$33% H3 LEIpNE S IQRE S5 Vol.33 No.3
20124F 5 H JOURNAL OF SUN YAT-SEN UNIVERSITY (MEDICAL SCIENCES) May. 2012

AW TR NMO-I1gG/ Pl AQP4 HLiATi Lz

dhoo2E, XURF, NS, ML, EREE
(PR RS — B 2 RE, ) 4R T 510080)

o OE: [B0Y] B L BRI A A R A A 28 5 B 2 (NMO ) 29 1% (NMOSD ) 147 Ji 2 15 B — Btk
[J5:] BAREAR 3 ) SR BRI 325 R A48 3ok Al - B L SR A L B LA o8 e A R 4 ﬁﬁﬁazzeh;‘wumn% NMO-
IeG/HUKImIE R 11 4(AQP4) 110 i, o i 2B 6 R 19 ], & R MMM LR (RON) 17 6], JUEY R HE 6% (LETM) 13
B, 22 B AL AL (MS) 31 ], (EERRE X HE (HC ) 30 9] 5 X ARG () BE: 3R RN 5 2047400, O LU Bk 1 5 8 B 70 5 I A DG 1
[B55R] SRR FH W R 5 GNP =2 IR il 2 — Bk . NMO 28 3% NMO-1gG/ 4t AQP4 HLiA R i%: (63.2 %, 12/
19), 487 (89.5%,17/19), RON 41 FlAN % (47.1%,8/17) , A7 (70.6%,12/17) ,LETM 41 UG (46.2%,6/13) , 4Tk
(69.2%,9/13) ,MS 4H B (6.5% , 2/31) , ML (9.7%,3/31) BRI 6 A1 40 I 1 46 0 i 75 21 19 NMOSD  f %% NMO-IgG/
AQPA AR X5 RN B ﬁﬁéﬁkﬁf%rﬂﬁiﬁ PRI ARSI J5 32 2 [B) A il =2 Vi B R PR AE DG, [ 4598 ] BRI RN 240 i i s
DB BE AN — S0k 3 s A7 AT 22 TR R AR DG MBI AR5 e o A I J I AT B I R 22

KEEI : WP EHER ; NMO- I;DG PUAKGHIB R 4 DUk, BRI ; Ak ;

FESES . R744.52 TERFRARAD: A XEHS1672-3554(2012)03-0407-05

Comparative Analysis of Methods for Titrating Anti-aquaporin-4 Antibodies in
Neuromyelitis Optica Spectrum

LAT Rong, LIU Jun-xiu, SUN Qiao-song, HUANG Fan, FENG Yan-qing~
(Department of Neurology, The First Affiliated Hospital, Sun Yat-sen University, Guangzhou 510080, China)

Abstract; [Objective] This study was aimed to investigate the titer consistency in parallel between tissue-based IIFA and cell-
based IIFA in Chinese patients with neuromyelitis optica (NMO) spectrum disorders. [ Methods] Every sample was tested by the
tissue-based IIFA and cell-based IIFA separately. Positive serum samples were titrated in doubling dilutions, to ascertain the maximum
dilution that yielded positive results separately. We assessed the seroprevalence and the titer consistency of anti-aquaporin-4 antibodies
of serum samples from patients with neuromyelitis optica (NMO, 19), recurrent optic neuritis (RON,17), longitudinally extensive
transverse myelitis (LETM, 13), multiple sclerosis (MS,31), health control (HC, 30). Moreover, we analyzed the relation of anti-
aquaporin-4 antibody titers and spinal cord lesions on MRI. ~ [Results] We noticed lack of concordance in titer detection in most
samples between the two techniques. We found 63.2% (12/19) of NMO patients were seropositive for AQP4 antibodies by tissue-
based IIFA versus 89.5% (17/19) by cell-based ITFA. 47.1% (8/17) of RON patients were seropositive for AQP4 antibodies by
tissue-based ITIFA versus 70.6% (12/17) by cell-based 1IFA. 46.2% (6/13)of LETM patients were seropositive for AQP4 antibodies
by tissue-based IIFA versus 69.2% (9/13) by cell-based IIFA. 6.5% (2/31) of MS patients were seropositive for AQP4 antibodies by
tissue-based IIFA versus 9.7% (3/31) by cell-based IIFA. The lengths of spinal cord lesions on MRI were not correlated with the
titers of anti-AQP4 antibody in both assays. The two assays have no linear dependence in measuring this antibody titer. [ Conclusion ]
The current discrepancy between the two assays implies the necessity to study the potential impact on titers in both assays.
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Table 1 Frequency of the NMO-IgG/Anti-AQP4 antibody in serum detected by two assays n/N(%)

NMO RON LETM MS HC
NMO-IgG (tissue-based 1IFA ) 12/19(63.2) 8/17(47.1) 6/13(46.2) 2/31(6.5) 0/30
Anti-AQP4 antibody (cell-based 1[FA) 17/19(89.5) 12/17(70.6) 9/13(69.2) 3/31(9.7) 0/30

NMO: neuromyelitis optica; RON: recurrent optic neuritis; LETM ; longitudinally extensive transverse myelitis; MS: multiple sclerosis; HC:

health controls; tissue-based IIFA ; tissue-based immunofluorescence assay; cell-based I1IFA ; cell-based immunofluorescence assay
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Fig.3 NMO-IgG/anti-AQP4 antibody
titers comparison between the two
techniques

the number of vertebral segments on T2-weighted

images.

Spinal cord lesion length(vertehral segments)

Fig.4 Correlation between NMO-IgG
titers and spinal cord lesion length

The spinal cord lesion length was expressed as
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Fig.5 Correlation between anti-
AQP4 antibody titers and spinal cord
lesion length
The spinal cord lesion length was
expressed as the number of vertebral

segments on T2-weighted images.
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