS 24 1) 2 BE R AL 8 R T R . AR BIF 5T L
SIDNA-PKes # Yt Bel7402/5-Fu JFF-9 il 25 28 g . A6 )
DNA-PKes JT 85 XF JH- 9 i 25 48 il Bel7402/5-Fu
PR T SO AL A 52 ), 2R DNA-PKes 521 JHF-i if 24
(AR T B BLT
1 #R5HE
1.1 #H Bel7402/5-Fu 40 H w & 913 A4 Y1 B
Bk A A A /T RNAGIRNA) 55 4% 1 12 W
B b D IR AR ) B R A BR 28 v 5 Lipofectmine™
2000 M B Invitrogen 4\ &) ; Hoechst33342 Y4 € ik M
B s KA H RN 7l Annexin V-EGFP/PI
20 08 TR I R A A VLR L AR AR R A
Al /N BT B 4 Mk -2 A x A (Bax) N BT
B 241 ff bk E2 98 / 3 I -x JE RS i Be (Bel-xD i i 1
B 2 E Proteintech 2 7l ; T T DNA-PKes FLiE W B
F [ Assay biotech 24 F] 5 H At ) ¥ o B 7= 43 Bt 4l
51l
1.2 ik
1.2.1 40uli3: % Bel7402 F1 Bel7402/5-Fu 44 i
REFRAE & 100 IR 4R L5 /Y 1640 53R . B F 37
°C .5 00 11 A Ak B O A B AR 0L 5% A0 i AR K O

YOS 250 A 30 A L P T S 5
1.2.2 54 S0 oz X R4 G ik

X I, BT M sIRNA X HRZH (NC X B 41D | siDNA-
PKes (51X DNA-PKes JE R §% 587K F- 35 1 siRNA)
SCUR A . BOR B A K A R T R IR AR, 96 FL AR %
(8~10) X10° /FLIEFP ML . 6 fLAR % (6~8) X 10° /L
PR AN, Ay LB 3% MRl A B R 70 % ~ 90 26 B AT

liver neoplasms;drug tolerance; DNA-PKcs; drug-resistant hepatocellular carcinoma cell;

B Be I sSIDNA-PKes-fig it 44 & & K I Jin A% Rz
b B FREAENEE SR S h 5.

1.2.3  Bel7402/5-Fu 4l i 25 ¥E K 55 3% Bel7402
F1 Bel7402/5-Fu 4 Mg, 43 7 £ Fl 96 fL#h. 4% 1 X
10" /LI AL, K5 5% 12 by A8 5% B L oY 43 5310 A vk
B4 0,10,20,40.80,160.,320,640 mg/L f# 59 bR 1%
e (5-Fu) AT SR h R 48 h 5, ¢ LV
W IR R 2% oh i (PBS) YR IR , 4R 5 A FL I A TG i 3 - TE
PrAE Z RS 180 p L FI 20 p L MEMEWE (MTT) , 85 57
PP E 4 g N0 W 12 CH) 2 W B R 45
s LI — R FE B (MDSO) 150 pL, #2355 30 s fi
S im A TR R S . 490 nm P K DN H 0Ok B E (A
(B o 11 582 Fodm o1 50 & (ICs0) f & Bel7402/5-Fu
200 i 1 T 24598 0 T 25 40t 1Cs, /SR AR 41 1C50)
1.2.4 Hoechst33342 Y046 M 4 T & 248 1k
¥ Bel7402/5-Fu 4 a5 FpF 6 LA . 12 h 555 4L,
6 200 mg/L 5-Fu (353 b 4745 95,48 h 5 b 58
Hi L, Hoechst33342 Y8, (hig i 57 & U B 5 #4551
OB T SR AN T A AR A IR R

1.2.5 a4l AR 40 M08 T K Bel7402/5-Fu
RN T 6 FLAR .12 h 546 % I 200 mg/L 5-Fu
f B SR LA T B 5%, 48 h 5 WA 4 L PBS Pk 4f i
sl Annexin V-EGFP/PT XY (3% 5] & v B 5 452
PE) s 1 b P 2 4 SRS 000 5 200 240 e O T 15 0
1.2.6 Western blot £l DNA-PKcs,Bax,Bcl-xl &
AN 00 4R B4 4 40 M 8 AR P, s bk R ik
(BCA) K 2 1t A i 8 KT, 1 2t 3 6 R 428
P e (SDS-PAGE) B i Bk » 76 B, 5 %0 4 1 7 1
FEEA 1 h a5 A /NP Bax HTi (1 1 000)
NPT Bel-x1 HT4 (1 = 1 000) F1 43t DNA-PKes T
(11000, M F R (4 °C), Tris 28 v A B EL K
T CTBST) VR 3 .10 2080 /%48 3 hm 1+ 1 000 #
T (1 R 5 4804k W B CHRP) 738 59 1l 26 P/ B S s
B GgG) \HRP Aric iy L 40 % 1eG =il &
2 h, TBST PR 3 ¥k, 10 435 /1K, MLk 2% & 56 (ECL)
KGR Tmage] 22 5 4341 A5 BT IR % EL .

1.2.7 Real-time PCR ] DNA-PKcs i mRNA &
TGS i Trizol 35 $EHC RNA L F 52 R (dD
18 5197(0. 5 pg/pl) LLEAAF, 10 wL 9 RT 35 &
AT ] cDNA 1 SYBR Premix Ex Taq™ Il
1E9¢ 6 PCR A | #4752 i PCRL 814 H F 50T .
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DNA-PKes IF 1] 5'-GTG ACA AGG CAA CTG
TAT GAG C-3'; 2 [ 5'-ACA CCG ACC ACA AAA
ATC TCT T-3'. B-actin IE [l 5'-TGA CGT GGA
CAT CCG CAA AG-3'; [ i 5'-CTG GAA GGT
GGA CAG CGA GG-3', @it /A5 27 22 b it 3 4%
B AR X Tk

1.3 Geif*fhb s SR A SPSSI18. 0 3 {440 ] 5% 5 5k
PEHEAT BT ab B R T s RO A X B
B R B R BT 22 50 B - LA P<<0. 05 N 22 A 4t
2 & ES

2.1 MTT kil 40 i i 25 ¥ 45 2R B 7. f 24 20 i
Bel7402/5-Fu (1) 1C: {E [ (683. 93+9. 38) mg/ L] I 3%
A Y Bel7402 11 1Cs B [ (52. 09+6. 46) mg/L] 75,
X RHGFE L (P<0.01), TZ541E Bel7402/5-
Fu By 255 80 13. 13,

DNA-PKcs mRNAFERT Fik &

DNA-PKcs

p-acin

1.5

]
X 1.0

0.5

ESSEEPOE S

©;P<<0.01,5 siDNA-PKes L3 41 H 4. A: 920 %2 & PCR il
i ffl DNA-PKcs mRNA 7k 3 ; B: Western blot 2 6l 48 i DNA-PKcs
T 2 1 28 35 BB KO 10 2 52 43
1 siDNA-PKcs %t 28 ff1 DNA-PKcs mRNA
REARZHFIG

2.2 siDNA-PKes X i % it 25 4 ffd Bel7402/5-Fu
DNA-PKes () mRNA K& H £ IB B0 25 240l
Bel7402/5-Fu % Yt siDNA-PKes J5 . 4 2 4 it DNA-
PKes 1) mRNA £k /K- & 8 H Rk K8 H R A
B R 9 (P<<0. 01) 525 [ X0 BRAT L il ot AR 0 B4 \NC
XTHRAH Z A b 42 25 S e Ge it 2 L (P>>0. 05) ., I
I
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2.3 Hoechst33342 etk il 4 P 2520 1k 40
Ja e gt siDNA-PKes Ji 40 Mo (A R 45 /N . 240 i A% 0 4
LSS R (s A R AL A0 R 25 0 W AR A i D e e
siDNA-PKes JG HBIH -84, WA 2,

E 2 A TS F B F (hoechst33342 £, X 100)

2.4 WA E R K I A0 MU T 40 L EE YL siD-
NA-PKes J&i» 28 9 3 240 M A & 0 25 8 7R siDNA-
PKes 5250 4140 i 98 T2 5 5 R A8, 22 5 A g1t
R (P<C0.01) 5 25 (0 BRAL L g o M X B 41 . NC
X R A] b8 25 S e g it s L (P=>0.05) , ILIA 3,

*;P<C0.01, 5 siDNA-PKcs 25 4 Ho 4. A i =X 40 AR K i 40
TR U8 T s B 45 2H 40 0 08 T 9 2 A2 AT
& 3 siDNA-PKes MM AMEE TR o

2.5 Western blot % ill] Bax. Bel-xI1 & [ & ik 1% 4
MU % e siDNA-PKes J& , K6 1 45 3 878 siDNA-
PKes 4 Bax [ #35 FiH.Bel-xl EHE X TFTIH. 5
HAM B ZRAGITEE X (P<0.0D), I 4,
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4, P<C0.01,%5 siDNA-PKcs SZ5 4 LR
& 4 siDNA-PKecs #0 Bax,Bel-xl EARIZH
4 #r (Western blot)

3 it it

HCC &2 WL 0 M M 22— I R 32 22 R I DA
FARN EWERE Z MO MGG 9T - oAb yT X i
IR YT B B0 AR AR L R A S T
MDR i1y 5% Wil Mg IR 7 BOR . I it 2502 — 2 H
P 25 A A 0 52 2% ol R 2 i e 4 e O 1 3 % 7
B DNA i 1 & & B J5 1 5% % . DNA-PKes 2
DNA-PK {4k W 247 , DNA-PKes £ 1R £ B iR 1L 157
AT A SRR AL BB R AL T S 2 S AN
() Z B AR W) 2 00 8, A4S 2 5 OBUEE I 2411 DNA &
SLTURAN R T AR A S 1 5 58Y . DNA-PKes
TEA [F) 00 48 B3 2l b & #8 T A TR I A= ) Th e

TE B Al b, i PARPL @ 3G PR, B m 1
DDP 5 5 i) DNA 453 475 F1 41 Jfd 98 T, AL ] 2 3 2 5%
M) DNA-PKes )2 € P A2 DNA 5 4518 2 1)
A1 4R AT BURED . HU RN 9 A e 0
AW 20 M DNA-PKes (43 15 253 00 40 i (1 4k )7
U AE . 24 DNA-PKes 1 J) BB B 2K B 5] 2 A549
i ATM BYBECTE T p53 1Y SN » 3 — 25 8 42 40 it &)
W', DNA-PKes H-A5 8 15 40 g 98 1= /9 2h g™ .
ZOU £ 358 % 9, DNA-PKes 5 Bel-2 2 1F 4 26,
4 siRNA JUER AT HepG2 H DNA-PKes £k,
B Caspase-3 1 p53, [l i) T i Bel-2 A A B H
K CGSH) B33 38 32 30 1] 0 i WL 1 -3 98 ity / 2 1
B/# [/ F-kappaB (PI3K/Akt/NF-«B) i 1% . {2 3
T CDDP) 1 5-Fu B & 0 518 19 40 3 W 1 &
DNA #1445, F 8 A8 40 i b DNA-PKes 3k
S s ARG IEJHT-U A G OBEL U 4R R 0 X I A 1 ek
P DL R4S R 7R DNA-PKes 1] g3 2 X A
[F] i A48 B T3 8% v Y g 5 R AT IR AR DA T S ) AN ()
i e 240 1 T 24 M AR SE B b, 2 HCC i 25 41 i
Bel7402/5-Fu i) DNA-PKcs AT )G, TE & F K
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D25 5L 7 o 40 B AR R A0 /D, et i 0 2R, SR W
XA PRI R T g, i —
He FH U AN M ARG I E T, 45 R R W TR, [
I S BT A I Bax, Bel-xl £ F R B K, 451 B
7N Bax K [ £ 8 K P30 Bel-x1 8 11 238 KF 82
PR UUER DNA-PKes [ 3 ik GBAE #F HCC i 245 41 Jifd
Bel7402/5-Fu {20 J 98 1= B Ak g7 SO bk . X st i
DNA-PKes A] 38 52 20 M 5 A 98 17 38 42 52 i JH- 98 48 i
BT 25 LB AT B8 5 siIDNA-PKes [ Bax % 1%
KK FIR I Bel-x1 8 [ 3k KA 56 (H B AR HL
il 3 T 2 — 2 1 SR AR

S % ik
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(FE] BH AT RAES P 7 -4 it B & (ST % 54 &k gm K R 69 44 A B AR R ALk, 4 it —
FRANTFTR BRI, FiE BFUARXRKSAEFA BEAA MEHAR KEHE EUA ARG ARLE
WA STZ 5848, EFABRBARLFTARER, FARGAL T LR FWIN, ZBAL TAEMS F 54
FFR, HEREHMNEFFIHF;RETFRAL EMNFERRKT, £ SRARALPRFEAREY
e B B2 (LDL-C) . fo 7 ¥ 2 B B2 (TCO) . Z Bt H b (TG) .= ML 45 (FBG) . & =8 (MDA) . % & g b5 82 (FFA) (4
&g (GHb) ., — & AR (NO) BRI E F-o(TNF-) K- FRARKTHEAEE, FFERESZEBE
(HDL-C) . A & At 4 B AL B (SOD) . 5B H Ik (GSH) AT 48 RK-F A 23 THAAA(P<0.05) ., &it KRAHK
Jo i & 2R R xF STZ % 548 o K R TG T A AR 4k A e b K F 32 3 MR B 2m I 2 Ak .

[REIE ] SMA T 8RR, FRM AL P 2HH A EBIER ;U

[hEESZES] R285.5 [XEkFRIRES] A [XEHS] 1671-8348(2018)24-3138-04

Study on hypoglycemic effect and related mechanism of Qiulongjin Chinese medicine
preparation on STZ-induced diabetic rats
LIN Wendong' . YANG Wiequn'® ,SHI Shuiye* ,ZHANG Meijia’ ,CHENG Jing', HONG Jianbing®
(1. Department of Basic Medicine ,Quanzhou Medical College ,Quanzhou,Fujian 362000,China;
2. Internal Medicine , Jinjiang Municipal Hospital of Integrated Traditional
Chinese and Western Medicine , Jinjiang , Fujian 362200,China;3. Fujian Spring
Star Biological Co. ,Ltd. s Nanan,Fujian 362300,China)

[ Abstract] Objective

preparation on STZ-induced diabetic rats. Methods

To study the hypoglycemic effect and mechanism of Qiulongjin Chinese medicine
Twenty-four rats were divided into the normal group,
model group, positive drug group and experimental group. The model group, positive drug group and experi-
mental group used STZ to induce the model construction. The normal group and model group were given nor-
mal saline, the positive drug group was given metformin hydrochloride,and the experimental group was given
Qiulongjin Chinese medicine preparation intervention. The serological indexes were detected at the end of med-
ication. Liver tissue was collected and liver glycogen level was detected. Results The levels of LDL-C, TC,
TG,FBG,MDA,FFA,GHb,NO and TNF-¢ in the experimental group were significantly lower than those in
the model group, while the levels of HDL-C,SOD,GSH and liver glycogen were significantly higher than those
in the model group (P<C0. 05). Conclusion Adopting Qiulongjin Chinese medicine preparation for conducting
the intervention on STZ-induced diabetic rats could effectively decrease the blood glucose level and increases
the pancreatic § cellular function.

[Key words | streptozocin;diabetes mellitus, experimental; Qiulongjin Chinese medicine preparation;hy-

poglycemic effect;mechanism

T DR 2 TR T B 2R 8 B 44 F B0 X AN R i
BORRR I B R A ER LA O R R P WA
PRt o BEAE TR N AR W KT (9 B0 - 2B SR A Y
e T o DR T s A A g 23 B8R By » A T B R

EE RN ARSCIR 1979 —) LI ACRE R BN E S Y L 90 5 Bl B2 2 SC oy m i e, &

o N R A T A B 1 2 b 2 — o BB B R I
AT AR ARG 7 W PR 19 A 28007 1 - X e H AT
BRI 2 AR T — At o B A 2 5 R B )
HEE B AU AT O R RE AR A . AR BT O 4

B 1E#E . E-mail: 745687571 @qq. com,
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BEIR Y 4 (STZ) ¥ SR A B 52 9044 % . Rk
i 95 24 70 6 O P BB 307 5y 2 %
T I R ATE R A

1 MRS

L1 #H
L11 Scmahyy AwFseskic 24 2 6~7 JHik SPF 4

M ¥ SD K R (& # iE 4 5 2015000509957,
2015000510718)  fA& it 200~241 g, Wy [ b ¥ 37 3 72 52
s A PR 55 AT 2w L Ak 5 : SCXK (1) 2012-
0002 ], I K BB FAXTREE R 4526 ~60% , IR
12 ho R BESR 23~25 °C [ I8 rp i) 5%, 5250 3 BT J2 2R
M B 2 55 B 2R AL B e R 4L dh W S5 g = LI AT IR
S SYXK([#)2016-0001],
11,2 FEZUER AT ST-360 B EFHRAX
W E EHERHE SR R G RA R T6 2858 0] WL 4o
JERETHI B b 50 R A AR A ]
1.1.3 0 5258 B 255 oy R g g
il 77 R 5 AR e A 35 g BF IS 3 g, KT 2
58, KAE5 g, B 5 g. % 1.50 L KR HL 30
min, B KBTS SO R K BT 20 min, 25K T 2y
0.50 L, WLy Ja 8] H s 5 nsK 1. 00 L 4k 52 58 1 2
0.25 LI {810 5255 1 36 25K IR .

R ORI B o 26 b v = W2 A RA
) (E 25 i ¢ H20023371); STZ M B 3% [ Sigma 2
H) EA AN AT IERR W B i [ 2 4 A5 i e e b
TR N B b5 A R A MR B I 4y A PR 2 W L AT HIE
2 SCXK (1) 2017-0008 1 ; i & 2 ELISA R 7 & W
B BR s A R 5 % R AR AR 1 I [ (HDL-C) A% %5 B2
JIg & (1R [ #E (LDL-C) | I 3 6 AR [ B CTCO L = ik H
T CTG) 4 288 I 2 X 00 & 34 W B SE R AR P BOR (bt
DA RS 7 5 — Ak 8 (NO) IR F) & i Ak i 20 % B
(GHb) 350 & B 5L 357 25 16 U7 R (FFAD L A k)
B AR (SOD) K 7§ — s (MDA i 7] & 24 W [ 75 5% 2t
A TAERESE T 5 C Ik (C-PY k£ L B 5% & (Fins)
A R 3R P8 I T CTNF-) 38 57 & 2 1 [ 2070
B SR A BR A ] .
1.2 Jiik
1.2.1 e i e sn 2y ABEGEik i 24 HOEdE
SD KB M55 3 d Ja . R HIBEHLE T R LB HL >l 4
AL RPIER A AV PR ZGAL SEed Al 6 H
BEAUZ R PE 254 5230 Al K BRI 100 STZ 1 s v
55 55 mg/kg, i A A7 4 BR-A1 4 B2 A 9% b R 0. 01
mol/ LIt 455, B i Jig = B AnDRE 2R A7 R L 0F 6 20 3 4 5%
TRRZE vhil . YERLSE L 48 h )T . SR AR B # Ik M AS: I i
Hh s T LB o OB /K AP R 16, 7 mmol/ L WA ¢ i
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BOg . FMZASRE L9 SHEE A2k —
XUNR 45 25 Wk B2 2 150 mg/ kg 55 5 41 [ 0[] o
LRGBS TP 25 R L 45 25Uk B Dl 200 mg/kg s AR
A JE H AL E SRR R AR R OK L R TR
B 28 d, LE AR KR A B RK 55
s o OB A
1.2.2 Kpdstr 454 3h W) 78 52 5 45 WG & ik Rk
1, I Bl K Bt o G I i 3 s IR I A (FBG) L TG
TC.LDL-C,HDL-C,INS,GHb,SOD,C-P. %4 Jjt H Jik
(GSH) \MDA,SOD,FFA ,NO } TNF-o /K, i &
FRAE S8 7 A% 1 R G UL B AT R AR . R A AT IE
LG A DK ™ A i B R 1 ) R AT
AR
1.3 Zeit2#ib¥ RAJ SPSS19. 0 Zb#EEHs , 1 3 7%
BHA T FOR AL LLBCR AT ¢ K65 7 B05 RT3
For AR A f K5 KK «=0. 05, 2L P<
0.05 K ZRA G 2#E L,
2 & B
2.1 FAKBRALHEARTEZEN H2EH
T BHEZG 4 B S22 3 21 K BRI & B B A T 1F
H 4L (P<C0. 05) , BHE 25 20 J 52 56 4 K RUMR o 1
i PR ARLZH (P<C0. 05) , HL 52 5 21 K BRUA 5T 5 B G 1K
TR EZG2H (P<<0. 05) . W3 1,

®1 EAKRABNEERBIE (T+s,0)

25 n 25 2 Hi 42i)E 28 d

EH 4 6 287.21+13. 21 365.28+14. 29
FERIZH 6 290.32415.78 242.31417. 422
FHE 25 41 6 289.38+14. 88 334, 21416, 35
SR 6 291. 34414, 82 310. 64415, 98abe

@ P<C0. 05, 5 IEH 4 b 4P P<<0. 05, SR FL#5 ¢ P<<
0. 05, 5 FHPEZG 4 LA

2.2 ZjfE & H R B E M i FBG, Fins ,C-P /K
ARG L 5 IE R AL B B 2 2 A L L AR AR A R S
A KB TG, TC,LDL-C 7k F- 8] i % 2 . HDL-
C /KT B HAL (P<<0.05); SL 41 KR TG,
TC.LDL-C /K~F-B] B K T A B 2 , HDL-C /K -V Bl 2
FREAIA]L (P <0, 05), R4 K 5256 21 K B
FBG 7K - F 15 241 S BH A% 25 41 (P<<0. 05) , Fins
C-P /KB AR T 1E % 41 e BH M 25 41 (P <<0. 05) , 5K
5o 4 R Bl FBG KPR F LB 2H (P<<0. 05) , Fins
S C-P 7K i T RS2 (P<<0. 05) , W3R 2,

2.3 B EA£ARRMmP SOD,MDA GSH . FFA,
GHb . NO . JIF 4 J5 J2 TNF-o KR 45 581 515 %
A J PRV 25 4L e g, M A0 4 K S5 40 1f o MDA 7K
Wi %5 85 SOD J2 GSH 7K B i I (P<C0. 05) 5 52
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x2 HHFEHAXRMAER M A FBG Fins C-P K- EHME R (T+5)

245 n TG(mmol/L) TC(mmol/L) LDL-C(mmol/L)  HDL-C(mmol/L) FBG(mmol/L) Fins(mIU/L) C-P(pg/L)

1E H 41 6 0.64+0.21 2.20+£0. 34 1.3540.21 1.484+0.13 6.21+0.56 21.42+3.19 368.28+20.31

R 20 6 1.9540. 332 3.75+0.41= 2.62+0. 352 0.94+0.11= 19.8342.192 14,2242, 342 227.38+13.212

SF 7 25 41 6 0.72+0. 18ab 2.3340.29b 1.4240.33ab 1.42+0. 142b 6.4240. 740 20.98+2. 42 357.14432.38b

SR 6 1.2240, 11abe 2.69+0. 28abe 1.89+0. 26abe 1.13-+0. 09abe 11.23+1. 21abe 18. 38+ 1. 84abe 321. 38421, 94abe

4. P<20. 05, 5IEH 4 ;P P<<0. 05, 5ETHIZ L #55¢ . P<<0. 05, 5 FIME 25 41 b 4%

3 KHREHKXRMH SODMDA GSH . FFAGHb NOFF#ER K TNF-a Kk FHRUWLE R (T+s)

2 5 n SOD(U/L) MDA (nmol/L) GSH(mg/L) FFA(pmol/L) GHb(mmol/L) NO(pmol/L) JHEBE R (mg/ g) TNF-a(pg/L)

N Fil 6 85.34+4.29 4,99+0. 64 3.81+0.54 268.93+43.25 17.0340. 85 27.48+5.32 12.2841.04 102.32+12.25
LT 41 6 71.47x4. 362 9.54+1.21a 2.13+0. 322 522.38438. 432 24.84+1.132 52.38+8.39 7.32+0.872 129. 48+ 14. 342
PHEZ54 6 84.53+5,15b 5.02+0.57b 3.78+0.41b 291, 44437, 650 17,8440, 74b 28.84+6.84b 11.5241.21b 100. 94+15. 29b
SR 6 79.38+4, 12abe 7.1340. 98abe 3.094+0. 628be 321,43439,47abe 19,3240, 94abe 32,5546, 19abe 9.124+0.91abe 110, 84+13, 27abe

4 P<C0.05, IEH 4L 4P P<C0. 05, 5T RIA H 4 ;¢ P<C0. 05, 5 M 25 4 4%

B2 i o MDA K-8 AR T AL R 20, SOD & GSH
K- TR AL (P<<0. 05), 5256 2H K B
FFA .GHb.TNF-a K NO /K50 G A% TR R 40 L T8
JEK V- B TR B4 (P << 0. 05); 52 5 2H K B
TNF-o 7KV 4 5 T BHME 2520 (P<<0. 05) , L3 3,
3 it ®

AR LR P9 IS 7K 7 £ e 2 02 38 3 A P AE K
St Akt e 2 B 00 B A S B Y . CP i A
PR BRI B A RS O 2 0 B 7 s TR S A
AR IR, AN A2 A IR R R B R S e, BT DA O o C-P
AKOF- AT S PEAR R B 4N i h BE MY R He AR 2 —1
A BFTEAE L TERE R R LA B /INER P R 2 i 2
RESE W FEOKE A NOL T & NO W2 pgf— 45
b 3 A IR AR B 5 A Pl A 3l A0 i A R G R
Ji B 20 A T Rl B 45 ) s A 0

STZ SOk IR K BCR TR e 3 v 24 1 39 45 245 )5
HLIR C-P R i 5 R K7 B 845 /5 - NO ZKF- B 8 R AIG .
ABIEFE L TR 7 B 77 v 24 4 50 AT B8 2 A I OB IR
i K ERLSZ 400 (9 JE IR B A L DB . A 2% 3 4 1 I s K
-5 {4 N OB Ak I 2T 2 11 KT 22 B R O AH G  BIL AR P R
R I 2138 (7K SF- BT A8 200 e AL AR N 2R 5 A 3 1R K
T Rk e A v 2 3R AT AR A R R s KRR AR P
GHb } FBG 7K. 24 43 Hrik Jyix v] G Ji i 1 9
R SR PRI D 1 5 0O e o R B B 4 ML 43 W D i
77 5 BE

HFGEAE L AE 2 BB R R AR Y AT LB
1 B A ZE AL AR R A W] i TCL. TG, LDL-C /K
-5 H T HDL-C K 5% B AR . Bl IR % K R
TR A48 AL BT R RE RT3 2 o o 200 3 5 s 5T 2ot 4k
YERT L BEAR M GSH & SOD 7K 3F, 342 & MDA /K
ST SR RO A HR 24 1 0 45 2 ) L T A R R R

P K BLIL P SODLHDL-C & GDH 7K, 3F B AR K B
I MDA TG, TC J LDL-C /K, 45K, B
5 v 24 1 550 AT 0 0 A Rk R Ak T BR A S A R
b DR N 7 AR I R E 1 & AR MR R

TNF-o J& LA N 5 209 BA 2 P AR 0 PR i 4h
03 P B o R BILAAR G 7 28 B 4% M s g st R e )
FEMPANERT . A WIS IR A 2R N TR
P TNF-o 9 32 2R R, H 2 5 000K 09 1% 2 100t
T A N T AR O L B A 3 A i A A S L e L
PRI o B 2% PR b AR P B 4y EE A E A
TNF-a 0] 45 %5015 15 17 240 A 3 1R, 8 465 44 P B 28 14 i
Fitg 7K S o 20 3 I 20 06 4 o i B I i O T i
W FFA K BT 48t FEA T s vl Jin st
S WAV I 5 320 B e {6l R v 1 W 2K K7 T
R D 0 S i LR P 4 25 W 1 L S O A o B
B S AT . ARG R B FE STZ i b
PR KR  FFA & TNF-o K F- 34 0] 8 7 . 3R
123 SN N A T W S WA R
PR A BRRe FH BK e 7 v 24 i 00 T 3905 T A sk R AR
i FEA Jo TNF-o K-, 32875 Bk I i Hh 24 i 70) /T A7
RCH i 1 5 2R BT TR R KT

2% LTI SR HIRK R /7 0 24 11 350 % STZ 75 50l IR
9o A BT TG T A 8 R A PN A 7K B e R B
240 i T R - B0 W R I 25 L B R IR K. PR R
1o ST AR 3 R DS

S % ik
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Artesunate for reversing human ovarian cancer 3A0 cell caused T lymphocytes immunosuppression
CHEN Xiao ,GAO Ying fang , ZHANG Zhimin ,ZHANG Xueling \WANG Yan , HAO Hongjuan
(Department of Gynecology and Obstetrics s Shijiazhuang Municipal Fourth
Hospital,Shijiazhuang, Hebei 050011 ,China)
To investigate the effect of new type anti-tumor Chines medicine artesunate

The MTT method was

used to screen the maximum ART concentration without significant effect on human ovary caner 3A0 cells

[ Abstract |
(ART) on T lymphocyte surface immune factors by in vitro experiment. Methods

Objective

proliferation. The 3AO cell culture supernatant and successive two times re-culture supernatants after ART
treatment were collected as the ART-S group, ART-S, group and ART-S, group,and corresponding synchro-
nized 3A0 cell culture supernatant without ART action served as the control groups (Con-S group,Con-S,;
group and Con-S, group) ,the complete medium instituting the 3AO cell culture supernatant served as the nor-
mal control group (Con group). The effects of supernatant in each group on T lymphocyte surface immune
functional indexes of CD3e”,CD3e" ¢ and IL-2Ra” were analyzed by using flow-cytometry. Results The
maximum ART concentration without significant effect on 3AO cell proliferation was 12. 50 mg/L. The ex-
pression positive rates of CD3e” ,CD3e” ¢" and IL-2Ra” cells in the Con group were (86. 07 & 10. 05) %,
(25.0945.84)% and (39.11£5.83) % respectively. Those indexes in the Con-S group were significantly re-
pressed (P<C0.05),the suppression rates were (50. 17£8.02) % ,(87.51+£9.17)% and (64.84=+9.74) % re-
spectively. After ART direct action, the suppression of 3 T lymphocyte immune function caused by simply
3AO tumor cell was obviously down-regulated. Conclusion ART has a certain reversion effect on T lympho-
cyte immune function caused by human ovarian cancer 3A0 cells.

[Key words | artesunate;ovarian neoplasms;3AQ cells;immunosuppression;reversion
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B AW TR B G A 5 T A DY B BE B 0 5
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1.1.2 FZH DMEM Wl B 4t 50 i v B AR ) 4
2 b A BR A R AR oERR A LTS T B R BT IR A
il b Bk 47 BT AT A B2 W5 A i 5 (PHA) | g i
(MTT) g A 3 Sigma 23 A s — HEH(DMSO) I H
T AR R AR 2= 30 TF & O 5 90k B 40 40 25 A B
iR A Al 2 R A R R 5 RS IR R R R R AR
B 25 B A3 BR A W SR RR 26 0t R (FITO) brid 19
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1.2.1 R0 BRI RiE st T o4l
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()58 4 RS L2414 Bk Con-S 41 Fil ART-S 41, & 4
Wik ART iRz #2410 ART-S, 41} ART-S, 41, R
2 ART fE W 2 IR 8 35 41 Con-S, 4 K
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1.2.2 ASME I # A 240 i (PBMO) [ il 5 $h I
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EL 400 43 5 YR 5 R T I VR S AR B R R T BT 1Y 0
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MC JZ A B 04 . Hank's {7 215 U8 N o8 & K5 37
TR Tl 40 RS VR

1.2.3 MTT 3=/ 0. 25% 58 /8 4k kb T 5t
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BT 96 fLAk 48 h, AR FRES AT 4 h B ALIMA
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Az o fH
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HEAT 40 1 58 A CA o o 1) - 40 L1 35 B IR —
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2 % S
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ART fEH T 3AO 4ififg , MTT A5 25 2% 87w, fc = e
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ART KB & 2 i 40 fd 34 585 (P >>0. 05), ILIE 1B, &
T 5L T Con 4 .Con-S Z4H#l Con-S;, 4. Con-S,
2% PMBC 3455 (g 52w, MTT £ I 25 5 87 . & 41
1 Ags o (B 4> 524 0. 28420, 03.0.2940. 06.,0. 29+
0.05 1 0. 2840. 04, 2R IG5 L (P>0.05),
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WML 2 &£ E5PD &5k @RI XL, GR EAXTREREAE. % B Z Logistics B )3 4547
HRBFPD EFHFR R MEKFTART S E BBERRK.ZHERE UPDRS part[[ #F45 &Z&% & H&Y 4 #
HAE R WML & PD & A A4 Sy 4L 4369 & e B & (P<<0.05), F & Logistics @2 o4& E 25, WML Faze-
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Correlation between cerebral white matter lesions and occurrence of
Parkinson’s disease complicating cognitive impairment "
PENG Zeyan',DONG Shuyang',ZHOU Huadong®®
(1. Postgraduate School s Bengbu Medical College , Bengbu,Anhui 233030,China;2. Department o f
Neurology, Institute o f Surgery Research ,Daping Hospital ,Army Military
Medical University ,Chongqing 400042 ,China)

[Abstract] Objective To investigate the correlation between the cerebral white matter lesions (WML)
and cognitive impairment in the patients with Parkinson's disease (PD). Methods Four hundreds and twelve
patients with PD aged more than 60 years old were included in this study. The data of age,clinical characteris-
tics and MRI of WML were collected,and the neuropsychological evaluation of cognition function impairment
was performed. The severity of WML was divided into the grade 0—3 according to the Fazekas visual analogue
scale. The cognitive function impairment was divided into the mild cognitive impairment (MCI) and dementia.
According to the cognitive function status of the PD patients,the cases were divided into the PD with normal
cognitive function group (PD-NC group,n=2329),PD with mild cognitive impairment group (PD-MCI group,
n=46) and PD dementia group (PDD group,n=237). The risk factors of cognitive impairment in PD patients
and the relationship between the severity of WML and cognitive impairment in the PD patients were investiga-
ted. Results  After adjusting the confounding factors, the multivariate Logistic regression analysis results
showed that the age.disease course,low educational level, hypertension,diabetes,hyperlipidemia, UPDRS part
Il score,improved H&.Y staging value and WML were the risk factors of cognitive impairment in PD (P<C
0. 05). Meanwhile the Logistic regression analysis results indicated that the Fazekas grade 3 of WML was sig-
nificantly correlated with PD-MCI (OR=2.52,95%CI:1. 83—3. 21) ,meanwhile the Fazekas grade 2 and 3 of
WML all were correlated with PDD (grade 2,OR=2.27,95%CI.1. 58— 2. 89; grade 3,OR=2. 86,95%CI .
1.94—3.87). Conclusion WML is an important risk factor for cognitive function impairment in PD patients.
And the severity of WML has significant correlation with the cognitive function impairment occurrence in PD
patients.

[ Key words | Parkinson disease;cerebral white matter lesions;cognitive function impairment
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(HE] BH RTAABRERAIEZGHA S A ELFTHARALTMEZLE G (pmTOR) . § @ BA-F
10(L-10) K -F R R K HAFP 5 R megta ke, HFix KA ELISA R 56 #l A A MERA 98X AR
A Ab 5 ZL gk Fo 56 )42 BB ih P p-mTORIL-10 K, R A [k 5 B M k3 & (PANSS) #F 2 45 4b 45 2
EEEEKR, R AAEbF pmTORASG T B[ (4.38+1.30)ng/L vs. (3.88+0.76)ng/L], 2 %A
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10 KFExTBUALEK £ZF AL FEL 4225 PANSS 45 2 fi % (r=—0.507,P<0.01), AR M ME
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—0.403,P=0.002), %&it mTORGZFBREME S TRE MM ERA M5 R EGREHF A X,
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Change of serum p-mToR and IL-10 levels in first episode schizophrenia patients
with predominant negative symptoms and correlation analysis "
ZHAO Xinling . ZENG Yong ,YU Ling ,LI Ming ,L1 Ting ,ZHANG Jintao,
WANG Tingting , XIONG Peng”®
(Department of Psychiatry ,First Af filiated Hospital of Kunming Medical University ,
Kunming ,Yunnan 650032 ,China)

[Abstract] Objective To investigate the change of serum p-mTOR and I1.-10 levels in the schizophrenia
patients with predominant negative symptoms and its correlation with schizophrenia. Methods  Serum p-
mTOR and IL-10 levels were detected in 56 schizophrenia patients with predominant negative symptoms and
56 healthy controls by adopting the enzyme linked immunosorbent assay (ELISA). The schizophrenia symp-
toms were assessed by adopting the Positive and Negative Syndrome Scale (PANSS). Results The values of
serum p-mTOR in the study group was higher than that in the control group [ (4. 38=£1. 30)ng/L vs. (3.88+
0.76)ng/L],the difference was statistically significant (P<0. 05) ;the p-mTOR level was positively correlated
with the PANSS score (r=0. 283, P<C0. 05). The serum IL.-10 level had no statistical difference between the
study group and control group. And the serum IL-10 level was negatively correlated with the PANSS score
(r=—0.507,P<C0. 01). The serum p-mTOR and IL-10 levels in the study group had a positive correlation
(r=0.437,P=0.001). The serum p-mTOR and IL.-10 levels in the health group had a negative correlation
(r=—0.403,P=0.002). Conclusion The p-mTOR signal pathway activity increase might be related with the
pathological mechanism in the implicated in the schizophrenia patients with predominant negative symptoms.
The higher the p-mTOR activity, the severe the negative symptoms. The p-mTOR signal pathway activation
might be associated with serum I1.-10 level.

[ Key words | schizophrenia;I1.-10;mToR ;negative symptoms

K73 ZRRE SR R SR IR I AR RS A O 2 e DU P AR O T AR 0 SRORE A B 2

*» EEMB:EHRAKRR¥IEESTIIH 813602100, (EHF B N80 R (1986 —), FIFE R, 78 30 4, 32 B SRS b 43 408 J7 18 1Y
WsE., © BIEVEE.E-mail:xp6945399@163. com,



3152

i A L HATIAS BT L b 2 5 S S BT B
HESH L, MR R E G (mTOR, 806 J5 0 w1 1k
mTOR, Bl p-mTOR) {5 5 3 % P& 5 7 5% ) pft 25 ) 265
58 fil B B B Ao 6 W 4 1 R OG 2R 11 A AR B B
W5 5 028 T I He 328 BN IR T R 4l A R (TL)-10
AT R BN . Ko ZE5E A£7E mTOR 36 o 5%
BER SRy e g, . mTOR 5 08 59 A 0
15 J% B A5 AH 56 mTOR #5505 A BH 33 % b 22 % & 2
o mTOR @& G 4L G Fr 8 17 A & aL . mTOR
S BN 38 B ONER 10 5 Yl (AR Ok 1 ol R il 2k
13 H R PR3 B (PTEN) | 45 45 f fLiE 3£ R (TSO) 1,
TSC2 54 i 43 ZLAE M BE R . mTOR 3 38 7] 4
K423 20 T 2L P 1 (DISCL) f 1k i 4550 . BE A%
IL-10 Ifil 375 7K -8 & B AE RS #0240 S8 % b S0 OF
2 B ARE 5 B BRI A AR B S TL-10 RAR
REV 2% g Z 4 (LPS, Sk U5 T 40 5D fir £ 28 i £ 12 i
RE M2 JC LRGN R FE M 2 R R O R A g
PHRE MY L. 55 E WIBITER LR %
B0 (R 2. mTOR #E0E 5 Tl TS
S 55 OIS N 3 (STAT3) /K, M 4 il 1
IL-10 BB . B AT . mTORIL-10 5 K5 ¥ 43
ZUEEYIME . HASMNE M mTOR 54 w4 24 i
(RFF 5T LA A0 D o 4 0 L BH e i R Sy = 10 G i 43 24
RE o PRI, AR SR A4 % I 0 A7 R 9 . BKE BF 5 45 SR iR
SR/

1 &R5HE

L1 — ekl BEREARBR # R 2016 45 5 H &
2017 4 4 A 12 k2 Bk BeaIT i B & A& IR ks
UG 25 W0RS 4y SRE IR F . ARRE . (D A5 A E B
P95 5 AH G fE B 0] 8 42 11 43 2% (ICD-10) 4 # 43 2L
(2 W bR o 5 (20 BH P 55 B0 E R i 36 (PANSS) 53
RFFETF 60 73 (D RAME ; (D THARIEIRIT
s, HEBRBRME : (DA RS H & B IR WU L 2R 55 I
R L il b8 R G 5 (2) 2 B O
bR A B A L SR 1A A IR S UORS MORE 2545 (3
A RPN I B AR R A R G s (DF Y
R A R s O B A B AR EEA S
b N XURS G 1) o A BRI M R Ol S B gE 414 A%
fF: (LOPANSS 3 3% 55 B M E R A0 EC A 5L 4 /D0
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MM 14 Wi 4 H (P2.N1 ~6.G5,G7,G10, G11,
G13.G15.G16) S4y T 40 455 (2) 5 BH 5 R AH 56
M 8 W4k H (P1.P3.P5.P6.N7.G1.G9.G12) 43/
F 22 4y, H P1.P3.P6.G9 i% 4 4 H S KT
4B 2 T, B 4 0 5% BT B/ F el 55
T 5 4r . RS HEBR b o AR B R SE IR S )
WFFTL 56 ] XF BRZH >k B AR B (A rb O ) Bt 5 A4 Ao
H o A AFRUE Sy T B EEORE 0 SO s HLJOORS B R
WA HEBR AR HE R R ST 4. X BRI A4 56 4.
A G A P e B St vE . P A B A B
PNK @) W% F B EAERES.

1.2 FiE

1.2.1 MmyEEEHEFRERN  BE T A4 H L
WK HE = T B A8 s I DK I 249 5 mL, il A
BJG LA 3 000 r/min B0 10 min, UM E /028 . B T —
20 CHEFARER s 0T BEAL A2 B[R] 35 SR L 40 2% i AF
K ELISA, & E Merck Milli-pore 2y &) 4 7= 19 iR
g K H AL E A p-mTOR K xf jz (4 TL-10 i
S 2 i | R 1 A T O s o I T2 N QSN
SSL(E

1.2.2 PANSS &Rl dh & &£ 5 IF k3
B A% BRI P 24 K PR s I e ] F £ 3 R AT RS B
IS G R B R A A BT IR AT 43

1.3 geits#drik SR SPSS21. 0 Bk it 17 4eit 4>
BT WIF 58 415 R IR A IS p-m TOR 83 X 4%
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oy Kr 5, ARy . BMIL I3 & 7K HEEBCR A ¢
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2.1 — ¥R WA SRR B At N H 2
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(HE] BHY RKAHMBwEBEFHEILFRFHLAENRD M F . FiE  Hlksw 90 4)
NRDS # )L 54 A #5 BR vhovdk B 20 fr R ZS AR 2L ST BB 20, A 20 & 30 4, a4 A ik @ 7& 4 i (PS, B R ) B 4K
B BRAMMBAF AR L ok R ARk R AR RTET  REBRARRFTREHRIT ST TR
T RBET ., BRNBERMNEZNTIEAFER.EFEMAXGEZLTRENFANMABALREHR
S EEBA(nCPAP) T, SR kWA KRR A FA D 86. 7% . AFMAEMRA 2 F A 73.3%, 3¢
PR AR AL Ay 56. 7% ok B 2000 B 3 T & 5 4L A 3t B 20 (P<T0. 05) ;e W 20 55 R G A4 3T R 4048 3k
MR M S R EE AL A 3 B B K (P<0. 05) . ook B 204 & B MK P80 2 & T R 52 (P<<0.05);
vho e ) 2B AU 3B A&, e nCPAP & 77 69 B 18] 9 42 T R A A & 3T B 28 (P<<0. 05) 5% 97 &, 3 A4y PaCO, #=
PaO, 4k £ F A %3t % & L (P<<0.05) o=k B 28 PaCO, %A, PaO, % 5. &it S AM %R R %45
RS A B ERD R ET TR EAGITAILT IR F A K.
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Clinical effect of caffeine citrate on respiratory mechanics in neonatal respiratory distress syndrome”
SHANG Biao"? y,DONG Wenbin'® ,L1U Juan® ,BAI Jing® , TIAN Peng® . DING Xiaoyan®
(1. Department of Neonatology A f filiated Hospital of Southwest Medical University ,Luzhou,
Sichuan 646000,China;2. Department o f Neonatology , Nanchong Municipal Central
Hospital , Nanchong , Sichuan 637000, China)

[Abstract| Objective To investigate the effect of caffeine citrate in treating neonatal respiratory dis-
tress syndrome (NRDS). Methods Ninety cases of NRDS were divided into the caffeine citrate group,amin-
ophylline group and control group, 30 cases in each group. On the basis of using pulmonary surfactant (PS,Cu-
rosurf) replacement therapy and mechanical ventilation, the caffeine citrate group was treated with caffeine cit-
rate, the aminophylline group was treated with aminophylline and the control group was given the basic treat-
ment. The changes of respiratory mechanics were detected before and after treatment. The invalid cases after
treatment were given continuous normal frequency mechanical ventilation or nCPAP. Results The overall ef-
fective rate in the caffeine citrate group reached 86. 7% , which was 73.3% in the aminophylline group and
56.7% in the control group,the caffeine citrate group was significantly higher than the aminophylline group
and control group, the difference was statistically significant (P<C0. 05). Compared with the aminophylline
group and control group, endogenous end-expiratory pressure and airway resistance in the caffeine citrate
group were significantly lower, and the static compliance level in the caffeine citrate group was significantly
higher than that in the aminophylline group (P<C0. 05) ; the mechanical ventilation and nCPAP treatment time
in the caffeine citrate group was significantly lower than those in the aminophylline group and control group
(P<<0.05). PaCO, and PaO, after treatment had statistical difference among 3 groups (P<C0. 05) ; PaCO, in
the caffeine citrate group was lowest and PaO, was highest. Conclusion Using the caffeine citrate medication
method combined with PS substance in treatment of NRDS has the effect on respiratory mechanics.

[Key words | respiratory distress syndrome, newborn; citrate caffeine; aminophylline; respiratory me-

chanics;neonate
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