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[ Abstract] Objective : The distribution of HPV—16 and HPV-58 subtypes and the risk factors leading to
cervical lesions were analyzed.Methods ; From January 2017 to March 2019, 100 patients with cervical lesions
were selected as observation group and 90 patients with normal physical examination as control group. The dis-
tribution of HPV—-16 and HPV~-58 subtypes of human papillomavirus ( Human papillomavirus ,HPV') subtypes
in patients with persistent infection in the observation group was analyzed. According to the general data of the
two groups, univariate and binary Logistic regression analysis was used to analyze the influencing factors and
independent risk factors of cervical lesions in the observation group.Results: The highest proportion of cervical
cancer patients was HPV-16 (73.68% ), HPV-58 (78.95%) , cervical intraepithelial neoplasia I1-III (60.
00%) , HPV-58 (66.67%) , cervical intraepithelial neoplasia I (36.84% ), HPV-58 (31.58%) , cervicitis
(35.72%) , HPV-58 (46.43%) ; the distribution of HPV-16 and HPV-58 in different types of cervical le-
slons was statistically significant (P<0.05). Single factor and binary logistic regression analysis showed that
age of first sexual behavior, number of sexual partners, vaginitis and family history of cervical cancer were the
influencing factors and independent risk factors of cervical lesions. Conclusion: The proportion of HPV-16
and HPV-58 in the patients with cervical intraepithelial neoplasia (HPV-16) and HPV-58 ( HPV-58) in
the patients with cervical intraepithelial neoplasia ( HPV—-16), followed by cervical intraepithelial neoplasia

(II-IIT) , I-phase, and at least cervicitis ( Cervicitis). The age of initial sexual behavior, the number of sexu-
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al partners, the inflammation of the vagina, the family history of the cervical cancer are the independent risk

factors that lead to the cervical lesion.
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1.1 — PR R EL 2017 48 1 H £ 2019 4 3 A # %
Wik o B Fom L B 100 Bl 1E F E 4, B % 4K I
for IEH Lot B 90 A O xR AL, LB AL S 28 ~
43 % P ER(35.27+5.42) B B HR R LA E
K28 G| EMEHENEL 3PP 1 #3846 11~
M3 15 0] & 3% 19 7], xT B 4454 26~45 ¥ F
B (34.1745.66) ¥, Al BEHFRILR, 2R T
FAtFEE N (P>0.05), A DEH =18 ¥,
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H 5 MO R EE IR R R A AL QB £ E A
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FERARARIEL 2, @B AHH M LK RRZ K
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ERRMBET O BEmME, BB HR L RET %
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25uL, R ER LML E — A M E G M EHE,
432 J7 % A Bl ,PCR R RL 4 & 50°C, 15min, 95°C,
10min; B & & F 35 K (94°C, 30s; 42°C , 90s; 72°C,
30s) ;72°C 214 5min, # PCR =4 5 E % & HPV %
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BRELZEFREIRENELARE R, LXK 3,
F1 TEAEBEEFREE HPV-16 HPV-58 5 H1ER n( %)
R TS n HPV-16 A & HPV-58 [}
Tk 28 10(35.72) 13(46.43)
EHMLEAABE LY 38 14(36.84) 12(31.58)
FHMEAAEL L~ H 15 9(60.00) 10(66.67)
" 19 14(73.68) 15(78.95)
X2 8.321 6.780
P 0.004 0.009
*2 MAXMEZRLEERDH (%)
B & WE 4 pogiegl X P
FE(E) <35 ¥ 48(48.00) 41(45.56) 0.188 0.665
=35 % 52(52.00) 39(43.33)
AR VAT K 4R <20 ¥ 71(71.00) 30(33.33) 26.990 <0.001
=20 ¥ 29(29.00) 60(66.67)
W = 28(28.00) 19(21.11) 1.207 0.272
% 72(72.00) 71(78.89)
THAERE WA RUAT 32(32.00) 31(34.44) 0.128 0.721
ek 68(68.00) 59(65.56)
MRS E () =24 45(45.00) 21(23.33) 9.809 0.002
1A 55(55.00) 69(76.67)
M 4 3K E H 67(67.00) 17(18.89) 44.453 <0.001
x 33(33.00) 73(81.811)
¥ e Xk H 48(48.00) 24(26.67) 9.160 0.002
x 52(52.00) 66(73.33)
%3 It Logistic A3 &R
B % B S.E. Wald BWE p EXP(B)
MR NEAT K S 1.613 0.377 18.306 1 <0.001 5.017
HHERE 0.974 0.401 5.894 1 0.015 2.649
B3 3% E 2.203 0.389 32.099 1 <0.001 9.054
¥ e Xk 1.105 0.391 7.967 1 0.005 3.018
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(@ =) B AR af5issK-F omias A EE(RDW) ZA K Z-1(ET-1) 5 2vmE&H &
AR RAN(PCL) KRG LR A AR E(ISR) ¥ X ZR, FHix: LB 2016 51 A £2019 F 1 A £XRK
47 PCI Re#g s i B H 108 BIMEAR R Z, TRE I~ 12 AAFTBRIREY RBELELLEREE S
275 ISR 48 17 #)F=3E ISR 28 91 #), TAT KRSy hkiE P arseml e fg [ S A2 B B (TC) (H b =85 (TG) |
5 % JE s & 2 B B2 (HDL-C) AK55 Z A5 & & A2 B 8% (LDL—-C) | 7K-F . RDW ET—1 /K-F , 5 #7 £ 5 35 41
K-F RDW Z ET-1 5@ ws% &% PCl K& ISR 89X %, R ISR L& K3 bki&F a7 TC.TG,LDL-C
HK-FPA R & THE ISR 41, £ F A 43t & L (P<0.05) ;ISR 48 RDW .ET-1 /K-FBA 2 & T4E ISR 41, £ 57
A it E L (P<0.05) , Logistic 2 B Z &2 544 R 25, TC KT & LDL-C KA 47 (K3 ki %
WAE4) £ 1.8mmol/L) 2 55 % & & AJS ISR ¥ % B % (P<0.05) ,TG R T HDL-C k7 &R ARG
SR B E RS ISR # AT E (P > 0.05) ;RDW ET-1 & &% &% K5 ISR 49 &% FH % (P<0.05),
it Busm B H PClL RS TC R F ¥ LDL-C Rik 4, ZHK-F RDW . ET-1 2 K5 ISR #9 & W &, &
M TC . LDL-C . RDW ET-1 7K -7 8 T iF4& ISR #4944 KK,
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Relationship between Serum Lipid Levels RDW and ET-1 and

In—stent Restenosis after PCI in Patients with CHD

LIU Hengyou, LU Jinguo, LIU Xiaohe, et al
( Hubei Integrated Traditional Chinese and Western Medicine Hospital
Hubei Wuhan 430015, China)

[ Abstract] Objective: To study the relationship between control blood lipid level, erythrocyte distribu-
tion width (RDW) and endothelin-1 (ET-1) and in-stent restenosis (ISR) after percutaneous coronary in-
tervention (PCI) in patients with coronary heart disease (CHD). Methods: A total of 108 patients with coro-
nary heart disease underwent PCI in our hospital from January 2016 to January 2019 were enrolled. Coronary
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