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%t F &L (P<C0.05), HSPAS &Gt 3 542 K% % 68.52% (37/54), 4& T HSPAS & & F M 41 89
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Abstract: Objective To investigate the expression and clinical significance of heat shock protein family A
member 5 (HSPAS5) and apolipoprotein B mRNA editing enzyme catalytic polypeptide-like protein 3B (APO-
BEC3B) in high-risk human papillomavirus (HR-HPV) positive cervical cancer patients. Methods A total of
86 patients with HR-HPV positive cervical cancer tissues diagnosed and treated in Zhuhai Integrated Tradi-
tional Chinese and Western Medicine Hospital from March 2019 to March 2021 were retrospectively collected
as the case group,50 cases of HR-HPV negative cervical cancer patients tissues diagnosed and treated during
the same period were selected as the case control group,and 50 cases of normal cervical tissues from patients
undergoing total hysterectomy were selected as the benign control group during the same period. The protein
expressions of HSPA5 and APOBEC3B were analyzed by immunohistochemistry. The expressions of HSPAS
mRNA and APOBEC3B mRNA were detected by real-time fluorescence quantitative PCR. Kaplan-Meier sur-
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vival curve was used for survival analysis,and Cox proportional hazards regression model was used to analyze
The expressions of HSPA5 mR-
NA and APOBEC3B mRNA in the case group were higher than that in the case control group and benign con-

the prognostic factors of HR-HPV positive cervical cancer patients. Results

trol group,and the difference was statistically significant (P<C0. 05). The positive expressions of HSPAS5 pro-
tein and APOBEC3B protein in the case group were higher than those in the case control group and the benign
control group,and the difference was statistically significant (P <C0. 05), Compared with FIGO stage | A—
I B and without lymph node metastasis, the positive rates of HSPA5 and APOBEC3B proteins in HR-HPV
positive cancer tissues with FIGO stage Il A and lymph node metastasis were higher,and the difference was
statistically significant (P <C0. 05). The 3-year survival rate of HSPA5 protein positive group was 68. 52%
(37/54) , which was lower than that of HSPAS5 protein negative group (87.50%,28/32),and the difference
was statistically significant (Log Rank X*=4.103,P =0. 043). The 3-year survival rate of APOBEC3B protein
positive group was 67. 31% (35/52), which was lower than that of APOBEC3B protein negative group
(88.249%,30/34) ,and the difference was statistically significant (Log Rank X*=15. 241, P =0. 022). FIGO
stage (HR=1.570,95%CI:1.038—2. 374), lymph node metastasis (HR =1. 754,95%CI : 1. 109—2. 775)
and HSPAS protein (HR =1. 616,95%CI ;1. 154—2. 265) and APOBEC3B protein (HR =1. 449,95%CI ;
1.095—1.918) in cancer tissues were independent factors affecting the prognosis of HR-HPV positive cervical
cancer (P<C0.05). Conclusion HSPA5 and APOBEC3B mRNA and protein levels are significantly increased
in HR-HPYV positive cervical cancer. The protein expression of HSPA5 and APOBEC3B is related to the pro-

gression and prognosis of patients with HR-HPV positive cervical cancer, which is a new prognostic marker

for evaluating the prognosis of HR-HPYV positive cervical cancer.
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1.3.1  S2HF2¢ 56 & & PCR /il HSPAS mRNA,
APOBEC3B mRNA #£ik B3 HABEWHLN, &
W J5 A Trizol 251 $2 LA 21 RNA, % FH 730606
BE TR RNA 46 B Ay /Ase N 1. 9~2. 1), 4%
RNA ¥ %0 cDNA, 51# 551, HSPAS Eiif.5'-
CATCACGCCGTCCTATGTCG-3", F ¥f: 5'-CGT-
CAAAGACCGTGTTCTCG-3"; APOBEC3B I .
5-CACGGTCTTTGACGCCAAG-3', T ¥f: 5'-
CCAAATAAGCCTCAGCGGTTT-3"; GAPDH |
. 5 -GAAAGAAGGTTACCCATGCAGT-3', T
. 5'-CAGGCCATAAGCAATAGCAGC-3', # &k
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pL, FIEFIRIESI94 0.5 pl. ElE/K 3 pl, J e
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AMER . R 272 B & 4418l h HSPAS mR-
NA,APOBEC3B mRNA f¥ 4%t 235 K,
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1:100, 3.3 - "L B O HAAREEY. B
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=2 N,
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AE3H 1 H., WA B FET B E s I ] 20k,
1.4 B2 R SPSS26. 0 #4443 Hr B .
FHRERI s £ A R ¢ K56.3 4l
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BOTRL LB BOR o R R 4L FERCR X K.

2] Kaplan-Meier 4= 77 #H £ 3 F] FH Cox L £ JKUBS: [n]
A 43 Hr HR-HPV FHE S 308 & TS 1952 i
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2 &% e
2.1 %% HSPA5 mRNA ,APOBEC3B mRNA #ik
#3241 HSPA5 mRNA, APOBEC3B mRNA %
N, Z R A G2 L (P <0, 05) ;7 Bl 4 HS-
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Fihm T REXTRA, 25 A5 % 5 L (P<<0.05),
-
2.2 £ 4 HSPA5 & 1. APOBEC3B # [ #£ ik Ik
¥ HSPAS £ 17 T 4 i B5 A1 41 i it . APOBEC3B
EAM THRZ, WK 1, 5% 64 HSPAS & H.
APOBEC3B & [ FH 7 2 43 5 2k 62. 79% (54/86) .
60.47% (52/86) , = T 9 1] X} BE 41 19 20. 00% (10/
50).22.00%(11/50) J& RAMEXF R 4. 00%(2/50) .
6.00% (3/50), 2 F A G it % 8 X (X = 23.238,
45.118.35.978.38. 940, P<0.05),

*x1 £ 48 HSPA5 mRNAAPOBEC3B mRNA

RIALB (x+s5)

4151 n HSPA5 mRNA APOBEC3B mRNA
EES! 86 3.2140. 43 3.0940. 44*
JEBIXHIEA 50 1.6520. 32" 1.7240. 30"
KX R4l 50 0.80+0. 21 0.68+0.25

F 800. 281 734,960

P <<0. 001 <<0. 001

T RPER IR AL HOBE L P <20, 055 595 B % IR AL H L " P <<0. 05,

2.3 HSPAS5 % [ .APOBEC3B & 1 5 Iifi JK 75 B &
BXR S 1A~ 1B . EHESEBEALMLEL,
FIGO 7081 T A ¥, #k 45 % % 19 HR-HPV BH 1 i
241 HSPAS & 1. APOBEC3B & 11 FH M 28 5
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i JA 975 B4 2 40 n
BH 1 X? p FH 1 x* P
AR ) 0.398 0.528 0. 304 0.582
<60 50 30(60. 00) 29(58.00)
=60 36 24(66. 67) 23(63.89)
s LR A 0.933 0.334 0.568 0.451
3 54 36(66.67) 31(57.41)
I g 32 18(56. 25) 21(65.63)
FIGO 413 24.720 <<0. 001 20. 287 <<0. 001
I A~1B# 40 14(35.00) 14(35.00)
LA 46 40(86. 96) 38(82.61)
AL B 2. 444 0.118 2.517 0.113
R o 39 21(53. 85) 20(51. 28)
fiksr b 47 33(70.21) 32(68.09)
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x3 B ZE Cox bk B XURE O] 13 45 B
kS T AL B SE Wald X P HR 95%CI
AR =60 % vs. <60 % 0. 445 0.376 1. 401 0. 359 1.560 0.747~3.261
i L 2 A W vs. BRI 0.582 0.556 1. 096 0.597 1.790 0.602~5. 322
L2 WHLE vs. HIZ 0.279 0.237 1.386 0.412 1.322 0.831~2.103
Iy TR B &5k s, Rk 0. 386 0.221 3.051 0.064 1.471 0.954~2. 269
FIGO 43l TAM vs. TA~1B#  0.384 0.160 5. 760 <<0. 001 1. 468 1.073~2.009
WS A ovs. T 0.532 0.263 4.092 <<0. 001 1.702 1.017~2. 850
HSPAS5 & H P os. B 0.482 0. 205 5.528 <<0. 001 1.619 1.084~2. 420
APOBEC3B #HH FEPE vs. BHAE 0.381 0.179 4.530 <<0. 001 1. 464 1.031~2.079
E 3! & A %E Cox bk B KUK 5 )3 4% B
K% B SE Wald X* p HR 95%CI
FIGO 4+ 1 A 0.451 0.211 4.569 <0. 001 1.570 1.038~2.374
WS 0.562 0.234 5.768 <0. 001 1.754 1.109~2. 775
HSPAS 2 A [H % 0. 480 0.172 7.788 <<0. 001 1.616 1.154~2. 265
APOBEC3B %K [1 b 4 0.371 0.143 6.731 <0. 001 1. 449 1.095~1.918
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2 MHEAEH FERE SRR B E LA RKE P2k #R
KLU R AN KB R R AR BT . AR AERL

B b & B, HSPAS 119 3% 35 A8 % (2 i i 9 0 38 8%
B VR 0 20 i M2 Y I A i A R L A O PR
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FBE 5 HR-HPV BRS80S 19 8 56
R, HIF O] e HSPAS 13 1K 14 58 9 40 i (19 $t
PR T IO ST S YT AL S EUR A N R TS .
WFoE 2 W, B IR P E1A 454 & A P300 18 i 2 it
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BTk AL RE T I AT A R R R ERIE T &
A A R R

APOBEC3B J& F i 11 I 22 g 58 e 1 B, A0 &5 12
ST I M T 0 2 A il 5 R B G 0 B A S K S L
16 DNA , B4 i w5 g i 28 1k Ay DR W WE i 4 i ms g
AR S S 5 a0 & H BRIk e K e
WGk EEZ Ay #E, P £ U], APOBEC3B
FEIRTE NI 0 S 2R R A g b R LA L RE
TR AN AL DR A R S R T, AR MR ) R AR LR
B OARHFSE b, HR-HPV BH & #i% tf APO-
BEC3B mRNA F1# 1 &5 A&, IF 55 22 WG R
PRARAEAH S, 8] APOBEC3B 2 5 HR-HPV 5
B0 0 8 E e L A T LR IR, s KU HPV L6 Al
HPV18 4t iy E6 A 76 4% sk K F- I3 APOBEC3B iy
ik, APOBEC3B il i fi2 i AR £F 4 240 g A= K I+ 52
A 3 259 HE R (A 0 78 28 A28 L % 5 0 B AN i 1
PERAL R PR3 55 5 4h, HPV16, HPVIS J& Y
BT B0 b R A B R AR B E6 AR AT DU i RS A
FUR AL Z Caski fl HeLa H APOBEC3B £ [H (1 )5
.5 5% i APOBEC3B 19 %35, APOBEC3B fig
A CCND1 3 Jig g 7 19 H 36 1L K, 42 1F 20 il
JHIER D1 & 2RIk, 1Y 9 8 4 M 1Y 3 58 A v BE P AR
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J& - $&78 APOBEC3B J& 8 i PFAfi HR-HPV B e 85
S RE TS bR ED . s R 8 5 R 4
APOBEC3B £ IL GBS G DNA $ifhi B 2 k&, A
&5 4E# HR-HPV 5 8 & il (1) 3 72 . iF 6 B AR 98
20 X ALY YR T R S EURE AN R
Whe W, O 859 b HPV B9 B YL B8 35 APO-
BEC3B #9323k, 194 DNA #4152 @ i h % r e b
Fris g5 1 AELE 2 L R 1 3Rk, 4R A
P 0 B R GRS T R O B RS A, S R O R
Je ., AN HR-HPV j5 32 11 E6 Ml E7 i {2 ot
TR CE A 1 AR R G A F-eB. &
A F-«B 454 APOBEC3B Ji 3 F, I/ APOBEC3B
10 22 3 o 189 50 BT S50 20 M X I Ak T 2 4

Zi b pr ik, HR-HPV FH M5 98 /B % HS-
PA5.APOBEC3B 7£ mRNA I8 [ K ¥ ¥ %Kik b
VAR AR TE FIGO 2081 1T A W ik V45 R 10 e
i HSPA5, APOBEC3B # 1 FH ¥ % ¥ &, X HR-
HPV PHPE B 00 85 34 & 15 55 20 0 i s 42 i E H
FIGO 731 1T A ] ibk 2 45 5% %% . HSPAS & 1 FH 4k
APOBEC3B %& {1 [HYE & 520 HR-HPV FH VE 5 3508
BE WG S AR R, AN HR-HPV FH
B U T HSPAS . APOBECSB (36354 B T &
A RO I TS SEAT ITAL L 8 S I R SR AT A L IR T
PRy N o = A TN DR B e o] e 2B o
M &8 S A7 7 4R35 M A AN B2 A A7 A A e &t 2
L JHTHE P B I IR BF 5%, F — 2 43 #t HSPAS . APO-
BEC3B # ik By ilfi IR L,
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