J Med Res,Mar 2012,Vol. 41 No.3

PGF, 1)~ o) 4 ] i A7 B 5 i /DN AH B I 2
B B3 i 4 A T B AT R TXB, 1Y .6 -
M — PGF, WA, /2 12 WA i 4 1 3 SI0 I DA o A 1 9 2
B o ARBFIE R B, IR BRI R 3K
TXB, 7K3F PAI - 1 /K3 TXB,/6 - K - PGF,, % PAI
- 1/tPA O (EACIE #4003 & R M IR Ik B %
(4 TR K B8 & I T8 AR O R 43 06 1) 1 S5
2T A0 T 8 (4 T BB I AT Y R A 5 53 IR
R BB A9 2 I A R 0 A T K

IR B IfiL 4 & B0 1) /o 6 R 25 0 100G 30 o i 5 3R
B, BN N A A o B IRIE AR AR 5 P EEA I
PO IR (T ZRALZ —, WS IR & TP R 257897 IR
MR BT Y LA TG 1 = b o 5 B2 0 1 Ak 5%
2l EL A O Ak A I L Lk R L R s
ST AR B 58 UE 5 = LA P /MRCR SE PT
SRS | MR B R I M e IR B SRR
ARG K, = £ TS TR KR FINS KPR R,
e 5 R UG 5, [, R Bl i TXB, 1 PAT -1 7K
S TXB,/6 - K - PGF,, & PAI - 1/tPA H. {8 B 5 R A%,

activate orinhibitrl by human adipose tissue ; possible link between vis-
cera | fat accumulation and vascular disease[ J]. Diabetes, 1997, 46
(5) :860 - 867

Weyer C, Funahashi T, Tanaka S, et al. Hypoadi2 ponectinemiain o-
besity and type 2 diabetes: close association with insulin resistance and
hyperinsuline2mia[ J].J Clin Endocrino 1, 2000, 75 (10) ;453 —
458

ML, 2 0 B ECRE . 5 R P R R I 9 B B R HEHT AN M
RS RS [ T] . g B2, 2007,27(4) :31 =33

22 R, R N S 0 i 4 X 5 0 5 W T S R R R BRI AR
BRI [J]. P E T E LSS 2, 2009,29(9) :830 - 832
gt E R F XA M. 25 IR B LI I AL ik X 2 AUBE PR R
B i RARPUAE T RTINS [T ] e R b EE 2R EL, 2010,17(5) -
444 - 445

TRAH BT, ST, A = B 5 9 K UKL R 30 i T B
B AL LT ] v B S 75 7 4 4% 75,2010, 16 (2) ;81 - 83

AT ARG 1 B S W ()] b BR 2 T
2009,6(33) :8

JEIH pRoRAe  RRBASE 55, BRI 5 e 5 R ACHI R R AT [ ],
I 74 o1 2, 2006 ,27 (4) 1458 — 459

BT EUT . WEPR I G I RO 5 e B 2 HEHT B i I 1 56 &R
(1], b B E B % 41,2008 ,8(4) :17 - 19

e

> 10 55272 b A . MIRHE 1A B 6 AR BT 9 BF S IR (1] op [ o 12
PRI A 25 = AT A ek R R S R R, HEREE 2 24 3 ,2001,7(7) :79 — 80
FEHL I 7T e I8 o o3 104 N R DI RE , PR IR TR B A 1 ARGk, PTIR, MR, = LIS MRS BJE R (D], [ 25

KAF T 53 W R BE W5 4P 0 RGP A A G
&% i

1 Alessi MC, Peiretti ', Morange P, et al. Production of plasminogen

Jifi ,2008,11(10) ;1185 — 1187
(Y f5 :2011 - 06 - 06)
(&1 :2011 =07 -15)

CACNB2 EH £ 451 5555 Fi@8
BE 45 7 e 7 SO 4 6 MR 5

FAER I H REA EBAE ERA FFHKR GEAR KEE ARR

M OE BM RIWSETFEEME B (CACNB2)6 A~ SNP fi £ £ 25 PE X H — 45 2§ F 38 18 BH 7 7 ( calcium channel
blockers, CCB ) ¥ 47 I 2 P i ML TS5 A0 52 o 73 104 491 It e A vy o A6 28 1) W Al P 50— 45 i 368 28 BEL 3 5 ( 40 ik 7] ) 20 mg,
BEH LW KEY 6 i, SR 1 2 54 B 4E 0 (multi — PCR) J5 8k B 38 S04l B OG A AT — %47 I ] 52335 23 7 £ AR (MLD1 — TOF
MS) %t # CACNB2 (¥ 6 4~ SNP i/ 47 5 [K 53 BRI, BF 58 AN [R] SNP 37 5 LA B[R] — SNP R [R] 43 8% CCB AT (e Ml HE A I7 5025 5
ZR 111014166 AA FE R A& RS RS HUR BB A R0CR & T AT+ TT R B FH , 2R E LT EEL(P<0.05), HARS

A~ SNP {7 s, A 7] 25 PR 28 6 3 T 4 i 500 09 W SR J0OCR 22 e R e i R L (P >0.05) . #5if  CACNB2 rs11014166 Z 351 5 851590

e W VLA BT IR B B E (2008C33028 ) 5 i M 1 I X A R PRAETRE B 5T H (s070116)

M B0 2325027 M BEAF BE B IR 25 R B A 0 R (ZETE B IME L TR A s R 0 BN CRE & ) IR A W BT (4 F K
AL AR ) 5 M TR N R R B (SRR ) 5 I RE 5 g b st 5 IR 90 A7 (5K [T 5 )

HIREE = B, BT {546 : huyunliang66 @ 163. com

. 46 -



Eambor e 20124E3 H 41 % H3 M

FR B T 97 0OAH 5%, A ik PR AR N THE X 75 435 470 790 45y 0K

XA FAYESIME CACNB2 MEWMELAEN 4K 7@

S i 71

Association of Gene Polymorphisms in CACNB2 with the Efficacy of Calcium Channel Blockers in the Treatment of Hypertension. Li
Qingxian ,Sun Qian,Song Xifa, et al. Department of Clinical Laboratory,The Second Hospital Affiliated to Wenzhou Medical College , Zhe-

Jiang 325027, China

Abstract Objective To investigate the association between 6 single nucleotide polymorphisms( SNP) of L — calcium channel aux-

iliary subunit B2 gene ( CACNB2) and the efficacy of calcium channel blockers ( CCB) in the treatment of essential hypertension.

Methods A total of 104 EH patients were given 20mg CCB ( extended release nifedipine tablets) monotherapy everyday for six weeks. Six

SNPs in the CACNB2 determined by multiplex polymerase chain reaction ( multi

time of flight MS (MLDI

- PCR) and matrix assisted laser desorption ionization

- TOF MS) to analyze the association of the CCB — efficacy for hypertension with different SNPs and their geno-

types. Results The AA genotype of 1s11014166 was more efficient than AT and AA genotype( P <0.05). Efficacy of genotypes of other

five SNPs was not different each other( P >0.05). Conclusion The rs11014166 polymorphism of CACNB2 was associated with curative

effect of L — calcium channel blockers, which was more effective in patients with AA genotype EH.

Key words Essential hypertension; CACNB2; Single nucleotide polymorphism ;Calcium channel blocker
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