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patients of HBV DNA resolved chronic hepatitis B and different chronic liver disease process after treated with NAs. Methods Tregs in
peripheral blood from 45 HBV resolved CHB patients including 15 CHB patients with no anomaly liver changes in B — mode ultrasound, 15
patients with chronic liver disease changes in B — mode ultrasound and 15 patients with liver cirrhosis in B — mode ultrasound were as-
sayed. We also used 15 asymptomic HBV carriers (ASCs) with no anomaly liver changes in B — mode ultrasound and 15 healthy subjects
as control. Tregs were quantitatively analyzed using flow cytometry. Clinical and laboratory data were collected for further analysis.
Results CHB patients with chronic liver disease changes or liver cirrhosis presented a higher fraction of circulating Tregs (5. 65 +
2.01)% or (5.32 £1.47) % than those of healthy controls (4.02 £1.14)% and CHB patients (4.03 £1.36)% (P <0.05) and were
similar to ASCs (5.26 £1.25)% (P >0.05). There was correlation between the frequency of Treg and the quantity of age, AST and
TGFB, (r= 0.327,0.324, 0.306, P <0.01). Conclusion The obviously heightened frequency of CD4 " CD25" Treg in the patients
with chronic liver disease changes or liver cirrhosis in CHB may could be a sign of chronic liver disease and may could indicate the damage

degree in chronic liver disease after being infected HBV. The role of CD4 * CD25 " Treg in the liver chronic damage after chornic HBV be-

ing infected may need further investigations.
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miR -19a EEHELEIN LK
NBERTHHNRIEEREX

LA W OX KO KWy KA #am ZIlR

# E B U miR - 199a 765 B K w801 IR AR AE (CIN) v (1 2238 16 B0 M2 15 5 B0 4% il PR s BILRR AIE 1 ¢
o Ak RHZEI Realtime RT — PCR J7 kil 48 4615 g (12 4] CIN K IEH H #4121 miR - 199a - 3p Fl miR - 199a - 5p
M35, 58 HT miR - 199a - 3p 1 miR - 199a - 5p F ik 55 Fhe & WL 09 G AR BLARAE M X R, 53R FHZE 5 Realtime RT - PCR
J5 K miR - 199a - 3p Fl miR - 199a — 5p 35 09 HUSAE FIRE 74 R 47 5 miR - 199a - 3p Al miR - 199a - 5p 765 Hijw & CIN 4
A1eh B 22 ISR T AR PR 40, 2% P 3% (P <0.05) ,miR — 199a — Sp/miR - 199a - 3p 32 ik HfE A WL WD 5 2% 5 (P = 0.219) . K
T miR - 199a - 5p (3% 35 5 5 T 09 A SV AL BEAAAE — @ ARG . /DA 28 ( T4 ) & B8 (1 miR - 199a - 5p R AL HAlb
PR [ hR A (P =0.054) ) , miR - 199a —3p Ml miR - 199a - 5p [k 54 I Ee K/ KRR 55 B2 K FIGO 43
WKW B ZEMCH (P >0.05), i miR -199a - 3p Ml miR - 199a - 5p 788 i % CIN 4141 b i) %5k B Z5 F 1E % &8
21, miR - 199a - 5p (135 5 Mg 1 b FR EAFAE — @M 56T, miR - 199a 76 5 U8 4 b i 50 3238, 7T RE7E & 30 10 & 4k
Mz e st v e ¥ S B A S A B R TR T A A

X1 miRNA miR -199a EHHE EH L AR AR A (CIN)

Clinical Significance of miR —199a Expression in Cervical Cancer and Cervical Intraepithelial Neoplasia. Zou Ruanmin, Hu Zhi, Chen
Hao, Zhang Lifang, Zhang Wenmiao ,Xue Xiangyang ,Huang Yinping. The First Affiliated Hospital of Wenzhou Medical College , Zhejiang
325000, China

Abstract Objective To explore the expression of miR —199a in cervical cancer and cervical intraepithelial neoplasia (CIN) and
study its association with clinicopathologic features of cervical cancer. Methods The expression levels of miR —199a - 3p and miR -
199a - 5p in 48 cervical cancer, 12 CIN and 20 non - tumor tissue specimens were examined by stem — loop real — time RT — PCR. The

correlations between the expression levels of miR —199a - 3p and miR - 199a - 5p and related clinicopathologic features of cervical cancer
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