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G6PD Mutations Found Among Dai People in Yunnan Province

Jiang Weiying Du Chuanshu

(Department of Medical Genetics, Sun Yat—sen University of Medical Sciences, Guangzhou 510089)

Abstract By using mis—matched PCR followed by endonuclease digestion, G6PD gene mutations
nti388G— A, ntl1376G— T, and nt392G— T were found among Dai national minority in Yunnan
Province. Among these mutations, 18 out 23 were nt1388G— A mutation. These three types of mutation
were also found in Han people in the southern China, and never reported in other ethnic groups
worldwide. It implied that the Han and Dai people perhaps had the same ethnic origin. Mutations of three
undefined cases were identified in different exons by PCR-SSCP method. The exact mutation point will be
detected by DNA sequencing under further investigation.
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1.2 PCR R

1.2.1 PCR ¥ #5]4 H#R5YiRi+2RHKEES P FKPHN nt1388 R SMIIYBH EIIBLE 1),
38319 %: 1388R S'GTGCA GCAGT GGGGT GAACA TA 3. ¥ #f A B KB % 278bp, Ndel Bt]J5 % 256bp
1 22bp. 256bp K ER AT MEH.

1.2.2 EF4#H DNA 25 BERRKIL Sml, ACD $i8E, [RBE I, BAM K #b, B-E e,

123 PCR K&K  10xPCR KW Zm# 3.0ul, 2mmol / L dNTPs 3.0, £ Fi5144% 20.0 pmol /L. #
& DNA 0.4~ 1.0pg, ZBEFIEKIEZELEF 30.0ul

124 PCR B  PCR 13X % Perkin—Elmer PC—1 &, PCR KW R B#MEshE, 97CTH 10 445, &
85C T/ 1.5U GDTaq B8 (IN#EKT=5R). EIRFH N 94T M 30 &, 1B k6FHE 45 &, B K BEHE Tm Hit
H(S8T~068TC), T2CHER 1 434p, 3£ 35 NMER, 7T2CHRIB 7 /04h, B 4CHRAE.

£1 iR 10 MPEFATF PCR-SSCP 119514

NEF | 3RS B 3 HE®Mbp) | TmE(C) | E#BEC)
2 E2L 5~-TGTCA CCCTG GTGTG AGA-3’ 303 56 59
E2R 5'-GCCCT GCAAT TAGTT GGAA-3’
3~4 E34L 5-AGGAT GATGT ATGTA GGTCG-3’ 378 63 60
E34R 5'-CCGAA GCTGG CCATG CTGGG-¥’
5 E5L 5'-ACACA CGGAC TCAAA GAGAG-3’ 362 62 60
E5R 5-CCCGG ACACG CTCAT AGAGT-3’
6 E67L 5'-AGCTG TGATC CTCCT CCCC-3’ 385 67 64
E6R 5'-GGCCA GGTGA GGCTC CTGAG TA-3’
8 ESL 5'-TTGGG GTCCC CATGC CCTTG-3’ 132 66 62
E8R 5'-TGCCT CGTCA CAGAT GGGCC-3’
9~10 E910L 5'-TCCCTGCACC CCAAC TCAAC-3' 685 66 60
E910R 5'-CACCA TGTGG AGTCC CCCCG-3
1t El113 5'-ACTCC ACATG GTGGC AGGCA GTG-3 170 63 61
ElIR 5'—-CATAG CCCAC AGGTA TGC-3’
12 El12L 5'-GCATA CCTGT GGGCT ATG-3' 244 59 60
El12R 5'-ATGAG GTAGC TCCAC CCTCA-3”
1.3 BRI 58k

EUPCR 74 Sul, InfR&IEM LI SU RAM BB, EANANYIBEAN: Xrol(1376G—~T &R 1376 R,
TR, Ndel(1388G—A), BstELl (392C—T), Mboll (1024C—T), Sphl(95A—G), Pst1(592C—~T), Avall (493A—~G).
Alul(487G—~A), Cfol(1360C—T), B AERT[E] g 2~ S /B,

RIBEED H BRR/DEE S 8~ 12% MR AR BAL SERL(29:1). HEELI ™4 Sul 5 1l E MBS G LR, A
1kb 8% 123bp ladder fE % DNA 4 FE4x%E. 20cm x 20cm x 1mm & B4R B3k, 1EE 180V, B kB AR B B
BRNREBREERE, B, B, SUHHS D HKER.

1.4 PCR-SSCP %#f

B( 8~ 10ul PCR 74, tN% & SSCP ZHH, BE/KP N 10 4405, SLRIEKET 10 2805 L&, #i& o6

~8%RNMHBALEEBL(49 £ 1), 0.5 < TBE Zrpil, B [E 80~ 140V, FiR Ta 4CH Ik 6~ 16 /Nif. IBE:, B

285 R 5 i #®
AZWIMMT 27 PIARE, Hep 24 FiEHK GoPD SRS BHBE 2 HILEMHE. SF0E 1376 G~T

RESH. 1388 G~AREITHRING-TRE | F(E 1. 2). BEHBFHEESIWY 1Y, Alul BEISHF.
BRI 4 SIRFLE 120bp & FH | FH, 85 487 G—~A REFH, HUEHKRMEE. Mo 19 S45%£ PCR-SSCP
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ST, RBE BRI, 12 SRR XS | FRERKE, WEIRNRE, FUFGIELREE AFNRE.

tE23 4 5 6 1

bp bp 12345 678
bp

344~ — v e e - e 202

L Ee o -

E 1 1388 A/ Ndel BEYIA% B2 392 %%H BuEl BN E %
1. 1kb Ladder t7¥#; 2. E#H RSB YIXE. 3. EXBIXN 1. 1kb Ladder ¥R#E; 2. EH KRBT, 3~4. EH
BB 4 1388 REMAZRMYITME: 5. 1388 RERHEL g 153 #8. 202bp K- Ex ¥ BstEIl 1 RL 182bp K& 20bp K
Ndel B840, H I 278bp. 22bp #1 256bp 3 I~ F &k 6. 1388 & B (20bp K ERE M), 5~8. % 392 2%, BauEN 8]
FREUITIE. 7. 1388 B2 Ndel BEY]. 278bp A BREEYIRL A4, 202bp K ERZEEYIE (B2 202bp K &L

22bp #1 256bp B 1~ K ER.

ERETN, BMRENERTAERAANF N LSRR, #TPERRBEREERE KN, XHARNRERS
HERKIBER. ERES/IEFE, THERENNHBTRFULRIRSRE. LR HEH GoPD BEEE
HEFNER. EXALEHEDL 3 FICHEE, UISHE 3 HIRAREFENIETF. FXHEREBRETR
B G6PD EE nt1376 G—T. ntl388 G—A K nt392 G—~T3 FELH, 71X 3 #f G6PD EEFEZ W, 1388
1376 RERFPEAAREFHEEANFAHRE 4 ° . At RFRAEMNZH. EERFMEA, EETH%
EEARBATEH. WX HMAREFAERTHARAMNES FASKFEANEDHEX. BEEEXSFHET
EXRER AREE KHEE GPD EARTHNARFN T TRABEER A AMESREARZENXER. B
MEERMNNE. 2HE KESEEFAAITHREH P AXEFEPLR BRxLRETELRE
Ez T E— WE.

LI HEE A PH GoPD ZEERIAY ML EL o0 1376 2878 20.8% (5 / 24), 1388 T 62.5%(15 / 24). 392 &
TA42%(  2ANEPE KRR 1388 TE, B RPREFFRNE 1 FIitE, SUBREFITRISHE 24 F), RHME
T 12.5%(3 7 24). BHI#E L. EEKSEL 1388 F 1376 2B 0EKR L LAY G6PD EERTHE, #HiEH 1376
REE 20.8%. BTGB AG0%), BEHKQ8%). HQS%)RFIMEAQL%IEET ™0 BEF 1388 RES
025%, BT FQ78%) IIHEI6.1%), FHIMRCI%)REEAQRI3%). XETRA BUIAGRERHE
MERTEREAER 1388 T, £FKHENMERE. HAIENBMNE 1388 XX,

£ £ X W
Do, W M FEAMMEREORENEMRTEONARER S E. FHEZE. 1981, 12: 86

Chang-J G. Chiou-S §. Perng—L I. et al. Molecular characterization of glucose—6—phosphate

dehydrogenase deficiency by natural and amplification created restriction sites: Five mutations ac-

count for most GOoPD deficiency in Taiwan. Blood, 1992, §0: 1079

3% M HED RMNEBRTEAWE-o-BHMBAEABEARTHART. PEMKERE. 1990, 17(4): 188

4 HtES BEE BELE. PEAPHINADHEE-NREIBMEINSRE. PROBERE.
1993, 14: 95

SoOMEE REF AFHESE AMNFILAEE--RRBEABEIRTHRMEBEBRSN. PHEOBEFEE.
1995, l6: 179

6 Yang C C., Hung Y M, Tan L K. er al. Study of the common southern Chinese glucose~6—phos-

phate dehydrogenase mutations in Singapore and Twiwan, Clin, Biochem. Revs.. 1993, 14: 28]

1996—-09-09 UR#. 1996-12-20 &M@,

[



