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Mitochondrial DNA Copy Number in the Patients of Korean
Polycystic Ovary Syndrome (PCOS)
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Objective: We analyzed quantification of mitochondria DNA (mtDNA) to investigate the relationship of mitochondria
and pathogenesis of PCOS.

Materials and Methods: Peripheral blood samples were collected from 28 patients with PCOS who were under the
inclusion criteria for PCOS and from 28 healthy controls. Genomic DNA was used to analyze real-time PCR for mtDNA
copy number quantification. The mtDNA copy number was compared between the control and PCOS groups. All data
was expressed as mean =+ SD. Statistical analysis was assessed by t-test.

Results: In this study, the mtDNA Cr was 11.671+0.422 in PCOS patients and 11.51%0.722 in control group,
respectively. The mtDNA copy number was 1726410.71+407858.591 the patients of in PCOS and 2167887.51+
252459.28 in control group (p=0.08), respectively.

Conclusion: In our study, using real-time PCR, there was a tendency of lower mtDNA copy number in the patients of
PCOS when comparing to the control group even though statistical difference was not significant. However, more
extensive analysis is required to clarity relationship between mtDNA copy number and pathogenesis of PCOS.

Key Words: PCOS, Mitochondria, Real-time PCR

CRPGRETEE JRlolgeld ofF Faka  FUA QA mE AR Al nekEal
AR U] Ao shtEs AA 7F 7o) HAF 183 259 thEEE FEY da F
of 5~10%9] MES thehlla Seivtel oluishy  27hAE WESE 9 wEsgc
o 49%7} PCOSE 7MA3 Gtk BaE YLk chuaEEEe] dgEe Tule, e,
2003%1 ASRM/ESHRE Rotterdam consensus©l| A= vl g3 AR Jed] EL MRS E 4 ok
PCOS revised diagonostic criteria@ 3|47 WA= 0 aEhA ol e G Fole] 99 F 20%
FAAYAE o]%E, $) 135907 HEEEA AT GE 606-5, AEY A, FATATA, AT 2 Y
T4 A5 AlE Tel: (02) 3468-3403, Fax: (02) 3468-3464, e-mail: dnalee@nuri.net
*:—“& AT 20061 tigHEASE] FATEW ] FAdS A S

o] =S HAEIEZTAIE Y A de o]ste] o]Foixl Z 9 (A010382).

245 -
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Table 1. General characteristics of control and PCOS groups

PCOS Control

Number 28 28
Age 32.5+3.1 294%438
Hyperandorgenism and oligomenorrhea 2( 7.1%) 0
Hyperandorgenism and polycyctic ovary 21 (75.0%) 0
Hyperandorgenism, oligomenorrhea or 5(17.8%) 0

amenorrhea and polycyctic ovary
Body Mass Index

FSH (mlU/ml)

LH (mlU/ml)

DHEAS (pg/dl)

Testosterone (mg/ml)

Glucose (mg/dl)

Insulin (uIU/ml)

21.65+3.44 (41.70~33.01)
535+1.25 (1.00~7.80)
6.39%3.48 (1.00~21.08)
169.83£61.84 (80.29~398.29)
0.43%0.17 (0.12~0.79)
87.24%11.73 (69.96~128.00)
11.17£3.96 (5.12~20.00)

20.09£2.18 (14.28~29.43)
5.8942.14 (2.98~14.56)
323%1.64 (1.10~6.89)
152.44462.25 (52.58~302.00)
02140.13 (0.01~0.62)
90.23+11.28 (71.00~122.00)
11.78+5.89 (3.98~32.48)

Table 2. mtDNA copy number in PCOS patients

No. Average (Cr) SD (Cr) Average (copies) SD (copies)
Control 28 11.51 0.722 2,167,887.50 1,252,459.28
PCOS 28 11.67 0.422 2,167,887.50 407,858.591
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< 11.511£0.7222. % YEFS O™, mtDNA copy =
PCOS 3hA}ol| A 1726410.711407858.591, ﬂ]iﬁf
2167887.5+£1252459.28 ©. & mtDNA copy =] 2]
31 2}o] (p=0.08)= RUAT} (Table 2).
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