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Tab.1 Primer sequence of Fas gene exon 1-6

Name of exon Primer sequence

Forward: 5° GeﬂC;\GGAﬂT(] CCCATTTGTG CAACG
Fas Exon 1.1
Reverse: 5 GAAGCGTCTT TGAACACC

Forward: 5" GCAAGAGTGA CACACAGGT
Fas Exon 1.2
Reverse:5' TCACCAGAGGTAGGAGGGTC

Forward: 5" GCCAATTTTG GGTGGGTTACACTGG
Fas Exon 2
Reverse: 57 GTGTAACATA CCTGGAGG

Forward: 5 AGGTGAAAGG AAAGCTAGG
Fas Exon 3
Reverse: 5° GAAATTCCAAGATTGGCCTC

Forward: 5° CTGCTTATAA TTAGCCGC
Fas Exon 4
Reverse:5' AGTCATCTAGTTGCTTGG

Forward: 5° GGCCCCTAATTTACAAAGTGCC
Fas Exon 5
Reverse: 57 GGAAAGGAGGATATAACCGT

Forward: 5° ACGGTTATATCCTCCTTTCC
Fas Exon 6 '
Reverse: 5 GAACAAAGCAAGAACTTACCC

1.2 Jjikle]

1.2.1  AMEIMDNAFIEEE.  HXAMAMO. 5 ml , JINZLAN MRS EAR, R ABKIHL G, B2
FHEEVESR I FEEUMDNA R A o BTN e B Al g, IR MR 220, 1 mg/mlt T —40 C.

1.2.2 HiEE4IZUhDNAGEREL  BURRIZIE s AR PERR AL 2329100 mg, T-BOIEAIR AR, &A
BEKTE AT, T Ay - S Pk . $RHUKIDNA I R A 3 o BE vl e & 2l )i, R IR 20, 1 ug/p
1T —40 C.

1.2.3 PCR ¥4 S fykkill K54 pl DNASEHOBRINA RS SARR30 pl PCRNARRK0. 5 ml EPE
B (%10 mmol/L Tris-HC1, 50 mmol/L KCl, 2 mmol/L MgCl,, 200 umol/L dNTP ¢ . N5 |#)7. 5
pmol/L, pH 8.3). EiiflwE, 94 CA&MS min, MAO.75 U Taq Mg, #EAPCRY MINEIR, cfhK: 94
'C 30 s, 58 C 45 s. 72 'C 1 min, JE35AMERF, FJE72 CHIEMT7 min. 10 pl PCRENZ=HIINFET2%
BENEREEERS, 60 V, HIPK30 min, “A4MT FWELREAH.

1.2.4 SSCP Zp#r  HXPCR ¥ 34/ #18 plIIAAEYERIL0 pl, ARSI GWERELL, 97 CAME6
min, SCEPETUKE, —20 C 5 min/a i ANEITA 8% E N IA ML B vk, P FAE, [ 7E kA
RSN INTBEZE MR UK E:, 400 V 10 minf&, 76100 VAA: NHIIK14 h.

HLbkoesE, BUREUR, 10% 28825 min, 1. 13%MEEIES minf5M 0. 012 mol/LAYERARE 20
min, FFH0.280 mol/LEXIRANIFO0. 019%H MRS 2 4 W, B a T HIREIREIE2 min, HIRTIROAE, M
o

GERHE: FEARSLIH, ROURIZIBAL S A, A ISR R s 2, W nT ey SRR 58

1.2.5 DNAJPAIA AT ZSSCPAMHTAIBEY) PCR 434 v Braalifb Rk, 4 A8l P (Promega) 58
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Fig. 1 PCR result of exon 6
M: Maker; K: Keloids; H: Hypertrophic scar; N: Normal skin
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Fig.2 Gel single-strand conformational polymorphism analysis of exon 6
1: Normal skin; 2: Blood of a patient with hypertrophic scar; 3: Hypertrophic scar; 4:
Blood of a patient with keloids; 5: Keloids

2.3 JEBEIFAIMT
QUG T 6 75 55N B TORIUK, PRI NTATCEIANTGT, Sl AJE4E 15 1M AR IR 2 T 5%
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TRIRIZIE YT 2 H BB AR R T 2 — o T4k, & TIRIRIZIE TR LI A o EAR UL
—sbgkhE, (A H AR ARAS AR IZIE R AR B BARMLE] . BTR BEERA T SEIR B 70 R I JIRIZ I8 AT
Yed B AR RIS Fas 24k, {HfEFas McabfER FABRIEH T, RN BB FUUE SEFPas /i RIAET A5 5
fEi BT . PRIk, FRATVCARIRIZIE AT 4E 40 M ()P as 2 AR mT BeAb T L D) RER A .

Fas3 K AR AL 1 AL SRARFARAN S SR AE . FasHEPREE AR FEUNIE B 5 Fo ek L A= 25 A 1E
(autoimmune lymphoproliferative syndrome, ALPS)HJAIR (7], 2 KRN HEIRE S 1 ML 995 N ed 40 i v
BIRets il B Fas HE K A4 f s AZ (81 (91 [10] o ANSLES K I IRIZTE BT 4t 4 MU F as i DR ) S A8 A1, J8 14441 it
AR, RAEAEGRIL B (AN 154 BT I Fas HE R S8 T 1 il LRk s s8R B [ 11] [12] o W5 S ik )E ST
B8 E5RAE, W Fas#R (13I8, CRD1, CRD2, CRD3NEMCEIRE FIX, fEFasLgi &ML, iR
RARRAAEIXIAN XN, WRAEAAGE SFasLgi&, MMM TG KA E H B X A S 76
(PEE R AR NP B e i 4k, WPR e Fas R AR, M=t FasiEH

A 132 HIPCR-SSCPHEAR KK F 41 43 Bk U T 15451 JZ 3 Fas LR AM B 71 6 (RN 5848 . 7175
AREGIM RN RAR, KB LN i K Fas 8 AN P HIIER o A 2B IRIZEAEIN D 16 5N FHZ X AFAER
AR, RAFR PR ETIGAY, A5 BHAGARA . DI IIRE M ANGE 28, TS, SR
I IR SR, ] RESE B BRI (B Y), SEOCTERE RIS I s I DX IR R 2 BOX R G R IZ I T A AR G
Fasf[1KIA, FasHE AN PR TINIIAEE R, AN MR B nlEEFas 88 . HAR 13BN IZ % Bl 4T 4



Ml e s Fastt HRIE, HARWFastiz H 5Fas mAbINEi 5. MRIGASLI SR, FIRIZTE et 4E4 i
FastH LTI AE Fas e HEAMX TEoE, D Eoi il T B A s 1 X B .

SEETATCAE R S5, Pl i) L5 B IRIZE Fas BRI AR m K X oAb -8 9 [13]. 4hi18HI9%4h5
FastEEAMEA X, XBIERAFAEZANRAN A, HERER GRS BIE R gD 1 A DIk ok, MIRIZIE LT
eI TE G, Fm i, SEUBIRZERNRRIERE. Mok E 16 7R HEm s, AfEniFas i H
A . PRI, JEIRIZ S8 AT dE A il Fas 5 G D R - 22 S Fas 81 BB P X BRBEAAHOC . A SR SRARAL j 4
[FUE I T AT AR R BAH R ) RAL, & — AT IR AR o BGAEMEROR . 1B 8 B K ST A FEA I A0 A LB R AR R R
PLAH, MRIRIZ BN L bR A Fas B A WAFAE DI BEBIE, XA 5 IR RAR KRR AT S, W RIRIZ
JEI> T R P S LB A A A .
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