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Meta — analysis of CYP3AS * 3 Polymorphism and Myeloid Leukemia Risk. Liu Hongchao ,Ma Limin, Zhou Ru et al. Medical College,
Henan University of Science and Technology,Henan 471003 ,China

Abstract Objective To evaluate synthetically the relationship between CYP3A5 " 3 polymorphism and myeloid leukemia risk.
Methods Relevant literatures were extensively searched in PubMed, CBM, CNKI and wanfang database for collecting the case — control
studies exploring the association of CYP3A5 " 3 polymorphism with myeloid leukemia. The RevMan 5.2 software was applied for between —
study heterogeneity test and ORs and their 95% Cls combination. Publication bias was assessed by funnel plot. Results Five related lit-
eratures were included in the meta — analysis, including 929 cases and 1080 controls. Based on the heterogeneity results, random — effects
models were applied to calculate the combined ORs. The combined ORs(95% CIs) for CYP3AS “1/°3.°3/°3.("1/°3 + "3/"3) geno-
types were 1.45(0.91 —=2.32),1.60(0.89 —2.85)and 2.69(0.86 - 8.38) ,respectively with P =0.12,0. 11 and 0. 09. No significant

publication bias was detected by funnel plot. Conclusion CYP3A5 "3 polymorphism was not associated with the risk of myeloid leukemia.
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Bajpai 2010 g 2PN PCR - RFLP 183/208 22/75/86 23/91/94 YES
Huang 2007 i T HE PCR - RFLP 48/120 6/15/27 30/41/49 YES
Liu 2002 PEAEES SE I HE PCR - RFLP 289/270 23/135/131 16/114/140 YES
Rao 2011 R DALDN PCR - RFLP 144,241 12/84/48 124/71/46 NO
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Rao 2011 132 144 117 241 201% 11.661[6.13, 22.17] =
Sailaja 2010 232 265 117 241 20.8% 7.451[4.78,11.61] el
Total (95% CI) 929 1080 100.0% 2.69 [0.86, 8.38] i
Total events 833 763 . | | .
Heterogeneity: Tau® = 1.56; Chi*= 65.04, df= 4 (P=0.00001}; #= 94% 'D.El‘l 071 1'0 100'

Test for averall effect: Z=1.71 {P=0.09)

Favours [case] Favours [control]

B3 CYP3AS("1/°3+"3/°3)EEE 5 ML X&HH

5. R RN 477 5 U 43 BT : RevMan5. 2 B {44y
MR 2 B v 45 0 A SE AR KT BR , R R AE7E i 3% R %
PR 77 (e Sk BI85 2R R R ) o A U 23 B o A, 1
31 Rao 25" 1 Sailaja 251" BFSY K U8 5 0 M 6
S EE I E R A I 0T, 45 2R Won 5 M B 2 nn— 2, Ul
WY T A 45 SRR AR 1 (U e T 85 R R ) &

it it

CYP3A WWHKGE RN IEY I &) & ERZ
(0 1 AE A it , R 2 2 P A S 0y v d 32 B Y PR
i, CYP3AS J& CYP3A W5 % b = % 1 i 41 40 A 1
%, Qe g BE B L HT B BR RN 41 4L k. CYP3AS
BERAE T NS T SRk 21 1, B4R
31.8kb, & A7 13 NAME T, 4 % 2 (1% 502 A4 ik
W't . CYP3AS SRR A G IEME A &% 280,
FEFET 2 (A IR R i F] 22 55, $% CYP3AS SL[A (1)
LS T RE e CYP3A A5 1 25 W Al K B iy v i
AN FhG A 22 i B RN, CYP3AS ™3 2
JEFEAESE 3 SN E 1 6986 fi S EEL A > G EAE,
T HE B 1 AN B 08 32 A BT 4 07 a2 7 A AR A R R Y
B A i 3 ) 4 A U mRNA B J5 b 5 B 2%

- 94 .

(k) HoAth JE R B 4 A, ik B SR B B R Bk
FITFHAT I, AF F A CYP3AS "3 mRNA K&
JE T Y 2 R A, CYP3AS il 1% 7k 5% AR ol Bk =, 4 I
CYP3A5™3 ZZ5VERTRE 5 A28 M i A A= A G

EWNAACAKREZHEE CYPIAS '3 Z M H5HER
P L & A2 U 56 &R I BE 92, (HL 45 i 9 45 SR AFAE — 58
25, Meta 43 #7738 o 3 R AEA & 6, 485 T R B0 &%
BRSNS A TH R B, 2R B A — B MR 45
AT CEASEMS IS, AR ERAILMWAS FE
SCHERALHE ML SR 929 ], X HR 1080 5, = 5t 1k A6
5 245 HL 3 B g AW 5% ) 7 A B 25 S5 Bk, >R B AL AR
DA A JF B dE . B AT B Meta 4> 87 45 R BN,
CYP3AS JE[H“1/°3.°3/°3 ("1/°3 + "3/ 3) W&
I OR M 95% CI 43514 1.45(0.91 ~2.32) .1. 60
(0.89 ~2.85) #12.69(0.86 ~8.38) , %t i P {i 45
50.12.0.11 1 0.09, 8] CYP3AS "3 L4584
F I A& A XU TG 8 3 G Ik .

BZ L ARMFIE R CYP3AS ™3 Z8M 58 &R 0
Mg Az AU TeAH DG, o =k B AR A DU i 3 v &
FNME AR far , BB 0 A 45 SR UL B R 458 R T &



20143 H %43 % H3W

FUR A&

B,(J o

3 AR I AN A SR > 7E Meta

Mrid B v T AP AE IR A N 3R 25, e — E TR LR T
Meta/\*ﬁ Ho NIRRT ZIT R RHEEA R 2 h

B R I PRI 5T, e i 4 T AR S F 9 Bt

*ﬂr,xzﬁﬂﬁ%ﬁ/%éﬁﬁmo

1

w

W H 50 T i 5 3

S % ik
Yanada M, Naoe T. Acute myeloid leukemia in older adults[ J]. Int J
Hematol,, 2012,96(2) :186 - 193
Martin — Subero JI, Lépez — Otin C, Campo E. Genetic and epigenet-
ic basis of chronic lymphocytic leukemia[ J]. Curr Opin Hematol,
2013,20(4) :362 - 368
FRAR W RN M R EE fE  R S B A R TR R R )]
R 5L EE % ,2004 ,21(6) ;480 — 482,485
Gellner K, Eiselt R, Hustert E,

human CYP3A locus:

et al. Genomic organization of the

identification of a new, inducible CYP3A gene
[J]. Pharmacogenetics, 2001 ,11(2) :111 —121

Koch I, Weil R, Wolbold R, et al. Interindividual variability and tis-
sue — specificity in the expression of cytochrome P450 3A mRNA[ J].
Drug Metab Dispos, 2002,30(10) :1108 - 1114

Huang W, Lin YS, McConn DJ, et al. Evidence of significant contri-
bution from CYP3A5 to hepatic drug metabolism [ J].

Dispos,2004,32(12) :1434 - 1445

Drug Metab

12

13

Kuehl P, Zhang J, Lin Y, et al. Sequence diversity in CYP3A pro-
moters and characterization of the genetic basis of polymorphic
CYP3AS5 expression[ J]. Nat Genet,2001,27(4) :383 —391

Busi F, Cresteil T. CYP3A5 mRNA degradation by nonsense — media-
ted mRNA decay[ J]. Mol Pharmacol,2005,68(3) :808 - 815
Langaee TY, Gong Y, Yarandi HN, et al. Association of CYP3A5
polymorphisms with hypertension and antihypertensive response to ver-
apamil[ J]. Clin Pharmacol Ther,2007,81(3) :386 — 391
W, CYP3AS SE[H £ 2515 JLEE Sk 1 s A S T 5 [
M2 35K, 2007

Bajpai P, Tripathi AK, Agrawal D.

D]. 7
Genetic polymorphism of
CYP3AS5 in Indian chronic myeloid leukemia patients[ J]. Mol Cell
Biochem,2010,336 (1 —2) ;49 — 54

Liu TC, Lin SF, Chen TP, et al. Polymorphism analysis of CYP3AS
Oncol Rep,2002,9(2) ;327 —329

Sailaja K,

in myeloid leukemia[ J].

Rao DN, Manjula G, Association of CYP3AS * 3

et al.
polymorphism with development of acute leukemia[ J]. Indian J Hum
Genet,2011,17(3) :175 - 178

Sailaja K, Rao DN, Rao DR, et al. Analysis of CYP3A5 % 3 and
CYP3A5 6 gene polymorphisms in Indian chronic myeloid leukemia
Asian Pac J Cancer Prev,2010,11(3) ;781 - 784
(Weki H 9 :2013 =11 -06)

(&1 H#:2013 - 11 - 12)

patients[ J].

CPAP Xt HE & OSAHS Z {3 M £ /) 2 I

=

#wm E BN

[FESES] R56 [ X@tARIREE] A

Impact of CPAP on Moderating Blood Pressure of the Severe OSAHS Pregnant Women.

ENT, Zhoushan Hospital, Zhejiang 316000 ,China

condition of moderate to severe OSAHS pregnant women. Methods

Abstract Objective

T

Al 35 2 1F F 38 < (CPAP) I 88 32 OSAHS 42 1 i BIR 3 & 1 £ U«U\{EE’JE/W’@O
FLEE CPAP JAYT AT JE £5 R AR 0 25 5, & R A I i I &R T sl R i SOk, &R
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Lu Bo, Shen Haiwei, Li Zhimei. Department of

To assess the impact of continuous positive airway pressure ( CPAP) on sleep quality and physical and mental

The PSG monitoring data for each indicator before and after CPAP

treatment were compared. Blood pressure all day was dectected dynamically. Physical and mental conditions of the SCL - 90 before and af-

ter treatment was analyzed.

0.01).

Results

After three months of CPAP treatment,

All — day blood pressure also reduced, while mental condition improved as well(P <0.05).

sleep quality of patients were significantly improved ( P <

Conclusion Effects of CPAP on the

physical and mental condition of pregnant women were related with their increase on sleep quality and reduction of blood pressure of patients.
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