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Abstract : Objective

To compare the detection result of HLLA-B27 Chuman leukocyte antigen-B27) by the SSP-PCR(polymerase

chain reaction sequence specific primers) and the FCM (flow cytometry), in order to provide a reference for laboratory testing.

Methods

Results

The results of two methods had no statistically significant differences (P>>0. 05). Conclusion

We collected the whole blood of 100 patients, and statistically analyzed the results of HLA-B27 by SSP-PCR and FCM.

Both the SSP-PCR and

FCM methods are suitable for the laboratory diagnosis of the HLLA-B27.
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HLA-B27) HAMRE M XB M. MHC 1 4@ %) HLA-B27 J&i2
A TR L 5 5 AR S PE R B A HLA PR, H AT, &
HLA-B27 & F 09 J5 A - b B 240 M 5 6 o X At i R (FCMD 3%
T R 57 5 | - 3B A Wil 3R i (SSP-PCRO %1, FCM
T2 D bk 2 A 3R T HLA-B27 25 iy 23K 1 SSP-PCR & 1y
JEYT I HLA-B27 S [4 J B 1 LGB i G 0 5 ik A o 22
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1.2.1 FCM HLA-B27 FITC JH] 5 f [ 21 %6F I8 L 21 40 fifa 24
ff > 3 1 22 [ Beckman Coulter 23 ) 4 77 . Uit 0 40 M Ay 5&
[E Beckman Coulter 2% & EPICS-XL %37 2 41 f 43 .
1.2.2 SSP-PCR R H % H TBG 2 & 4 7~ 1Y BioGene-Ex-
puze TMDNA #2 B 7 & . if ] PCR {¢ k25 [ MJ Research 2y
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polymerase chain reaction

FEERERN IR 51 A A R A RS k. HLA-
B27 BHBIYFS N BG4 5'-CAG TCT GTG CCT TGG
CGT TGC-3', F# 814 5-GCT ACG TGG ACG ACA CGC
T-3", 93 K Bt 144 bp, A WL 3h & A 3 N (B-actin) 5] 9/ 51
. BB 5'-GCC TTC CCA ACC ATT CCC TTA-3', F it
2[4 5-TAC CGG ATT TCT GTT GTG TTT C-F3', 4" 4 p
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pL PCR F=#IRE B4 2 mg/mL R 58 2 %3 ig W IR I
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BERE AR RGP T Ik 4 SR . ARHE 2 3 144 bp 5 M
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B 1 BkERTEE

2.3 FCM LA ilg oM ARANIA 2 BN TR 2-2 gy
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2.4 PRIk S G AR MER A R LB PR T IS AR A R
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*2 PRI JT R B E A S VBR PR M TR L B

J7 R B PHMEBIE BB
SSP-PCR 0.976 1. 000 1. 000 0. 983
FCM 0.781 1. 000 1. 000 0. 868
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AL X 100 611 IR S8 L AS B & 19 4 il b5 A< 43 0 3t A5
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SSP-PCR #ll BH 4 2 15 F FCM, H Ji X W] g 7E T SSP-
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B27.B7 B ¥ JE T 38 LR B B Bf . B27 BPLTEPLN B27 4L
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A E . KR SC K E B, I FCM B27/B7 XUk ¥ K I /G
HLA-B27 [H ¥ #9 b A<, SSP-PCR #5 Sy BH #:77 . tha AT HiE B
FCM fHM: . SSP-PCR B 4 1 25 5 K384y ¥ B F B27.B7 L7
1 28 SR 7 3 B I A . FCM A HLA-B27 (14 28 74 & Ht
PR B BT RO )RR 5 H At HLA-B 5 {7 36 B ™= 9 & 4
A& SRR o DL HLA-B7 138 i 2 H 3008 PR

FCM 5 SSP-PCR {4 I 22 5 18 v] & /2 B F PCR T L%
e B2 R 2%, 5 5| i1 2 AR08 10 A R 3R 2 B DT 5
AR R .
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FH B T B S N BN S 6 5 A o K A5 R A5 FCM R A £ i b
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