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The applications of GPC3 in the diagnosis and therapy of hepatocellular carcinoma as well as its re-
maining issues
XIE Chunmei, XU Weiwen*

{School of Biotechnology, Southern Medical University, Guangzhou, Guangdong, China, 510515)

[ABSTRACT]

cosyl phosphatidyl inositol anchor. It plays a key role in cell growth, morphogenesis and tumorigenesis. Re-

Glypican-3 (GPC3), a heparin sulfate proteoglycan, binds to the cell membrane via gly-

cenl studies have demonsirated that GPC3 significantly attributes to the development and progression of hepa-

tocellular carcinoma (HCC). In this article, we review the literatures about the role of GPC3 in hepatic car-

o i

e

cinogenesis and the advance in the study of GPC3 as a HCC marker.

[KEY WORDS] Glypican-3; Hepatocellular carcinoma; Tumor markers; Diagnosis; Targeted therapy
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[ABSTRACT] Objective  This study applied meta-analysis to evaluate the value of the serum
glypican-3 (GPC3) in the diagnosis of hepatocellular carcinoma (HCC) comparing between the population in
China and the population from the other countries, and o analyze the causes for the difference between the
two populations. Methods  The relevant studies in English and Chinese literatures were identified by
searching the following resources: Chinese National Knowledge Infrastructure, Wan Fang, China Biology
Medicine disc, PubMed, Ovid Lippincott Williams & Wilkins and Cochrane Library. The data was collected
from the studies screened and selected according to the predetermined criteria for the inclusion and exclusion.
We then assessed the included stodies for quality and the heterogeneity, and calculated the combined indexes
of diagnostic accuracy. HResults A total of 31 swdies, including 19 studies performed in China and 12 in
the foreign countries, were enrolled with full-text evaluation. The combined sensitivity, specificity, positive

likelihood ratio, negative likelihood ratio, diagnostic odds ratio with 95% confidence interval (95% CI), the
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area under the summary receiver operating characteristics (ROC) curve and Q +=  were calculated as follows:
0.65 (0.63-0.68), 0.91 (0.90-0.92), 743 (4.82-11.44), (.35 (0.28-0.44), 23.01 {11.99-45.28), 0.8723 and
0.8027, respectively, for the population in China; 0.61 (0L57—0.04), 0.85 (0.82-0.87), 6.35 (3.04-13.29),
0.51 (0,41 -0.63), 19,15 (6.62-55.37), (0.8344 and 0.7667, respectively, for the population from the other

countries.

Conclusion Serum GPC3 had higher sensitivity and specificity for the diagnosis of HCC in the

population in China than in the population from the other countries. The difference in the diagnostic efficacy

between the two populations is likely explained by the racial difference.

[KEY WORDS] Glypican3; Hepatocellular carcinoma; Diagnosis: Population
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Overcoming the drug resistance in lung cancer cells with 4R22-modified paclitaxel liposome treatment
ZHOU Yi', WANG He™, ZHU Lina'

(1. College of Pharmaceutics Science, Guangzhou Medical University, Guangzhou, Guangdong, China,
311436: 2. Department of Oncology, The Second Affiliated Hospital of Guangzhou Medical University,
Guangzhou, Guangdong, China, 510260)

[ABSTRACT] Objective  To study how to regain the sensitivity to the drugs in the drug resistant
lung cancer cells with 4R22 modified paclitaxel liposome (4R22-LP-PTX) treatment. Methods 4R22-LP-
PTX was prepared by film dispersion method. The biophysical properties of 4R22-LP-PTX were tested by
Malvin size and potentiometer. The apoptosis of lung cancer cells (A549 cells and AS4WAdr cells |resistant
cell line]) and carrying capacity induced by 4R22-LP-PTX were evaluated by flow cytometry. Inhibition rates
of 4R22-LP-PTX on A5Y/Adr cells were determined by MTT method, and fluorescence of 4R22-LP-PTX
penetrated in the cells was quantified by flow cytomerry. HResults 4R22-LP-PTX was successfully con-
structed. The average particle size, potential, PDI, and coating rate were 106.5 nm, 3.12 mv, (.22, and 853%,
respectively. 4R22-LP-PTX could be effectively transfected into AS49/Adr cells, significantly overcome the
drug resistance. induce apoptosis of A549/Adr cells, and thus inhibit the proliferation of A549/Adr cells,
compared with A549 cell (P<0.05). Conclusion 4R22-LP-PTX can be successfully constructed, transfect-
ed nto the drug resistant human lung cancer cells, and thus overcome the drug resistance ol the cancer cells.

[KEY WORDS] 4R22: Paclitaxel liposome: Drug resistant lung cancer cells
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Clinical analysis of 29 cases of male breast cancer
HAN Na, WANG Xiaojia*®
{Department of Medical Oncology, Zhejiang Cancer Hospital, Hangzhou, Zhejiang, China, 310022)

[ABSTRACT] Objective To discuss the clinical characteristics and prognostic factors of male breast
cancer (MBC). Methods The clinical data of 29 male patients with breast cancer between December, 2004
and December, 2013 were collected and analyzed retrospectively.  Survival rate was evaluated with Kaplan-
Meier method.  Results  In this study, the 5-year overall survival rate was 47.9%., and the 2-year overall
survival rate was 81.2%. Univariate analysis demonstrated that the prognoses of the patients were significantly
influenced by the surgical options (P = 0.026), axillary lymph node metastasis (P = 0.010) and tumor stage
(P < 0.001). Multivariate Cox regression showed that wmor stage (P = 0L037) was an independent prognostic
factor for MBC. Conclusion The management of male breast cancer could be improved with early diagno-
sis. The surgical resection combined with radiotherapy, chemotherapy and endocrine therapy is the optimal
treatment for male breast cancer. The prognoses of MBC correlates with the tumor stages.

[KEY WORDS] Breast cancer; Male: Clinical characteristics; Combination therapy
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Figure 1  The survival curve of all patients
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Table 1 The results of clinical data and prognostic

factors analysis
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% Hl ERIC-PCR Y PFGE %37 iifl 2 AN sl KT i 2k R 7Y
PRI L T i R

MigdFr LEE' AH® T

(4 =] B oSk shds S 3K (pulsed field gel electrophoresis, PFGE) 5 [ FF B F 55 [ ]
& ) B G Al 2N B R (enterobacterial repelilive intergenic consensus-polymerase chain reaction, ERIC-
PCR) Kl 6 8 A< s FF @ R PR VS 5 . Ak 0 SR Al PRFGE 0 ERIC-PCR X 3% Bt [ 14 4+ 31 1Y 43
RO & A AT AT R . B 43 BEELE R EhFTEE i PRGE 4R A B 22 4% B W 10
BrCHRI 3B DRI 4 BE ER 24 FR 1 BE.GA 1 PR i@l ERIC-PCR G 7RI, TR 22k N WY
04k MA 36k VA 288 vV RS0 VIS 1 Bk W8S 2 4k 2B LSS AT To.8%, Bl A 5h
i frfe stk (4. 45 ERIC-PCR B{EMME 4554, 5 PFGE &5 —2 ik 2 M a8 ik
3 A1 Ay B Vo T G IR O AT < A A A e R T B

[SBRAR1] Wik ofe o 8 Db el ik o 0 8 ) R ) o 0 900 B 5 M S R R L SRR

Comparison between PFGE and ERIC-PCR for genotyping and homologous analysis of Acinetobacter
baumannii

WEN Haifeng'*, FENG Zhongjun', QIN Jin®, YU Wenjing®

(1. Department of Laboratory Medicine, the Third Hospital of Hebei Medical University, Shijiazhuang, Hebei,
China, 050051; 2. Department of Noscomial Infection Control, the Third Hospital of Hebei Medical Univer-
sity, Shijiazhuang, Hebei, China, 050051; 3. Department of Laboratory Medicine, Children’s Hospital of
Hebei Provinee, Shijiazhuang, Hebei, China, 050031)

[ABSTRACT] Objective To compare the pulsed field gel electrophoresis (PFGE) with the enter-
obacterial repetitive intergenic consensus polymerase chain reaction (ERIC-PCR) in genotyping and homolo-
gous analysis of Acinetobacter bauwmannii. Methods PFGE and ERIC-PCR were used to tlest the geno-
types of 43 isolates of Acinetobacter baumannii, respectively. Results 43 isolates of Acinetobacter bau-
mannii were classified into 7 genotypes by PFGE, including genotype A in 22 samples, genotype B in 10,
genotype C in 3, genotype D in 4, genotype E in 2, genotype F in 1 and genotype G in 1. Correspondingly,

they were categorized by using ERIC-PCR method as following 7 genotypes: type [ in 22, type Il in 10, type
Il in 3, type IV in 2, type V in 3, typeVl in 1 and type VI in the remaining 2 samples. The correlation co-
efficient between the two methods was 76.8%. It was suggested that there were spreads of clonal Acineto-
bacter bawmannii among the patients in our hospital. Conclusion ERIC-PCR is a simple and reliable

method of bacterial genotyping. The data are highly correlated with the results acquired by PFGE. Both
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methods are suitable for applying in the epidemiological investigation of nosocomial infections.

[KEY WORDS]

Pulsed field gel electrophoresis (PFGE); Enterobacterial repelitive inlergenic consen-

sus-polymerase chain reaction(ERIC-PCR); Acinetobacter baumannii
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Y % e W 3k (pulsed field gel electrophoresis,
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FRZYT] ) PCR Z (5 {4 25 (042 A BT i 2630 MBI Fer-
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LB, BHRS ., BhBERESEmMARCE
AUCAE 45 09 W B EE P, 10 000 rpm #5001 min, 3
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Ml S R EE o 7 AR (22 ) B R
(10 #).C #(3 ¥ )D # (4 #) .E & (2 k) F &
(1 k) .G RI( BR), Hrh A BN 50 AL A2
H2FpwA HERIE 1,

M:Marker(bp); 1 .2.4.5.6, 788 A1 8,39 48D%, 10k
A2

B 1 & Ek PFGE B
Figure 1 The partial result of genotyping by using PFGE

method

2.2 i/l ERIC-PCR %] 18 A sh T i o B &5 5
43 R 8 E R ZhFFE 2833 ERIC-PCR Ji5 B 1L 5
SR ATE AL S, SRR EEAE 100 bp~2 000 bp
Z (8], 35 43 4y, 13k 0T 8% 43y 11 ERIC-PCR 4
BOW T (22 8k), TS (10 BR), MAL(3 #E),
IVARI(28R), VA3 #R), TR #%), TR (2 #k)
7 AL AR 2,
2.3 i H] PFGE #il ERIC-PCR 47 BU&% GL 0} 1 43 #7
43 # # & A S 47 14 38 f PFGE il ERIC-PCR
SR ER A WG B SRAF AR A B
ARG RER, BIEEER—BFEN 76.8%,
HikWE 3, 43 vk & A3+ 3 Wi JH PFGE &5
ERIC-PCR J i (1Y 23 780 455 5% L B o 1R 0 4 A B =X
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M:Marker(bp): 4.9, 10 % 1 %, 3.8 11 16 HT%; 5.7 14 %
M#A, 1,120 VE, 2 5VIH,; 6,13 HVIH

Bl 2 &4 E#k ERIC-PCR Bif
The partial result of genotyping by using ERIC-
PCR method

Figure 2

£, "HL{E A% (PFGE) 5V . VI%(ERIC-
PCR),D # (PFGE) 5 [ # (ERIC-PCR) % 4k f7 7
R RER

W
VI .
(AZ)
v i
nl.‘.
=
&2
[£a] m -
[
{ATD

B3 #SFFEFEA PFGE M ERIC-PCR B Rt
Figure 3  The genolyping results contrast between PFGE and

ERIC-PCR methods

2.4 Bt st

4% PFGE il ERIC-PCR 43+ %U45 % 1) PEGE
AP HIEE R R IR, Jf 454 ERIC-PCR 25 . #l i %
i 25 8% 28 AT #e A, LA & B R dfE X 1k 2 Fif
SRR RS B I T IOAR R R R, WK
1, 43 kB B 4y 5 6l 8 A4S Zh 1 14 PFGE 45 3t b 42
PRES B — 30,1 Bk A —E(ERIC-PCR 43 1 45 o oh
3T HR—EL 6 HA—5. &K P>0.05, 7L
A 2 Fp e B A W T,

3 itig
it AN ST B AN ST R A o e T A T R
Z— oS Aahir @ B A T8, EFRE

#l WM2HAoRNAFENSRERETFAER
Table 1 The Chi square test results of two genotyping

methods

b BB IR

o B it BFAH O PE
A —E i —E

ERIC-PCR 6 37 43 3.888 0.115

PFGE 1 42 43

&1t 7 79 46

Gl St N S B B AR 4 71 e o B4 D
g0 B LA B BE N A AR s B AR A7 D R AR R
2 B B B B AT A R ELG EE Z —  F BE B P
&5 A S T B 01T B R Y, T G [ e R X
& SN B R A T IR T R A A, U
il 0 48 A~ B FT T 5 P9 R B OB AT Y R B T B,
A EEAESL, PR EMT [ —3E R A
AT R, HobTA: #2555 L ] RE T 28 W AR E AR
Al L E 1 90, 30— BRI T X R R AT AT
7525 T 9 1T B8 200 TR 5 Y 24 3 43
BRI, AR e B A S B R A TR o T
A ) 2 K B 43 18 5 i £ 924 PEGE!™ 7y 31 3 il
ERIC-PCR™ 4y %k | 2 Fhr 0 Jr ik 7E ik s R |
A TESE Y 25 9] . PRGE i it % 41 B i) 4= & 5L 2 41
DNA #EFri kb, =1 sl AR 4 1 1Y L 35
rep ik, R R B Ao R 4 n A S 3R
o [ 1% , 4 £ A o AU 9 448 5 1 ERIC-PCR 2t
P #F G B 2 (R A o B < 3 HLE 3 1 40 et
514 i@t PCR 4144 e A AS[R) (1) 45 20 8 | i0E 77 3
H 41 PFGE 43845 20 FE E {5 o0 88 o 45 %
PR PR LT 8 bn M1k, 9F HoA i3 o Y
25 BLECUR I | PEGE i N Ao FiATIE %)
TN, B A R 2905 T A A UG < B bR HET
Hi ERIC BL[H B8R ARS8 i 9 {02 40 5 SL
#H DNA SR T RE th Bz BE R A SE B, sk %8
WM EL, 2 4RB0A5 A —f LY
B Wil T ERIC-PCR § 1 7™ ¥ K I A4 f&
i 5, 25 7 R I A9 I L B At e 2k e R IR AY
oty b AR AR B R A o BE N TE M SE R AL . T L
PFGE il ERIC-PCR 2 #4380 Jy i &5 RO BB S 77 1E
R AR 2R AR & T 4 PEGE &5 ERIC-
PCR 2 #1438 7 i I FHAE 224~ i (] 955 I 1A o
R o RULE T L0 R STARSE AT AT T 2 f
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AR A S AN ST P R
A ST A TR BE G R0 25 43 BRB S A ST HF
H] PEGE Fll ERIC-PCR2 Ft Jy i il A7 HE K 43 4, ¥4 53
W7 RpEIG| AL RO | Eat PFGE 43546 B
7% T Bk 5 il i ERIC-PCR 47 5164 11 580 7 #k 2 T W)
AR, B PFGE 40 BUAY C BB 58T ERIC-
PCR 43 #U ) T 789 e = SR & A 1 , i i PEGE 43
I E B Bk S5 38 5F ERIC-PCR 43 54 i VI U 14 #k
ST A XN, SLEE 15 BRSO S
PFGE #1 ERIC-PCR 2 Flvor 8 i ik i85 e/ B — 3L,
di B R PR AY 34.9% , il PFGE 7r BRI AT A Al
R AT A D AR R 3[R X ERIC-PCR 47 %4 iy
BT f 22 #k 1 BB R, 2 Fior B B 0 o A5 SRR A
— ¥, MR 10 BRSNS RS F R 2 oy
RS BI  RES R F eV B 22 5, LIRSS R 5
7 o 2 T o T 9% B 45 3 A K 2 0P Bk ) g TR E

0] LASE 4R R, TR A B A B Bk 2 P
PEGE ﬁﬂllxnlfw“.—ﬂ‘ ERIC-PCR #I%|, sCgash Bt

R 2 PR A A X Ay 3 A ) i — B R
o, A B R —FORR R 76.8% , LRI R
R FE B R 5 EAFE—E 22 7l Bt e
JEESE, P>0.05, 0] LIIACH 2 Far 87 ik iy 4 5 3
BEBEER, SEHNIMECHFFTMREHE—F,
Merzougui %5 "W 58N 5 PFGE B A7 B 47 1) 51 7Y B¢
il 77 {5 PFGE 71 B J{ 3] KK |ERIC-PCR #] LA{}: 28
TR 448 B A ED 72 43 B s, B0 S S5 0O 5T IR RE R
PEGE F1 ERIC-PCR J5 i W% R T By o Bl 25 B 6
Y — B, (HE ML FSERIE PFGE 5
ERIC-PCR ¥ 43 U £5 5 Bl /b 3C B b -“'.ERIC-PCR
JE 3 T AT R R s R Y o R R
24 A T FLEK T IR 5 R R A B A B 0 BER R AR
TRE R B R, AR L 2 o K
EERATLLR B . it PEGE 080 Jr ik 4o & AS sl
T R, I Y 5 Y 4 3 R AR T ERIC-PCR
ik PFGE J it RS e B T &, thghisth 5
E SRS FE 4 e — B,

il i PFGE " §l ERIC-PCR "/ #f 0] LA 7R 4 Hb
X 3 [ 75 25 0 8 A s T i 0 A o B8R0 R B R IR PR
4147, PFGE X% 2% i3 & BoR B H , ol 7 #E 0 2
PR 4 ] R A | Bk PRGE 15 B 9 F
A 1417 . ERIC-PCR J7 i fij oo el | xf
{RCRE T 75 F ) 5 RO I, O ER B

ZH R, B2 ,PFGE il ERIC-PCR # i # 7 [ %%
§F 1) 58 B B S A sh AT B A 50 24 R [R] 35 14 g
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1330 3 918 Bl Pk HPV JE R 43 &8 YL 40 B

A®RL S HEXR EH LR

[# ZE] B& Bk sl S a4 A S AR 95 @ (human papilloma vires, HPV ) B8 3t
REHFTRM S, Ak BIEGH 2008 45 10 A E 2015 4F 5 A R AR 20 B & 3918 i,
F S PCR+ 5 L 4% 72 1 X B0 01 MR 3 4 iR A8 A7 21 R HPV JBE [R 39k ] A% 55 g8 3918 flEAEG
FHAE 1 957 {0, Hei S8k 40054 21 Bl R E 4 4 . HPVIG (12.81% ) HPV52 (8.65% ) HPV5H
(8.58% ) HPV53(5.36% ) 5 CP8304 (4.50% ) B ifs S04 o IR IS 3040 A0 1F 21 % -49 3 | 5 47 i 4 [A)
HPV BB R HEIEE L (P<0.05),  Hik D4 Hpv Bl AL HPV 16 HPV52Z |
HPV58 HPV33 CP8304 . HPV I S50 47 3

[@ER] AFLIWRMEREE, BEH G0, B

Apalysis of HPV genotypes in 3 918 female patients in Wuhai city

WU Yanghong, LV Wei, ZHENG Haiyan, WANG Zhen, PEI Liucheng*

(Department of Laboratory Medicine, Wuhai Maternity and Child Health Care Hospital, Wuhai, Inner Mongolia,
China, 016000}

[ABSTRACT] Objective To study the epidemiology of human papilloma virus (HPV) infection and the
distribution of its different subtypes among women in wuhai, Inner Mongolia.  Methods 3 918 cases of female
patients who visited our gynecologic clinic between October, 2008 and May, 2015 were retrospectively analyzed.
PCR and flow-through hybridization were used to test for the 21 genotypes of HPV in the cervical exfoliated cells
from the patents. Results Of 3 918 cases, 1 957 were positive for HPV, with the infection rate of 49.95%. All
the 21 genotypes were detected, with higher detection rates seen in cerlain genotypes than others, such as, HPV1o6
(12.81%), HPV32 (8.65% ), HPV58 (8.58%), HPV33 (5.36%) and CP8304 (4.59%). The highest risk for the infec-
tion fell in the age group between 21 and 49 years, and the differences in the infection rates among all age groups
were statistically significant (P<0.05). Conclusion HPV16, HPV52, HPV5E, HPV53, and CP8304 were the
main genotypes of HPV infecting women in Wuhai area. The infection rate correlates with age.

[KEY WORDS] Human papilloma virus; Gene subtypes; Cervical pathological changes

oS Foe

N L3k R 98 # ¥ (human papillomavirus, 04 ET S0 R0 T AN B R AT A R A R T A S

HPV ) J2&— Fh g I i 1 0% DR 3R 2 JE L IR DNA 5 RG], LT R i (X 0 B S
B, HAE 25 W 200 266, Hp#8af 35 1 R HLH LAY
Aeag Ry A KA RS HPV B g iEse i s - "
FOAE A A0 B TR R R R T 2 R Ay O A A B 1 BRSHE
B A e ) BT 2 — . HPV AR B AR 1.1 %
Hiz B | tH SR R P AS ) 22 el (X HPY fd fa g 1.1.1 5k 5

HPV A9 J2R Sy

e B B o A BIAFAE 22 R, AR SO 3 918 filgkis 2008 4E 10 A & 2015 4F 5 H TAR AR w2

E R AEFAELE TEMEMEESEH, HEF, 5ETF 016000
*il AR A A R, E-mail ; 39947629@ qg.com
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A4 P 3 018 ], fE#E 16 2 ~80 ¥ (37.75%
9.8) % ,98.95% (3877/3918) M LK, lH{E T 2 il
Wi EH ., A B ESAPRKEET HPV (], &
WAy o 22 Sk E R, BBR IR E A ARG
aCE HHARYF A R
1.1.2 {8t

AN LR EE (HPV) 4 846 5 ) &
(PCR+EAAC 1) B Be FA% 8 1 PR 22 32 {0 3
A T M ELE A ke IR 4 W L PCR A
H LITTLE GENIUS [ 4" H{Y |
1.2 gl
1.2.1 HPV DNA #Hl

IR A, TRAFA 5 30 M oY 40 g
A7 0.5 mL, L 14 000 rpm &.0> 1 min, 5 b
Jei o R L ) L 5 0 s i R ] 4R A
A BRI DNA
1.2.2 PCR {4 HPV DNA

il FEIL 13 W1 43 be 9] 20K 1% PCR Mix | Taq [
il DNA 6 Hi iR 57, 4 B850 3R s | 4% T 3k LI
ZAFiEAT PCR 97 #4, 95T 9 min; 95T 205,55T 30 s,
72C 30 s, 3t 40 411G ;72T 5 min; FiF 4TH
1.2.3 Fiiaead R RHAE

Yt £ BORGE AT, TR I 15 s fE
% (HPV16 HPV18 HPV31 HPV33 HPV35 HPV39
HPV45 HPV51 HPV52 HPV53 HPV56 HPV38,
HPV59 HPV66 HPV6S) 6 i i /& I % (HPVG
HPV11 HPV41 HPV42 HPV44 CP8304),
1.3 Btk

I8 FH SPSS 17.0 SRR AT x* 1048, L) a=
0.05 A5 A HE

2 £R

2.1 HPV G4 & F 8 5r 1 (i i

BT S 58 £l Bt R BHPE A BR B ) R 2
Ray 2 ALy mE A R 1,
AfBECh HPV1S B 5L ULE 2, 7E 3 918 e A
fh 21 A OBL O R FR Y HPVLG 2 R Y R g
AR (12.81% ,502/3918), H K & HPVS2
(8.65% ,339/3918) ., HPV58 (8.58% ,336/3918) ,
HPV33 (5.36% ,210/3918) . CP8304 (4.59% , 180/
3018), HIREEFILE L,

BE1 HPV-DNA # B8 4% 3 B

Figure 1  Negative control of HPV-DNA genotyping
e risnssssppssssssng +
) T * <

______________________________________

H 2 HPV-DNA S EPREI R (HPV1E)
Figure 2 Positive control of HPY-DNA genotyping (HPV1S)

+ PR — +

B3 HPV o FEEH (HPV1e, HPV33, HPV51, HPV52,
HPV56, HPVIO, HPVGG, HPV42, HPV44)

Figure 3 9 types of HPV infection{ HPV 16, HPV33, HPVS1,
HPV52, HPV36, HPV39, HPV66, HPV42, HPV44)
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F1
Table 1

HPV B3 & T8 R HEF 5 5 15 R
Sorting in the subtypes and the distribution of HPV infection

2 HEH 128 3 1) 0 ( 051 L (%) % 4l FEH 8 BRI () ERE(R)
i HPV 16 502 12.80% ik fe CPE304 180 4.59%
HPV52 339 8.65% HPY6 158 4.03%
HPV38 336 8.58% HPVI1 123 3.14%
HPV353 210 5.36% HPV42 16 1.17%
HPV31 148 3.78% HPV44 30 0.77%
HPV33 146 3.73% HPVA43 1] 0.26%
HPV 18 130 3.32%
HPV66 130 3.32%
HPV39 129 3.20%
HPV51 129 3.20%
HPVoE 116 2.96%
HPV56 115 2.94%
HPV 359 81 2.07%
HPV35 32 0.54%
HPV45 25 0.64%

2.2 HPV Hi— J 2§ R

3918 WA HPV RYLIE 1 057 ] LRy
49.95%(1957/3918),, 755 FIKLH 2 4~k 2 4L BT
| IR AR 19.27%(755/3918) 85 L& 2. £
gty 2 HEERI (472 ) R 2 | BRI 0 R I Y
o ol 4t 3 {5 Sof—ULEE 3, 5 R R LAY EZ E
JE LT o HPVI6 #l HPV52 (61 f8)) HPV16 Fl
HPV58(54 fi] ), HPV52 F1l HPV53(43 fii] ) ,HPV16 fl
CP8304(42 ff]) ,HPV58 Hl HPV52(42 fil]) .
2.3 HPV B HIEEAYCFH

39018 P2t & oA 5 MEWRH . £ ke,
BAEY EH HPV R b 42 y*=38.131, AHE R
4,P=0.000; %1 H &G B G E I ¢=
11.784, HHE X 4, P=0.019; HEBAB LY &

PR R 8, x°=20.435, H 1 BE R 4, P=0.000; %
R EZE HPV BRIOR T x°=64.07T1, HME
F1 4, P=0.000; ZRIYEHIHTFE L. 30 5~39 %
40 % ~49 % =50 % 3 48] £ E HPV G R [
B, =3.442, HHE A 2,P=0.179, ER LG it
M, HikLERNE 3,

F2 3018 FIEED HPV DNA B— BT 2 BERFHR
Table 2 Samples of HPY DNA single infection status and

multipe infection status in 3 918 cases

LR I R ) AR (%)

. — i i 1202 31.68%(1202/3918)
& O i 755 10.27% ( 755/3918)
&t 1957 49.95% ( 1957/3918)

#i BEHEUPY BHRER
Table 3  HPV infection status among all age groups
B i R A EEREE A RIS i i HPV i i HPV o i HPY £ HPV £ i HPV
(%) ooy Soomh (%) EEELECED (%) diHEERE (%) BRI RO (%)
<20 29 23 79.31 18 64.00 78.26 14 48.28
2(1-29 922 524 56.03 140 47,72 83.97 246 26.68
30-39 1278 624 48.83 557 13,58 59.26 197 15.41
H1-49 1270 M 47.56 551 13.39 91.23 218 17.16
=50 419 182 43,44 168 40,10 92.31 #o 19.09

FAEHRY LAY HPY BRAL I  #580 | w2=38. 131, v=4, P=0.000, P<0.05 4T 45 1] 21 5
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20124F , 55 09 FB 4 R Lo Pk 5 o WP i
55 4 B AR B 528 000 B, BRTEAIAE
i e 16, 8 HPV 434 i ijy QIJ%L,LLE': """ Fitfs K A 1)
PHBZRAEE EAE TR S e, 2T HPV /Y
i A h‘&fﬁiﬂﬂ%ﬂfﬂﬁ’é%ﬁﬁé%iﬁﬁmﬁTt:fmﬂm
SEAS A 7 A BERL E RS 60%~T70%, [H Ik HPV #
W E BRIz —, TEARRE
W, RIEITE B Y, FRRE B R R R R
BhiF JF 26, TUR B Fo B T R A% b DX ) SR e R O e A
?'J%Trf}#.e, o A SCHRR S HPV 16 T 22 H i A
00 P P 2 ) e DL A R R R, 7 0 v Y PR
#0] g ik 51.00%~81.25%", HPV52 fil HPV58 2
W FEAE A 2 A~ BB R e rp B H A S T
FA VR AR T e A A AR P e A
fih el Z AT e s R U] HPV L6 2 vh B R 4 b
X0 G 2 b b XY 35 5 &Y HPVS2 #il HPV58
FETEST 2 (sl 3 v, o X, D H R
P I o (R A ) O T = I = W W4
VAR — M XA HPV EEi L HPV52 HPV 16
Hl HPV58 &% 3 HPVS2 e S — " Ng
op P M X HPV R HEFE BT 3 {7 49 2 HPV16,
HPV58 il HPV52 B0 AR5 b L i 17 HPV &R
ife HPV16 3E45 i 502 I‘ﬁl.#.h%}*} 12.8% , HE55 —
fir R ACHL X B9 3 5 T8 K HPVS2 6 1 383k 8.65% ,
HEHS 2 £, HAT HPVSS 16 11 %k 8.58%, 5 3
fii , 5 HPV52 #1 25 {X 3 i ,HPV58 %I % i i
HPV52 BIHFAES 2 fir , Shifg iy kb b B N 52 0
b, LSS & HPV BN () e A | 7 ASBIF 55
HPV18 Kt 420 3.32% FH A RS A5 9 £ Ak

ZWFFE T R HPV 8 B R AL HEUE
Pr At A A2 . T 5 i 69 00 4 R R Bk T

HPV16 %k ,HPV52 1 HPV58 # il B4 & & {3,
[t i b X6 ' S0 B JR B T I HL HPV6
HPV18 B2 &) | A 318 HPVS52 K HPV58 ALY
B 98, B i Hb X 0 A HPY R i 8 51 S
THIREHEF L5,

HPV 75 3% [H 0 4 5 Fid A8 vp FH g e 32 0
46.51%(5 632/12 110), HH 4t K X HPV ‘FH]
RLRE THE T (55.67%F1 42.06% , P<0.01) 1,
A FE 0 By it i X A PRI AT HPV K i, PR 4G

A 49.95% , Fediir Ik H 10 4w 5 A T 2
B RTHRSDREZMPUEE (S E KA G 50%
PLE)#Y 23.89% 1, 3 BT 2011 4EX R 2k
V5B M X HPV R 4% i) 33 25 0F 53 45 .——HPV /&
e S PHME R 23.3% (097574 188) %, SigilE T H
SPTRENT A Rkt X, AHh X 04 iy PR B 3K
PRI IR B s, ZE T ARG, B K —Ha
ATE A Mo i A 5 R 7 I L 2 HPV iy e
W, SR ALK HPV ES HH 3688 R 45 HE M X 0
IR Z— AN A A A R i 7 T B O 22 75 i
TR R, T HPV IR R A O —
#1127 e BT e ) S A o A E B L 4 O
AR AR R AR X R,
AATxF HPV G 5T — 2 B, RS
BRIt i DX R s SR ) 25 A T e S R A B
2, A I Bl A O A A R, X et 2 R

B HE e HPV I o OC [H & LG itk
IR AR PR PR B, WO A O AR R 2 e | AR
aﬁﬂwﬁ‘—iﬁﬂﬂﬂ%,iﬁwﬁzﬁéﬂﬁ’gﬁﬁfﬁﬂ HPV fi
EREEMEEZ - REAEERER<20 Y
20 % ~29 ¥ 30 % ~39 3; 40 5%-49 _,5; =50 %5
A-AE W2 HPV ) B8 3 5 5] 79.31% ,56.83%
48.83% 47.56% .43.34% , £ x> 15, P<0.001; %
fio 1 HPV JK 3u 3 4 5l & 64.00% 47.72% .
43.58% ,43.39% 40.10% , 2 x* ¥a 5% , P<0.05, #EH]
HPV G R 5E R OC, AR5 s il 4 4F i
E‘Hﬁ’t’:?ﬁ?&%ﬁﬁﬁ%ﬂﬁlﬁﬁ‘Tﬁfriﬁ‘ﬁﬁ%ﬁi %
RIS & e HPY G P, 2 2 158, P<0.001,
R BE A AR HPV BRI R i, ]
AERHE F SRR, Ry JJ?F%,%&E%@L{%%
i 1 HPV , 3 RE 75 5 S i) B s A X e v, IR %
fiF 58 25 B 5 7R <20 % SRS HPV PH R H & 4F
s 21 2, T A A KON A A R R R Rt T F
Mo R AR 4 3, 53 A S i 5
B SR BN R AR R A e FN R
HPV MHl2 £ . A58 <20 % F B H HPV R
Bl , BN A B, HA 29 A 20 % LI A
A 6 S et b, ok BE e R LA A Y BB
B e BRCRE AR ™ TE B A e BE B s 2, il o] BB R H
BERCRE N — TR E, 5T HPV B £ %
EPAE 20 % ~49 B AR B HPY BRI BT 5 SRR
A 89.52% (1 752/1 957), =50 2 4 i 2 e e 36
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Al (HEEEM 5 R B S, WIS B
A A

B T AR Ah 2 R It 2 55 75 Hi 1 HPV
SRRy P R 2, £ B E IR AT 0 B 58 h
i Br A HPV B Y 19.27%( 755/3 918) , &5 T LAHT
A S AR X R A 2 R R 6.2%Y, KT
op A (A A 22 L AR 28.98% 12, ARFFE T £
YR 20 5 LLF 2 MEB B HEFIBE® (P<
0.05), &3 fi 22 W RG22 o F Ry 3k 3 fi] Ch &
PEFEaR AR 2R & b — 58 &, 55 4h 2 3 fn
7 HRL 1B 8 HRR 2 ITE 20 & ~29 SRS
B 22 00 U ) 0 0] B 5 0 P A R MR R
SR X, REXLTEZERRSE IR KRN
e 4 A —B, TR Ak BB 30— Y 3l
a5 , AT HE— L W T

2 &k
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[ ZE] BEH +#id EB §5 14 -DNA{ Epstein-Barr virus-deoxyribonuceleie acid, EBV-DNA)#E I |
EB 4§ i ( Epsiein-Barr virus, EBV )§T CA-IeM{IgM to Epsiein-Barr viral capsid antigens, CA-IgM) ¥ R 1
THe 40 L A L HE I8 P B A B 4E (infectious mononucleosis, IMYPATIZHFE L. FHiE
116 (] IM i JL EBV-DNA #85 Hi0 CA-IgM 5 5000 0040 B P 8500 SR ek s Rl T tb gk, H8
IM )L EBV-DNA #% 80 o4k 2 85.34% MR 4E R 96.00% 1 CA-IgM AT ELEEYE A sa.48%  FF R 1
K 94.00% ; 45 i Sk AR ] = 10% 5 39.66% 5 R HE N 100.00% . BT CA-TeM I & 55 05k 2 40 K
A IRUESE Y B8.79% , $ERPE N 04.00% 0 EBV-DNA % B -5 5 R A0 AR A5 0 A R A Ol s8.70%
FEREEH 96.00% . PT CA-lgM HE {5 EBV-DNA 3 0 K 1 i 881k 0 03.10% , $5R1E 0 90.00% , EBV-
DNA F IR CA-IgM 2 87 LD IM 09 BEEPE W 5 55 5 2805 110 400 ML B 0 (x40 310 46.05 i1 43,61, P<
0.05), = HBF R IR, £ EBV-DNA SR B0 CA-IgM 159 5950 040 B T S0 9 5 & gl mT
J2 00 LD M 2 1

[£8R] HFldEnEapgEa, EB MWEEHiiE; EB fid DNA; 7 R0H M 40

Application of 3 laboratory tests in the diagnosis of infectious mononucleosis in children

DENG Kunyi'*, PENG Jianming', FAN Hangong', YANG Haixia', WU Jianzhuo®

(1. Department of Clinical Laboratory, Boai Hospital of Zhongshan City, Zhongshan, Guangdong, China,
5328403; 2. Clinical Medical Laboratory, Southern Medical University, Guangzhou, Guangdong, China, 510515)

[ABSTRACT] Objective To investigate the diagnostic significance of Epstein-Barr virus-deoxyribonu-
cleic acid (EBV-DNA), EBV CA-lgM and atypical lvmphocytes in children with infectious mononucleosis (IM).
Methods 116 children with IM and 50 healthy controls were studied, and the sensitivity and specificity of
EBV-DNA, EBV CA-IgM and atypical lymphocytes were calculated. and compared. Results  The sensitivity
of EBV-DNA, EBVY CA-lgM, and atypical lymphocytes in 116 children with IM were 85.34%, 84.48% and
39.660%, respectively. The specificity of EBV-DNA, EBV CA-IgM and atypical lymphocytes were 96.00%
94.00% and 100.00%, respectively. The sensitivity of pair covering test with combined EBY CA-1gM and atypical
lymphocytes, combined EBV-DNA and atypical lymphocytes. or combined EBV CA-IgM and EBV-DNA was
88.79%, 88.79% or 93.10%, respectively. The specificity of pair covering test with combined EBYV CA-IgM and
atypical lymphocytes, combined EBV-DNA and atypical lymphocytes, or combined EBV CA-IgM and EBV-
DNA was 94.00%, 96.00% or 90.00%, respectively. The sensitivity of EBV-DNA and EBV CA-IgM were signifi-
cantly higher than that of atypical lvmphocytes (P<0.05). All of the 3 methods had high specificity. Conclusion
Pair covering test with combined EBV CA-IgM and atypical lymphocyles. combined EBV-DNA and atypical
lymphocytes, or combined EBY CA-IgM and EBV-DNA may improve the diagnosis of IM in children.

[KEY WORDS] Infectious mononucleosis; Epstein-Barr virus antibody: Epstein-Barr virus DNA: Atypi-
cal lymphocyte
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1 2 4 508 40 fif0 4 22 4E (infectious mononucle-
osis, IM) &35 £ 2 (H EB /% 2 ( Epstein-Barr virus,
EBV) kL5 | i) 5 4% - 5 0 40 B 35 4 04 A kA 2
', IM Bf EBV E 2R B Q1M k258 T 41
e G4 B g, 1 L o e mT DL 39 Y e 7 9
M= AR THFAE R LE, IR R Ak
MR 2 Itk CLES FIRF AR R SE . R B AR
P, RS R AF, 80 LB IR R AE 5
IR AE L B R BUET., TR Rl &
Bt MRS HILRE TR AL, In KR
kL AR ZHAL, RUE S BR2kRiE., AT
% 3 Fh LRI iEAE LE IM 2 B 3L, AR
S IR B I PR 2 W A IML TR @AY 116 1R LB
EBV-DNA #% $ CA-1gM K 5 A jH 0 40 fu 11 2%
S5 FLEAT LB A B, BUARGE I T

1 MHES5HE

1.1 55

gk 2013 4F 12 H % 2014 4F 12 AfEH bl
P B I G R U2 I SR IML TR Y 116 9 1E
Be 8L, FF 8 IM iz rbn e JF 6 IM 2555
SEar b AT A s g . Horb 0% 83 B, Ltk 33 5
RFFEReTAE 138, Hbhoe AE 1% 3
(2.59%),>14~3 % 50 ] (43.10%),>3 % ~6 %
41 {6l (35.34%) ,>6 ¥ ~13 % 22 ] (18.97%) . X}
20 R F H RS il B L 7 50 ), 53 20 #1421 fl,
Firo A~13 4,
1.2 IM By WrbsfE

AR5 8 MGl A8 5 9 LR R ), IM Y12 B
PR R - (1 ) IS W 1) R T A T PR E 3
TR PS4, (2)FEREIHSHE LT
THR{EE 3T AL P 1 &-~53 AT E—%.
T L B SE AR (D 2 30, (200 ek 442 5 (30 %801 i 0 &5 ek A
@ HFREBD K s G RRAE D K ; @IRBE KM, .55
R, DI CA-IgM Fdi CA- 1gG HE, Hiit
NA-IgG [H#E; @4t CA-1gM B, {HiT CA- IgG
BHAE , HLoA R 5 M H ik XU M i B CA- 1gG
R 4 fF LA LA @b R i S Rk 0 A0 A
i = 10%.,

1.3 Hi
1.3.1 EBV hipf&s i

Mrfk i 2 mL, SR A ELISA A5 EBV4

Py 4h 48 4T CA-IgM 4T NA-IgG 3T EA-IgM
FHL CA-1gG, UNION-C 3% 43 Hr 4 A1 it 7 £ h
IR A PR 2wl de 4t
1.3.2 EBV-DNA # i ¥ il

FEBk Al 1 mL, B EDTA-K2 $#E , 2% H Tag-
Man PRIt 56 - W H R B frill e, 9206
£ 5 F# 91 l .FPEBV5' X-CCTCG GACAGCTCC-
TAAGAAGG-CACC-Y3' ,26 bp., 5|4 FF ¥ 4 .
PQEBVFE5'-AAGCCCAA-CACTCCACCAC-3',19
bp ; PQEBVR5'-CTGGTAGGACT-GGGCGAC-3" ,
18 bp, PCR #" 3 & {F : % & K N B il A
DAT600 4 H 1 2% % & & PCR A3k F % £ 1F1"
H9,93C 2 min WAEME; K 93T 45 s-55T
60 s, 10 PFH ; Bt f5 93T 30 s~55T 45 5,30
ATEF A 3 o K AR R R A PR
AHE L ERICT 1.0x10" $2 01 /mL R B 44
1.3.3 5 AU g0 M i3

e S8 05 AL, A L R Bt 0GR, BLAR
ELHT CX-41 W E & 5 i 32 2035 5 R i 2 40 i Lk
fol ., A A0 A AN A ek = 10% , HIIT A
PR, <10% R B
1.3.4 HiiteEab

K SPSS 17.0 &t it B ARk 47 73 7,3 Fb
S8 12 W b i A AR R U BB ) &Y PH R L
B H x> ¥8 35 (Pearson Chi-Square) ,3 FlSE 85 %
W H ok MR R xS 38 (McNemar
Test ) .

2 £R

2.1 EBV 4 Fi ks i 45

116 5 IM & JL EBV $ii{&PH:Z 0 F . $1 CA-
IgM PHPE S 45, 8 84.48 % (98/116) , X M4 fH
K 6.00%(3/50), M&ILEERBAS %
B (x*=90.33,P=2.01 x 10, P<0.01), 3L CA-
IgM % 571 0 94.00% (47/50), W& %A
87.35%[ (98+47)/(116+50)]; i NA-IgG FH#:
K 9.48 %(11/116); HT EA-IgM FHTEH K 49.14%
(57/116); i CA-IgG [H ¥ % N 14.66 % (17/
116), ARG W4 1, H T4 CA-IgM FHEE
— B J& EBV BRI IM A4 Bl AR S0 AR
FHL CA-1gM 5 5 A M40 . EBV-DNA #4r#f
g,
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F£ 1 EBVIMIERVNERFEAHEANTHE

Table 1 Distribution of the test results of 4 kinds of EBV antibody
CA-IgM NA-1gG EA-IgM CA-1gG IM #i (116 {#]) A BRE (50 1))
+ - + - 449 0
+ - = = 40 0
= - = = 8 28
- + - + 8 18
- + + + 1 0
+ = + 1 1
+ = 1 0
s + 5 2
- - = 1 1
+ - = + 2 0

2.2 EBV-DNA # B 16 045 5

116 ] IM i JL # EBV-DNA (19 FH # % &
85.34%(99/116), X HRZH PHE 2R 4.00%(2/50) ,
iR ARSI E L (¢ =97.04, P=6.79x10%,
P<0.01) EBV-DNA #7444 96.00%(48/50) , & W
a3k 88.55%( (99+48)/(116+50) ], EBV-DNA
PR UL 1, EBV-DNA PHEERI LA 2.
2.3 AU I A0 B G ) 5 R

116 {5 IM G JL A, 5 80 1 40 B 7 25 =
10% 1 39.66% (46/116) , 18 2H S 59 3k O 40 B 55
28R 0.00% (0/50), BIHE L EREA
geit o B M (x°=27.43, P=1.63x107, P<0.01) , 7 %!
T L 40 B = 10% %8 5 1 8 100.00% (50/50) , 2 B
FFE 3 57.83%] (46450)/(116+50) ] .. #hFd i iE
T L 0 L PR 3, S AR L 4 L PR 4,
2.4 HL CA-1gM Hlm: B [0 40 B 245 30 e

116 ) IM & JLHHL CA-TgM iR 540 i 5 &
e, DEA 1 W HMAEM A 103 f), PHEEE R
88.79% ,2 T [A) 0 B4 69 A7 13 ), Bk AR R
11.21%, W& 2, [ LA A 2 8 8R AT IM KB
A B G 2 S L 2 R R A G IM B2 R A
TR BB R IM R R
2.5 EBV-DNA 15 %0 i I 40 B 45 58 4 He

116 ) IM B JL+ EBV-DNA Fil 5 £ 2 40 My
B, REg —m A A 103 3, PHEESE A
88.79% ,2 T [@] o B4 09 A 13 ), B E R
11.21%, W3 3, W RLIARIX 2 1640 IM #6 H
A 2 T 2 T B AT A IM Y2 8 B A
oAb EEHE & IM AR AR

F2 IMEILE CA-IeM R HE R RER
Table 2 Results of CA-IgM and atypical lymphocytes

0 L A
CA-IgM it
[t 15K
FH 1 13) i 41 57 98
FF A ] i 5 13 18
&1t 46 70 116

y'=43.61 (McNemar Test 222, F 7§18 ), P=3.0Tx107", P<0.05

F 3 IM EJL EBV-DNA 15 5 i B 40 fa4i ) 45 8
Table 3 Test results of EBV DNA and atypical lymphocytes

in children with IM

7 U H 2
EB-DNA it
EH +E [# 4
BH 4 191 &% 42 57 99
[ 1 9 B 4 13 17
& 46 70 116

¥'=46.05( McNemar Test 233 F T 118 ) P=4.85x107", P<0.05

2.6 EBV-DNA & fifi CA-1gM &5 F 3t 1t

116 {1 IM i L+ EBV-DNA # &t fil$1 CA-
IeM B & kel , REH —THEA A 108 #), B4
H N 93.10%,2 WRIGHHERNE 8 6, PHHEEA
6.90% , W2 4, T LLACHIX 2 45 HR%T IM f i 32
TR
2.7 3 O T IR G T A SRR | R R L
FAZ Wi & iy g

it A 3 B A E PR TR 116 4] 1M
SBLA 50 ) 1E % )L A9 SUS A S DL s iy
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B 1 EBV-DNA AHM
Figure 1 Negative of EBV-DNA
AmpliBicalion Ciorees
AL
150
E 1K) /_.
E |
g = ,
>
prhd
ol ———
-50
0 5 0 15 20 15 g1l

Cycle

B2 EBV-DNA FAHE
Figure 2 Positive of EBV-DNA

F4 IMBEJEBV-DNA fH CA-IgM RER
Table 4 Test results of EBY DNA and CA-IgM in children

with IM
CA-lgM
EB-DNA &3t
BH [ £
[H 4 ) &5 i 10 99
ERUELES 9 8 17
&t ug 18 116

¥'=0({McNemar Test ¥ IE23F Til# ), P=1.00, P>0.05

FEE AR, 3 Pl 2 W0 O I6c 4 ) £ BB/ S A 42
= S WA R S W (T T — P L
FPEfA TR HAEW L MR, 3 LMW
I MR 0 P ) R | R Sk L RS W A
FERMEENES,

B3 EFEMEHMN L R, x1 000)
Figure 3 Normal lvmphoeyte ( Optical microscope , x1 000)

a4 FEHOMEMB(FERERE, x1 000)
Figure 4 Atypical lymphocyte ( Optical microscope, x1 (00

3 itk

A JE) i S 1R P O A0 B oM RS A R
fEbRZ — BRI 5y . (H i E Bee g g L
SR IM A SR 4008 L B <10% , T IM UL
9 7 T 0 0 B LR, SCmikdRIE A — . A3 116
Bl IM R L b S R O a0 L =10% 89 &
39.66% , Lt H SR IE A 89.73% FIK, 5 D 4 iE Y
41.40% AT, A 1 T A0 S 2 i A0 A — ik
TERfG 3 RINEL, &5 1 B ZE#E L, @2 F-%3
PRI 35 109%~35% , LG BB PRE 7 Bk, W 5E
IM B R, I 22 YUCIEAT A0 R ol 3% 1 S 28 bk 10 40
fadr, LAsifds, 84 9c s s 5 8dE , B 40k
B SRR AR F R i E R RS S B L
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Table 5 Comparison of sensitivity, specificity and diagnose accordance rate of combined detection and single detection of the

3 test methods

a0 i TR (%) TERfE(%) EHHEIE(%)
EBV-DNA # 1 55.34 9600 88.55
$L CA-1gM 54,48 94,00 87.35
TP e 39.66 L0 0 57.83
L CA-1gM B4 7 8 5bk 1 40 iy 88.79 04,00 9036
EBV-DNA #5583 A0 i 88.79 06.00 90,96
#L CA-1gM Bk {5 EBV-DNA # 93,10 O0.00 92.17

Rl L AR N, HH A5 — AR
10% . A<3C 116 5] IM G L8 of 5 1E 5 0 BB 4]
e, 0T UL R AU A0 AE IM 32 b A SRR A
(NREEER S 25 ="

EB 4 # 5 K I o 35 2240 5540 CA-1gM 41T
CA-1gG Bt EA-1gM FIHL NA-1gG 4 71, 116 fi] IM
LT CA-1gM 1 FHE 2R 84.48 %, Lb ™ i
2 iH Ay 91.43% K A< X 116 5 IM 8 L]
WAL CA-IgM W PE¥E i E , ik o 5l 26T EA-
IgM $T CA-IgG HI$ii NA-IgG, EB G T %
T4 A S B, A il B Rl P A
] {E 7R B 1 A R By Brf il 4 56, — ik oA 9t
CA-IgM & 2% 05 I i FE © 28 2 iy | B o 7 1 3
T # I 56 , H0 CA-IgM M2 IM 2 RIS iy
B ESE bR, T CA-1gG 75 i ¥ 5 ) 4k 45 77 16
R BRI TR AT EAE . $T NA-1gG 1E
3~5 BEFHHA 2 4H-~3 A Gk,
i PR E8E KA S 0ey, SR H
HH i PL EA-IgM 113 B0 T I 28 R 4 ) S e e L 0]
By B (EUA T2 40 A Y 1 et (] Sk A
Reilk—E 850 . EB S 2T i F Ry A B T3
A% FL i FS W BT K, IR BBl X 41 R A
A SRR BT CA-IgM FildT CA-1gG W |-
TS G B A . P NA -1gG 2 R 15 B A B
Y, EBV BRIL A9 MR 7 BV 2 24, A a R B
HU CA-1gM j= A= JEIR | A7 I 45 22 il O B4 Bef [) £
e, X & IM B iga ok —EMERE . X T Ry Thig
T sk 2 R BRI H IR 8 L, (U5E EBV %
FHPUATEEHE T2 W A0%

PCR Ji ik W24 i 8 %, #Lig bl LATE
I i Sz i EBV A R B A T O . SERTEE L

SEH PCR A, HLym B ™ P 4 — A 52 1,
Akl B e AT kR T Y, B
PROEMIOE , ®A M, Shbriefk . 76 2010 4R AY
ff Jedt: B0 R A0 B BE 2 W R BR 72 ) R E AR
EBV-DNA FH W E Aile AIZB KIS = — ', i
“ER AT 2 W EBV R HL 094 R0 ik (B HEEFE
95 e R UL A A, AN BEME AR R R (R P EBV
Pl AL, T SE R PG E B PCR B A T L ME R
W LR dE R GA R R O, A3 116 ) IM B L
EBV-DNA (9 PH 3 K 85.34% , 5 7™ i #4181
B7.14% T . 0GR IEE 35 ) IM RLE
it EBV-DNA 8878 &, H 20 I E
9 6 A PE A 78 SR 0, 0 Bl &5 R Ay Ry PR, (HLER
BRERNCRARBER, toiiTEEHE, H
e, SE R AR JE il EBV-DNA # i RE 4 52
A EBV miGah s 0L, 7T EBV EE Y (0 155
R T b i A B AR W B {E Pitewd S5
F 5 ek s IM B JLE 5F A il EBV-DNA #i it Y
I A 22 TR Y 7 7 P B AR M O, X KPR E AR
B A FEE Y BT EBV FHER:
Fb B R R A TR R AT A 5 B HES A, P, A
o HE R AR AN Il A ETT EBV-DNA &l
ASCAE 116 7] IM O SRJLAY 3 Fh S 56 a2
AT AHT, T LB CA-IgM Fil EBV-DNA #; i1
SRR AR SR PR AR AL L e AUk L A R Y SRR
BAR, (B4 BB w , SEI A A A 2 4
A SIS ST CA-1gM il EBV-DNA #
BT A, W RN R 2 N ERR AT IM IR G
B G225 Bk R EAT 5 A0k 0 40 A i Hi0O2 2
IM i i A7 % 0 i A B, (H B0 (L 39.66%
FHE S 4L CA-1gM 5 EBV-DNA # (F##% 12 %)
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AAEEIARTGY 1 il 4 22 WIh 8 2 PE 155 Y i)
[V SEES @l

e

[#i F] Bay Sl IEFMEGITF B WMim mm AR E . FE 8 o2 [ o5 0 00 i
FEAHL Ay 2 #1, SE A a4 AR R I 0 ROR AR R T T T 6 - H o A AL 28 ) 5B R R TR B
B G RS o TR TR IT A0 RS S8 B R I R 9 5 IRT O S R A oKOF T e IR R IR YT RS A9 s P
[EEIRy= ) Y R ORAER] ARG A A A RO R T R AL A O (P<0.05, 97.06% vs
82149 ) ; 5085 A1 H5 07 A9 0E BB H 4R B 2 (follicle-stimulating hormone , FSH) {2 85 £ 42 i £ (luteinizing
hormone , LH )} ACE 8697 AT JC 2 % T4k P=0.05) {8 2 1 7% 2 B ( progesterone , P) | — B2 ( estradiol, E.)
AT B AT R SR BT ( P<0.01 ), 3 FLF (prolactin, PRL ) AT 88§75 97 3 4 5 B L ( P<0.05) ; K AE =] 8
A7 TG 5 0 W A 108 i 1 008 W (P<0.01) s 78 A BB REJF I M 5T A RO KON (P>0.05)
ik KR EGE A] LRk — Pl g o Huh o P g 0 el i A0 O e 2 H B BB A% Il S A0 T AR

[X8EiA] KAEFIE,; FHst; ohiE % NEE 78 ol 6 Hr i

Clinical efficacy of mifepristone in the treatment of perimenopausal dysfunctional uterine bleeding
WANG ling*
(Obstetrics and Gynecology Departments, Zhenjiang First People’s Hospital, Zhenjiang, Jiangsu, China, 212002)

[ABSTRACT | Objective To investigate the clinical effect of mifepristone in the treatment of peri-
menopausal dysfunctional uterine bleeding. Methods 62 patients were included in this study. They were
randomly divided into 2 groups, treatment group (34) and control group (28). The treatment group was given
mifepristone for 6 months, while the control group was given norethindrone for 6 courses. The levels of 5
serum hormones, blood hemoglobin and thickness of endometrium were measured before and after the treat-
ment, and the data were compared. Results The effective rate of treatment group (97.06% ) was signifi-
cantly higher than the control group (82.14% ) (P<0.05). Compared to the serum hormones before the treat-
ment, the levels of follicle-stimulating hormone (FSH)  and luteinizing hormone (LH) had no significant
change (P=00.05), while progesterone (P) and estradiol (E,) were markedly decreased (P<0.01), and prolactin
declined significantly after the treatment (P<0.05). The degrees of endometrial hyperplasia and severity of
anemia were improved after mifepristone treatment (P<0.01), and the therapeutic effect was significantly bet-
ter than the control group. In respect to the side effects, there was no significant difference between the 2
groups (P>0.05). Conclusion Mifepristone may be used as one of the first line drugs for effective treat-
ment of perimenopausal dysfunctional utering bleeding.

[KEY WORDS] Mifepristone; Perimenopause; Dysfunctional uterine bleeding; Clinical efficacy
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Table 1 Comparison of total effective rate between the 2 groups after treatment
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Table 2  Changes of 5 endocrine levels of patients treated with mifepristone
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Table 3 Changes of 5 endocrine levels of patients treated with norethindrone
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Table 4 Changes of endometrial thickness of patients treated

with mifepristone and norethindrone , respectively
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FAL s R £ 28 16.0+1.5 8.1=0.15

P=0.002, 2R BA G it E 0, Bk R WL #s,
2 20 3597 A AT 3 1 (E K CF 2 A R AR RE A9 i
AR K AE WG T 4 S b A T AL 0T A R
e AN Rags v TR =5 S



TTieESRTFeEE 20164 1 H

Fad 1M ) Mol Diagn Ther, January 2016, Vol. 8 No. 1 o 45 .

#o5 RAXFAMEBRERETNEEFNIEQMETE
Table 5 Changes of hemoglobin value of patients treated

with mifepristone and norethindrone , respectively
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Research advance in genetic diagnosis of monogenic inherited diseases

GUO Yibin'*, LIANG Yujing®, GUO Dongwei®

(1. Department of Medical Genetics, Zhongshan School of Medicine, Sun Yat-sen University., Guangzhou,
Guangdong, China, 510080; 2. Amateur Team, Department of Medical Genetics, Clinical Medicine (Grade
2011), Sun Yat-sen University, Guangzhou, Guangdong, China, 510080; 3. Clinical Medicine (Grade 2014),
Medical College, Xiamen University, Xiamen, Fujian, China, 361102)

[ABSTRACT] Monogenic diseases are caused by inheritance of single mutated gene, but the type of
the diseases are diversified depending on the type and locus of genetic mutation inherited. While convention-
al laboratory methods may contribute to an initial identification, a definitive diagnosis and classification of
these inherited disorders often need molecular/genetic testing. In the past twenty years, diagnostic techniques
for the genetic disorders have rapidly advanced, leading to the invention of many laboratory tests for the de-
tection of genetic disorders. In this article, we review the recent advance in the diagnostic modalities for the
genetic disorders, in hope of setting light on improvement of the clinical diagnosis and prevention.

[KEY WORDS] Monogenic disease; Gene diagnosis; Technology and method
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Advance of collagen gel droplet-embedded culture drug sensitivity test in anticancer chemotherapy ;
a personalized medicine in cancer treatment
XU Wei, LI Wendi, DENG Tianying, ZHANG Zhigao, DU Hongyan™*

(School of Biotechnology, Southern Medical University, Guangzhou, Guangdong, China, 510515)

[ABSTRACT]  The drug sensitivity of tumor cells is one of the critical issues to conduct individualized
therapy for cancer patients. One of the therapeutic approaches is in vifro anticancer drug sensitivity test. Colla-
gen gel droplet-embedded culture-drug sensitive test (CD-DST) is one of the best chemosensitivity tests, and is
apparently superior to other methods currently available, because it requires a low number of the cells, has a
short turn-around time and involves a simple and easy procedure. Since its establishment, CD-DST has been ex-
tensively applied and evaluated in clinical studies for the treatment of malignant tumors. It has been demonstrat-
ed that the chemotherapeutic protocols designed according to the resulls of CD-DST shows a high degree of fit-
ting to the clinical scenario with high therapeutic efficacy and remission rate. CD-DST, as a guideline for the
therapeutic decision making, is indispensable in individualized chemotherapy for cancer patients, and it may
achieve more extensive clinical application with advance of new technigues. In this article, we review the estab-
lishment and advance of CD-DST, hoping to provide some basis for the future study.
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[ABSTRACT]

hard to identify the heterogeneity of gene expression among individual cells,

The conventional transcriptome analysis requires minimally 107 cells. which makes it
or difficult o evaluate the
specimens with very limited number of cells, such as early embryos, heterogeneous tissue specific stem cells
and tmor stem cells. However, the emerging of single cell transcriptome analysis provides an efficient ool
to achieve such research purposes. The single cell transcriptome sequencing lechnigue i1s a new stralegy (o

amplify and sequence the whole transcriptome in single cell. In this article, we review the development, rele-

vanl operating procedures, and applications of single cell transcriptome sequencing technigue.
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[ABSTRACT]

tvation of abnormal neutrophils during the progression of autoimmune diseases.

Tissue damage and potential aberrant immune responses could be caused by increased ac-
Recent studies have demon-
strated a distinct subset of neutrophils isolated from the fraction of peripheral blood mononuclear cells (PBM-
Cs) in the patients with systemic lupus erythematosus (SLE), which has been defined as low-density granulo-
cytes (LDGs). Compared with the circulating neutrophils in healthy individuals, LDGs show distinct phenotype
and abnormal functions. They demonstrate proinflammatory activity and pathogenic effects, including injury to
endothelial cells and enhanced capability to synthesize type | interferons (IFN-1). Moreover, LDGs facilitate
the formation of neutrophil extracellular traps (NETs) which plays an important role in promoling auloantigen
externalization and resulting in organ damage. With elucidation ol the pathogenicity of LDGs, novel therapeutic
modalities may be designed for the treatment of SLE and other autoimmune diseases in the near future.
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