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Abstract The DNA in tissue of ear skin of 46 Tianjin White are collected to test the gene
and genotype frequencies of porcine Malignant Hyperthermia Syndrome (MHS) locus accord-
ing to the electrophoresis diagram by means of the method of PCR-RFLP. The results show
that the frequency of MHSY/MHS" . MHSY/MHS" and MHS"/MHS" genotypes are 10. 87 %,
89. 13% and 0% . respectively. The frequency of MHS" gene and MHS" are 0. 9456 and
0. 0544.
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BEAFMAEKR BNEENRRXAEINAE ETRHARX RERZEE BREF U
BERAKETHER Y REEARE AINASRIFMNERERNEELE., AFERE
# RYR1/CRCcDNA F3Il 1 843 i C—T REKRE T Hhal RFA A, I T —X R8T
WElY L EREY A 4% RYR1/CRCcDNA1843 i S7EAM M 660 bp FER . ARG MH Hha T ||
B LI B E fk PCR 318 7= 4 .18 B MHS BE{7 3 Fh 3 B R A9 45 1E 1 e Dk BY L S I JE BE 1
MHS #EMBRELEH . I THEROEH TEREMLESE,

1 #RMFE

1.1 ##

RBAKBHALHERAXRBETTHEMESS - EF5H L6 IMELREBT 100K
F, 20 C BRHBRTF.

1.2 DNA ##iR

B—/NMR(HA10mg) BHA . BA 1.5 mL BLOE VB MA 0.4 mL §& 8 K100~
200 pgemL " KB ¥k, 7E 56 CAK B4k 24 h;10 000 remin™ "B .L» 10 min,. ¥ EHRHE A
1.5 mL eppendorf .M A 1/4 K5 NaCL 5 mol-L ' REMAZEKREN . TTERS,
10 000 remin 'B.0 10 min K L EBAFE P, 2 FEBEMA XK ZBEIIE DNA; B 2K
DNA BA%AH 0% ZBEMFHE.10000 r-min 'L 10 min, ESHTREEZTET BRE
F; 400 pL TE(pHS8. 0)Fu5r i % DNA;ER 1 pL i#17 PCR ¥73,

1.3 PCR ¥

PCR W A A4 F :10 X Taq buffer (15 mmol +LL.7! MgCL,)5 pl.; DNTP (2.5
mmol <L), 2 ul.; Primer (10 pmol «.7'), 1 pL;dd H.O 40. 5 pL; Taq Polymorase (5 U «
pl.™!) 0.5 plL:DNA template (100~500 ng-pl.7') 1 pl,

REAKBAOpuL . HREET I PWFI R EmIlY 5-TCCAGTTTGCCACCA
GGTCCTACCA-3' . M3 9 5 -ATTCACCGGAGTGGAGTCTCTTGAG-3', & DNA #1)
SMREHME N BAS USE 49 oL 2 FTREM 0.5 mL KL EH ;A DNA E#H#&
1 pl JBS:; BEMAN L Y mEEERT. PCR KA %&14:94 C.2 min 30 s;94 C,65 s;
65C 1655372 C .65 5,35 HH ;72 C .7 min,PCR {2} PE A 5] 9600 R4,

1.4 REGSANISHELRBXKES MHS ZEFE

15 puL PCR =4 . 3 p Hha 1 BRI R U1 BB 4L 3 h . BUI =Y E 2 K& 2.6~
3.0 Veem "ML E F ¥k 2~2.5 h. 2 EB % & 10 min, ££ 5 SN 4T T W 2 45 00 & 1 . 45 B A 51
MHS R &Y,

1.5 BEERSEFRMENITE

B R RS = R AR/ 0 E B AR X 100%

ERHE p=P+R/2 ¢q=Q+R/2
A p— MSNY HEFE; g—— MSN" ERH R ;P— MHS™VE H B F ;R— MHS™
HERFE:Q — MHS"HRE B E,
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2.1 ENERANBGEAMAES EEINREEENE
AFRASHERRENE, BB FANEERMOSERKEGL.ALD,
EALXMAMP EBRREAETFS L. 4

10.87%, A BRHEM 41 & /5 89. 13% . BHRR £1 MHSEfIHEXENY

sSiA MR, MSNY f1 MSN* /) X E M E S 3% LE AL £ ]
0.945 6 M 0.054 3, I FXMAXRHEREE HbaICHial 1)
HBE BERKERENLERTRZENG, 5'-GCG § -3

MEHEREFZNET R FLUES N EE
WREXLFHAMMES SO, HER A SH
ROERDAXEIANKANERR HUX 00
WAREN AN MN RTRAMTFRRKE 0
B0 T 4R G R 50 OB B O 0 L KO T "
ENBAER RFET—RBROENFEEM

B MSN" %X[H.

MHS™ MHS*™

|3

BH1 Xa@aH RYR1Hhal PCR-RFLP
Wi R LR B

AEFWXTHARERN MSN XRMEORBRE EHFZH 9% LRKA 100%,
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ERKAR 46 MEMAROK AN 3% ~25% K EAE MSN %K 0.0~9. 9%,
MESRHERTZRAWAN T EAEE O R A S B O F E &KX & 5
RAEFHWRRTRNESR,
2.2 MHS 5pRHIX %

AFBAZER A TEE—HERABEAR IRNERENRMOSRELE. S
MSN" BRHEBFRF & M TR EETFENE AR I ENE T RER . PSE AHEK
RERBHBERFT ERBRRKEFME. WXESFH TH PSE AREFRKE2.3~3.21
Xot., RNMEERETERARBHERNR . AMHSENERARSERN XAHERR
M MR FERERAI BTN EEREE,

BT RS NSO B A U5 AR L OO A i Py A L B 2 AR A TR BT 1 3
FEOANMNKRRET R E .CK & &k MHS £ H M E &, e MHS 258 € %2 o DL
W 0P E MHS B E R, R A& MHS B B 10X 5 56 8 R T 8- 170 . (5315
DU RL otk AR 89 25 % 3+ A BE 5€ £ TH Bk PSE 25 P B [al &, 72 MHS BH B¢ 4K o R AR 77 4 R R A
1) 0 7E J B K o BB RO 4 PSE AN PR 20%0), =R R RY S5 B R 9 77 7 PSE
PLEEAFRAAPAMRAE D . PSE BB R AR E 51. 7%, Bk, 76 P BT A9 i 1% B8
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