-n —
*1E = J Med Res, May 2016, Vol. 45 No. 5

LP ﬁg@gi}a’—%‘mlﬂah \E&%*ﬁ%{t@@?ﬁ 1@ . F%fﬁﬁffﬂhﬁj{%ﬁ 5  De Stefani E, Boffetta P, Oreggia F. Plant foods and risk of laryngeal

:fjlgl ’fﬁ \%1&%‘@%7k1|2ﬁ9\é0 cancer; A case — control study in Uraguay[ J]. Int J Cancer, 2000,
87(1): 129 - 132
5% i 6 CHWIN, Y, WS, S R 2R e R N T R
1 Ong JP, Younossi ZM. Epidemiology and natural history of NAFLD N sZ g [T]. s E 22k, 2012, 37(20) : 3102 - 3106
and NASH [J]. Clin Liver Dis, 2007, 11(1): 1-16 7 FFEW, FEE, R G2 TSR T K R0 A iR IT
2 Shneider BL, Gonzdlez — Peralta R, Roberts EA. Controversies in the ERILI]. WG 25253, 2005, 14(12) : 1417 - 1421
management of pediatric liver disease: hepatitis B, C and NAFLD: 8 BAIF, WERAR, TP, . I B E WA LG BORD R R
Summary of a single topic conference[ J]. Hepatology, 2006, 44 TR B 0 0 B3 36 0 L LD ). o 52307 0 2 ks, 2013,
1344 - 1354 19(14): 219 -221
3 Angulo P. Non - alcoholic fatty liver disease[ J]. New Eng J Med, 9 WEAL, XU4EP. 125 ] AR B i A A v IR B A R R 3R G
2002, 346 1221 - 1231 BrlJ]. ZErh S apaegefs, 2014, 21(4) : 234 -237
4 R, WRdk, MREET. oL Z P T b 2 BAE A o U R (ki H B 2015 - 10 - 19)
[J]. "PEGiFRES, 2014, 22(8) : 297 -298 (f& 11 1 #91:2015 - 11 -03)

MElEAEZFP2 -=ZFEGEFKRERHNA

FEE WK

W E B Bt amsl R A ok A 255G S 21 - =R GE AR T AT RS RN 45 R A 22 SRR SR & A 2
i 21 - SAREEA AR A P A VE AT, DL S — R AR A, BRI R T S SR, AR R4 18 i 21 - =KL GAEZE
I (R B 5 90 B fiG JLIE B 22 10 (o BRZH ) R4S Wik B2 10 i S R 0 A7 8 0810 %) BRI 5%, R P 4 1 sl ok 7 2 R OB IR I il 38 AL
AFP uE; 1 B -hCG & i, @ af Pk oM 22 8 GG M IE ) , FH SsdwLab 5 3P TTEE 21 — = IR Z55 & F XU (B, X0 46 00 25 S 0k 47 48 31 4%
Bro &R MR A(MoM) 7£ % B AU 6] 41 22 18 P 389 455 A X BUE S 20 A s 2 W 45 AL M R A (MoM ) 4544 53 A5 (B, &5 52 AH b Xt
BAZH 5 1 20 2 4 I 5 A i 22 A KO 5B B3R5 (1. 13 £0.47 MoM vs 2.49 +1.51 MoM,P <0.05) , 1% MoM 4354 1.00 MoM
2. 18 MM, #iiC I KB R o 76 1% 3% F1 5% WM PAMESEET S0l 38 A SR & (19 46 11 225300 R 36% .50% F1 60% , 55 B -
hCG PR 5L (4 H AR 24, I P 1% B8 = 100k P i 55 A A LIS B 54 AFP N uE, BR8] HE S 22 R G it 248 L (P <0.05)
DIz A MR I EE K v, AFP uE, Rl B - hCG & 114 x #E4T Passing — Bablock Ve WA, Z MK R A 5 B - hCG [H] £ EAH
K MR FRECH 0.34 M XMA G = X (P <0.05) 115 AFP #l uE, BAH XM 2Z S TLE %8 L (P >0.05), fE45 =B
A ROC fiZk M AL (ROC — AUC) 2 0.93 B A 2 A J5 19 PUBR G 25 ROC #i 2R R AL 0. 9578 5% {2 P S i, = B¢ vk A
DU B 75 10 12 W AHURR B 43 0 0 T1% R 78% W R i AE s RE 2 R B A S M (P <0.05) , i 0l A ZZ il 21 -
SRR AR A B S AR AR R 2 — kA AFP B — hCG Ml uk, J5 Y IO BE 2 45 4% 45 = 16 07 A 5 B 1 0 G D00 1k A, 8 10 ) A
I PR 5 LA

KR 21 - ZREGGAE WHIER A TR A B AL RSB (MoM)

hESHKS  R7I XERARIRAD A DOI 10.11969/j. issn. 1673-548X.2016. 05. 033

Peformance of Inhibin — A in Second Trimester Maternal Serum Screening for Down Syndrome. Fang Meirong ,Xie Fuyi. Department of
Laboratory Medicine, Lihuili Hospital, Zhejiang 351041, China

Abstract Objective To determine the second trimester Down syndrome screening performance of maternal serum inhibin A, both
alone and in combination with conventional triple serum markers. Methods For eighteen cases of maternal serum samples from Down
syndrome pregnancies, ninety serum samples from normal pregnant women were matched. Content of inhibin A, alpha - fetoprotein
(AFP) , unconjugated estriol (uE;) and human chorionic gonadotropin ( § — hCG) were measured using automatic chemiluminescent

methods. Data were adjusted by maternal weight and gestational age and risk of Down syndrome was calculated by SsdwlLab 5 software.
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Results Inhibin A(MoM) levels of maternal serum in both control and case group are approximate log Gaussian. Compared to the control
group, inhibin A concentration of the case group taken on frequency distribution graph were elevated significantly (1.13 £0.47 MoM vs
2.49 £1.51 MoM,P <0.05) ,with median MoM 1.00 and 2. 18, respectively. Besides, the distribution curve of inhibin A in Down syn-
drome pregnancies was shifted to the right dramatically. At the false positive rates of 1% , 3% and 5% , detection rates of inhibin A were
36% , 50% and 60% , which were as good as B —hCG and better than AFP or uE;. Passing — Bablock regression showed a clear linear
positive correlation between inhibin A and B — hCG, with a correlation coefficient r of 0.34 (P <0.05) , while there showed no significant
correlation between inhibin A and AFP or uE;. Area under the ROC curve (ROC — AUC) for triple and quadruple screening was 0. 93 and
0.95. At the false positive rate of 5% , the sensitivity of triple and quadruple screening was 71% and 78% , respectively. Conclusion

Inhibin A is one of the best serum screening markers for Down syndrome in second trimester and quadruple screening consists of

inhibin A, AFP, B - hCG and uE, performed outstandingly better than traditional triple screening, so it is beneficial to recommend quad-

ruple screening as a new scheme for clinical prenatal prediction of Down syndrome.
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