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JEJEARLC U (HCM) A2 Qe ik BRI AL E ey, R BUECR MEAW, TUGE 2, B AR R PR A
B, d750%, TEALTEMORRN . HETANHOME Z2RiER SR O¢,  I0rp B 25— 10 5 ok 25 - 1 T i R 4¢
S E N 2O RS, RSO IR R G R e £ T g g A=, S RO WU JE e 4tk [1] (21 (3141 [5]. Br
PAG A 1% 2 8 105 SE DRl s A AF 0o J LA JEE RTHOM g A% SERE (1) JE DR o ASHIF 5 B T8 [ 75 RS (CYP11B2) i
[K-344C/TZ&PESHOMF G R, MEECYP11B2E KI-344C/ T2 A& PE & 15 5% MHCMAR JE 26 R Y R0k .

1 BT

1.1 B %

HOM4: & A B O WEMERSR A,  fFEHCMiZ Wikt (0L R IR EE A2 Wi bs) » HERRILARO A . Py il
K g o, 156, 5510 . Zo5, 48 (53.51+16.4) %

XA BENLERE IR B TS R R AR, M. K. SR ER A, O &XER T, HER
FROMAE . NI ES5, 3518 i, 55 11 . & 7 #l, Fik(52.2+15.4) ¥,

1.2 SEEOM KL

PCRI N 25 i I SEAZ A — 512 (ANTP) . Taq DNAZEATE. QIA amp DNAKit¥JhGeneA ] ;= i, Haelll
PELFEE 9470 PUCL9 DNA Marker AMBIA W&, 100 bp DNA Marker ANew EnglandZyw] ™ .

1.3 SEE A

13,1 disetEnl. i k%R bs

1.3.2 OFEEERAEN  KAH128 XP Acuson #EFE LI (EEAcusonAH]), W MAEGEFLF)
K, $2Sahn& [6 ] Rl FRUFRAET7 V200 5 &7 5K AR Y = 18] R 515 (TVST) FHET 5K A 100 5 J5 BE JEL S (LVPWT) , &Nl
3, BCEE . HOMi2WibsvtE: TVSTAI LVPWT=12 mm H. IVST : LVPWT=1.3 : 1.

1.3.3 JENZIDNAMHEE.  SKHIDNA Blood Mini Kit (GeneZyw)), Fiit W4T H#:4% .

1.3.4 CYP11B2 K:PH-344C/TZA&MER M

1.3.4.1 50ER WiEKupari S [TIHALNFH], HIEEMA R GG 1Y, BiFTH1: 5 CAG
GAG GAG ACC CCA TGT GAC 3’ ; TFi#J¥¥l: 5 CCT CCA CCC TGT TCA GCC C 3’

1.3.4.2 HMWIEREY M PCREMNAKRZR30 ul, FH10XBuffer 3 pl, 25 mmol/LIMgCl2 1.2 ul,
10 mmol/L dNTP 0.6 pl, E#FSIATTESI¥251 pl » Taq DNAZGEEL U, KWERE 1/K22.2 ul
DNARERRL plo F 341494 CHIARMS minfg, HEA94 CAEME60 s, 68 CiBk60 s, 72 CLEMHE0 s,
JL35AN M, 572 CHEMHS min. PCRF“HIZL. 5% NEREAER: S 100 VAL FFEE LIR30 min. SRAMT N A%
HLPKHY -

1.3.4.3  JENRKGI  PREIEESD RN AR R0 pl, EAPCRY HF“10 wl, Haelll WYL pl, 10
XBuffer 3 pl, KEEET/KI6 pl. BEVIZMEA37T C 2 he P22, S%ERHIER K70 VILEHLIK2. 5



ho ZOMT PSR KT, TR AT .

1.4 S0

V. FHSPSS Gt 4 A% (20004 i) S FERMEAT A HTARFE . A1 R 2504 1) LB R FHANOVA 3 HT, - IR 7R % 2%
Rr IR I3 AT R R T R 6

2.1 HOMZH AN FEALIR PR AR (1) L AR

PRZEL TR PE A B A8 S it s 806 S8 3 Pk 22 5% (P>0. 05) »

2.2 CYPL1B23E[KH-344C/TZ AMEHT

CYP11B2JE R 42 K537 bp (K1), AR S 0 S 1 1 X — 3443540 e A i i e (T) 5 s (C) 1 L4t
BIT344C. [K-344TEE SR B = 4740 T—-344CEEAL AL K E M Haelll  BEDIGZ AL, FTLL, BEYIE 42202 bpy
B, BICCHY, BEAGEEUIAL AW~ 4E273 bpiy FrBL, BITTHY, BV G 7420281273 bp FrBOACT A, KHE
M EA AN B(E2), HESMCRHE —87] .

537

K1 PCRY™HGCYP11B23E A [y H vk P
Fig.1 Electrophoresis of CYP11B2 gene amplified by PCR
Lane 1: 100 bp DNA marker; Lane 2-5: CYP11B2 gene (537 bp)

I 2 3 -

=273
202




K2 CYP11B2XKE[A-344C/TZ A VE M HLIK K
Fig.2 Electrophoresis of CYP11B2 gene —-344C/T polymorphism
Lane 1: PUC19 DNA marker; Lane 2: CC genotype (202 bp); Lane 3: TT genotype (273 bp);
Lane 4: CT genotype (273+202 bp)

2.3 HCMZLFIAT HEZHCYP 1 1 B2 3k K] 75 i A8y Ji PR 4 2 L
HCMZHCYP11B23E [K-344C/ T2 &M S0 AL, CTIRNM Aty B P25 (P<0. 05, K1),

F 1 HCM A5 RAE CYP11B2 MEMEEFH M LR
Tab.1 CYP11B2 genotype and allele frequencies in HCM

and control groups

Control group HCM group p
(n=18) (n=15)

-Gum_ﬂﬂ]c 1'|'L:t|t_-|tn::1;- S o
T 10 (0.56) 4(0.27) 0.095
CT 7(0.39) 11 (0.73) 0.048
B B 1 (0.05) 0 (0.00)

Allele frequency
L 9(0.25) 11(0.37) 0.304
X 27 (0.75) 19 (0.63)

HCM: Hypertrophic cardiomyopathy

3 e

CYP11B2 2 M [l W 5 1 () G B, "B PP R AR ) 40 i (0 R p4 505Ul ,  E 8800 A 7E B E R B2 FBReIR
Ar, AR IE R, F8°5 Yethfh | (8q22) , CYPLIB25 — AN B 11 p— SR LM A DS IE KA AL . 11p—F21k
il A2 S BB A ) BT R L, CYPLIB2AT P WL IR DR AR S — SR e s 1Y X AR -3443807, — M
Hsteroidogenic factor—145H 7, KANEMENE S I BREENE (1) B3 59— DN R AEEFE2ANNE T
—RhRE R AR (8] o I W [ W A S AN B2 i A L A KO R SR - A KK R R LOE e, iz
CYPL1BIE[H-344C/TZAMERI M o AFMIGIL Z M AAF,  HAIE R AFETRICEEAL I P EE 73751 A
0. 68F10. 32[9], HILEIEH ABF—B[10], 1mINE AN IER NHETFICEA K RIAEE 4 54 0. 53F10. 47
[11].

KT B - Bk Z- B RGN S FER 2 S SIS R, HAR AR Z . Ishanov&[12]1HF
FUNN ML B KR Z T 235 A) eSS HOMAL S Co LI UM 5] 7~ Yoneya®% [13] MKawaguchi s [ 14 ] SWF TR I H K
TIHCM AT 8 F JE PR A phae , ACEJE PRI (1D A5 2 PR AT fig A OV JULAE S R Tl R -0 {H&Pate ] [15]HERTCMYLAE JE
HCYPL1B2AER-344C/T. FIMN 36, B HRFFAERKE -2, HHAEKREF-pIENZAELAHRKR, UK
IR SR LR 1~ o AAEY TT BEEHCM B M L A

T FARHOMAH 5 56 B 41CYP 1 1B2 K -344C/ T2 AR A, FRATTARILHCMZL T CT (R (73%) B S i 1%
WEZH (39 %), CTIEPERUAE P AL Iu] [ /3 AT %A e 2 22 5 (P<0. 05) , $R7RCYP11B2JE A -344CT JEH Y AT g i
AR E LR S R 2 2 — . RS0 SPatel [15] FHRIEA—2, W REH AP 2 8l b, el



AT XSHOM P B RIAIASE R 3R MR SE i 28 k. T CYPLIB22E A -344C/ T2 2% 5 HCMAH R PE L il H Ayad
AN RE, Bl S50 A 7y I ] ) P e o UL B 1) ek B R S AT AR T T sh O, e U S5
RS A e st A=, SFECONUERERA4E[1] (2],

AW FE 4 T THOM AR (115 A6 85 Se 3Rt 7 — 287 25 B A T, (R 2D AR A B FE A IR 5T
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