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Hekimin gunlik pratiginde, bireysel klinik
deneyimi ile bilimsel arastirmalar sonucunda elde

edilen en dogru kanitlari birlestirerek kullanmasi.



Kanita dayali tibbin G¢ 6gesi:
1- En dogru kanitlar (Arastirmalar)
2- Hekimin klinik deneyimi

3- Hastanin muayene ve laboratuvar sonuclari




Bilimsel yazi tipleri

Ozglin makale — orjinal deneysel ¢calisma

Vaka sunumu — genellikle bir vakanin sunumu

Teknik not- spesifik teknik veya metodun aciklanmasi
Derleme — bilimsel bir konu hakkinda ayrintili analiz
Commentary — kisisel gorus iceren kisa makale
Editorial —0zgun makalelerin elestirisi/gozden gecilmesi

Editore mektup — okuyucularin dikkatine kisa gorus bildirimi

Effective Medical Writing. Peh WCG &, NG K H
Singapore Medical Journal 2008 49(7) 522



BILIMSEL MAKALE ICERIGI

» Ozet

« Giris

* Metod

* Sonuclar

* Tartisma/yorum
* Ek not

» kaynaklar



« Ozet : ~ 150-200 kelime

Problemi ,hipotezi metod ve sonuclari ozetler
okuyucu makaleyi okuyup okumayacagina
ozete bakarak karara verebilir

« Giris:

problem acik bir dille gerekgeleri ile anlatilir
lgili literatur ozetlenir.

Hipotez belirtilir



« Metod — calismayi anlayabilecekleri kadar
okuyucuya kullanilan metodlar hakkinda bilgi
verilir. Hasta secimi ,laboratuar
yontemler,verilerin kayit ve istatistik
degerlendirmesi

« Sonuclar — bulgularin 6zetlenmesi mantik sirasi
lle tablolar ve sekiller ile gzerinde calisilan
soruyu aciklamaya yonelik bulgularin sunulmasi



« Tartismal/yorum

Bulunan sonucun mevcut bilgi gercevesinde ne
anlama geldigini ve hangi amaclar i¢in
kullanilabilecegini aciklar

Mevcut litearur icindeki yerini tartigir

 Acknowledgements — calismaya katkisi
pulunanlari agiklar

« Kaynaklar — calisma icin kullanilan onceden
pilimsel dergi/kitapta yayinlanlanmis kaynaklarin
siralamasi




Yayinlandigi dergi

Calisma basligi
yazarlar
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of Type 2 Diabetes: A Systematic
Review and a Dose-Response
Meta-analysis

Calismanin nerede yapildigi
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Vitamin D Status in Relation to Glucose
Metabolism and Type 2 Diabetes in
Septuagenarians

Sunshine vitamin can stop
diabetes: Boost your health just
by going outside

Coffee, Caffeine, and Risk of Type 2
Diabetes

A prospective cohort study in younger and middle-aged U.S. women




OBJECTIVE

Previous meta-analyses identified an inverse association of coffee consumption
with the risk of type 2 diabetes. However, an updated meta-analysis is needed
because new studies comparing the trends of association for caffeinated and
decaffeinated coffee have since been published.

RESEARCH DESIGN AND METHODS

PubMed and Embase were searched for cohort or nested case-control studies
that assessed the relationship of coffee consumption and risk of type 2 diabetes
from 1966 to February 2013. A restricted cubic spline random-effects model was used.

RESULTS

Twenty-eight prospective studies were included in the analysis, with 1,109,272
study participants and 45,335 cases of type 2 diabetes. The follow-up duration
ranged from 10 months to 20 years. Compared with no or rare coffee consump-
tion, the relative risk (RR; 95% Cl) for diabetes was 0.92 (0.90-0.94), 0.85 (0.52-
0.88),0.79 (0.75-0.83), 0.75 (0.71-0.80), 0.71 (0.65-0.76), and 0.67 (0.61-0.74) for
1-6 cups/day, respectively. The RR of diabetes for a 1 cup/day increase was 0.91
(0.89-0.94) for caffeinated coffee consumption and 0.94 (0.91-0.98) for decaf-
feinated coffee consumption (P for difference = 0.17).

CONCLUSIONS

Coffee consumption was inversely associated with the risk of type 2 diabetes in a
dose-response manner. Both caffeinated and decaffeinated coffee was associated
with reduced diabetes risk.

Diabetes Care 2014,37:569-586 | DOI: 10.2337/dc13-1203




llk Basligi okuyun

Sonra ozeti

Giris kisminin son paragrafini
Tartismanin ilk paragrafini
Sekil ve tablolara bakin



Materyal -metod



Kanita dayal tip;
bilimsel calisma piramidi

ﬁmaﬂaﬁm

Vaka Kontrollu
Olgu Serileri
Olgu Sunumlari

Disiince ve klinik gorusler
Editor yazilari

Hayvan caligmalari
in-vitro (test tiipii) calismalari




Tip Alaninda Arastirmalarin Turleri

ANALITIK Aciklayici Sistematik

Karsilastirma ve Derleme
Karsilastirmall ve istatistiksel analiz

istatistiksel genellikle
gerektirmezler

analizler/e
degerlendirilenler

*META ANALIZ

« OLGU

SUNUMU
« OLGU SERISI
« UZMAN

GORUSU

(Expert

opinion)

« DENEYSEL-
KLINIK
« GOZLEMSEL




Tipta analitik calismalar

DENEYSEL -
KLINiK
GALISMALAR

Randomize
Kontrolli Calisma
(Altin standart)

*Non-Randomize
Kontrolli Calisma

GOZLEMSEL
CALISMALAR

Kohort
Vaka-kontrollu

Kesitsel (Cross-

sectional)

Kontrolsuz




Randomize Kontrollu
Calismalar(RKC)

Tedavi grubu Izlem
A ot
P e e
A |

T Kontrol grubu Izlem
ift ke ¥ W 8
Gift kor i \ T it
Hastalar i i

Rastgele

gruplama

‘ AR Karsilastir
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Randomize Kontrollu Calismalar
(RKG)

« Kilinik arastirma dizayni icin altin standart kabul edilir
« Tarihte ilk kez 1948 yilinda yayinlanmis

Streptomycin in Tuberculosis Trials Committee.
Streptomycin treatment of pulmonary tuberculosis.
BMJ 1948;2:769-82

* Prospektif tasarim
« Kontrollu ortam (farkliliga neden olabilecek faktorler kontrol
edilebilir)

* Yan tutma (bias) en aza indirilebilir.

 Neden-sonug iligkisi goreceli olarak daha guvenilir bir sekilde

ortaya konabilir.

* Yeni tedavi yontemlerini denemek i¢in en uygun calisma



Ideal RKC tasarimi

Yeterince buyuk orneklem (arastirmanin gucu)
Anlasilabilir ve yanitlanabilir arastirma sorusu
Uygun kontrol grubu

Uygun etkililik olgutleri

Guvenilir randomizasyon yontemi

Maksimum korleme

Calismaya katilan tum hastalarin
analize katilmasi (ITT)



“Intention to treat” (ITT) analizleri

« Cogu zaman RKC’larda hastalar ilk basta randomize edildikleri
grupta kalmayabilirler. Ya baska tedavi grubuna gecebilirler yada
calismadan ayrilabilirler.

« Farzedelim ki test edilen ilacin hastalik durumu agir olan hastalar
uzerinde yan etkileri daha fazla ise, bu grup hastalar calismadan
erken ayrilabilirler. Bu durumda en sagliksiz hastalar gruptan
ayrildigindan, veri analizinin sadece kalan hastalarda yapiimasi
durumunda ilaci guvenli gosterebilir.

« ITT calismalarda tum hastalar sonunda
hangi tedaviyi almis olurlarsa olsunlar ilk
randomize edildikleri grupta analiz
edilirler »



Dezavantajlar (RKC)

Pahalidir.
Her zaman mumkun degildir.
Etik sorunlar olabilir.

Hazirlanan ozel sartlar nedeniyle genel populasyona
genellenemeyedbilir.

Uygun olmayan durumlarda mecburen gozlemsel
calismalara basvurulur.
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Kohort Calisma

Genellikle insidans ve risk ¢alismalari igin yapilir.
Calismanin baslangic noktasi etkene maruziyettir.

Arastirilan sonug ortaya ¢ikana kadar grup takip edilir ve
benzer Ozelliklere sahip kontrol grubu ile karsilastirilir.

Prospektif veya retrospektif olabilir.

Calisma sonunda calisma grubundaki hastaliklilarin
orani kontrol grubundaki oranla karsilastirilir. (Rolatif
risk-RR)



Kohort Calisma

 En onemli avantajlari; genel populasyona
genellenebilmeleri, etik olmayan etkenlerin
gozlenebilmesidir.

* Dezavantajlari ise; etkene maruz kalan grubun daha
farkh takip edilebilmesi ve uzun zamana gereksinim
gostermesidir.



Vaka Kontrollu,Galisma
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<

Kohort ¢calismanin tam tersidir, hastaliktan (sonug) baslar.
Arastirilan hastaligi tasiyan grup (olgular), tasimayan kontrol grubu ile

karsilastirilir.
Tek bir hastaligi (sonug), ancak birden ¢ok etkeni arastirmaya

musaittir.
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Vaka Kontrollu Calisma

« Ucuz, kisa surede ve az sayida hasta ile
yapllabilir ancak bir cok “Bias’a aciktir.

« Cogunlukla retrospektifdir ancak nadiren
prospektif olabilir.

« Olgu grubunda etkene maruz kalanlar, kontrol
grubundakiler ile karsilastirilir. (Odds ratio-OR)



Meta-Analiz

« Sadece bir literatur derlemesi olmayip, sistematik bir
literatur taramasi ve elde edilen verilerin bir araya
toplanip, yeniden degerlendirilerek belli bir etkenin,
belirli bir sonuc uzerine olan etkilerini istatistiksel
olarak daha anlamli duzeyde ortaya koyma iglemidir.

« Meta analize dahil edilen calismalar onceden
belirlenmis  kriterlere  gore calismaya dahil
edilmelidir.

 Dogrulugu ve degeri analize dahil edilen
calismalarin kalitesi ile dogru orantilidir.



Meta-Analiz
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Eger sonuglarin guven araligi (yatay c¢izgi) etki olmayan ¢izgiden gecerse (dikey
cizgi), bu ya tedaviler arasinda higbir anlamli fark olmadigi ya da gercek
sonugclarin yer alacagi guvene izin vermeyecek kadar kucuk orneklem
buyuklugu anlamina gelmektedir.



DENEYSEL ARASTIRMALAR GOZLEMSEL ARASTIRMALAR

Arastirma deney ortami kosullarindadir. Gercek yasam senaryolaridir.
Arastirmaci deneye miidahale eder. Arastirmaci deneye mudahale etmez,
Arastirilan ve arastirma disi degiskenler ve Arastirilan ve arastirma disi degiskenler
olaylar kontrol altinda tutulur. ve olaylar kontrol altinda degildir.
Neden-sonuc iliskisi tam ve dogru Neden-sonuc iliskisi tam ve belirgin
bicimde saptanabilir. olarak saptanamayabilir.

Neden kesin olarak saptanabilir. Neden icin deliller kesin degildir.
Bulunan sonuclar 6zel kosullarda elde Bulunan sonuclar dogal ortamdan elde
edildikleri icin gercek yasama tam edildikleri icin gercek yasama daha

uymayabilir ve genelleme esneklik gerektirir.  kolay uyar ve genellenebilir.



Makaleyi elinize aldiginizda

Ozeti okuyun

Hipotezi anlamaya calisin
Terminoloji ve teknikleri not edin
Anlamadiginiz bolumleri isaretleyin

Asina olmadiginiz durum varsa ana kaynaklarda

arastirin

Materyal metod bolumunu tekrar okuyun



Kendinize sorun

Calisma hangi soruya cevap ariyor?
Soru onemli mi?

Metod uygun mu?

Bulgular hipotezi destekliyor mu?
Bulgular yeni mi?

Verdikleri sonuglara bakarak yazarlar ile ayni gorugste misiniz?



zorluklar

» Kotu kaleme alinmig yazi
— Bazi yazarlar yazmayi sevmeyebilir
— Okuyucunun gozunden yazamayabilirler

* Okuyucu acisindan

— Nedenler —sonuglar acisinda baglanti
kurulmamasi

— Yol haritasi verilememesi
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Coffee, Caffeine, and Risk of Type 2
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OBJECTIVE — High habitual coffee consumption has been associated with a lower risk of
type 2 diabetes, but data on lower levels of consumption and on different types of coffee are
sparse.

RESEARCH DESIGN AND METHODS — This is a prospective cohort study including
88,259 U.S. women of the Nurses’ Health Study Il aged 26 —46 years without history of diabetes
at baseline. Consumption of coffee and other caffeine-containing foods and drinks was assessed
in 19901, 1995, and 1999. We documented 1,263 incident cases of confirmed type 2 diabetes
between 1991 and 2001.

RESULTS — After adjustment for potential confounders, the relative risk of type 2 diabetes
was 0.87 (95% C1 0.73-1.03) for one cup per day, 0.58 (0.49-0.68) for two to three cups per
day, and 0.53 (0.41-0.68) for four or more cups per day compared with nondrinkers (P for trend
<<0.0001). Associations were similar for caffeinated (0.87 [0.83-0.91] for a one-cup increment
per day) and decaffeinated (0.81 [0.73-0.90]) coffee and for filtered (0.86 [0.82—0.90]) and
instant (0.83 [0.74-0.93]) coffee. Tea consumption was not substantially associated with risk of

type 2 diabetes (0.88 [0.64-1.23] for four or more versus no cups per day; P for trend = 0.81).

CONCLUSIONS — These results suggest that moderate consumption of both caffeinated
and decaffeinated coffee may lower risk of type 2 diabetes in younger and middle-aged women.
Coffee constituents other than caffeine may affect the development of type 2 diabetes.

Diabetes Care 29:398-403, 20006
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igh coffee consumption has been

associated with better glucose toler-

ance and a substantially lower risk
of type 2 diabetes in diverse populations
in Europe, the U.5., and Japan (1-3).
However, it remains unclear what coffee
components may be responsible for the
apparent beneficial effect of coffee on glu-
cose metabolism. In rats, intakes of the
coffee components chlorogenic acid
(4,5), quinic acid (6), trigonelline (7), and
the lignan secoisolariciresinol (8) im-
proved glucose metabolism. Short-term
metabolic studies in humans have shown

that caffeine can acutely lower insulin
sensitivity (9-11). However, the long-
term effects of caffeine intake on glucose
metabolism are unknown, and beneficial
effects on insulin sensitivity through in-
creased expression of uncoupling pro-
teins have also been suggested (12).

In most of the populations in which
the relation between coffee consumption
and type 2 diabetes has been studied,
drip-filtered caffeinated coffee was the
predominant type of coffee consumed
(1). Data on decaffeinated coffee and var-
ious methods of coffee preparation in re-

lation to risk of type 2 diabetes are sparse
(3,13,14). In addition, in previous studies
consumption of five or more cups of cof-
fee per day was consistently associated
with a lower risk of type 2 diabetes, but
results for lower levels of consumption
have been mixed (1). We therefore exam-
ined the consumption of different types of
coffee and the intake of caffeine in relation
to risk of type 2 diabetes in a large cohort
of younger and middle-aged U.5. women.

RESEARCH DESIGN AND
METHODS — e used data from the
prospective Nurses' Health Study 11. This
cohort included 116,671 female U.S.
nurses at study initiation in 1989, Infor-
mation has been collected using biennial-
mailed questionnaires, and response rates
have been ~90% for each questionnaire.
For the current analysis, follow-up began
at the return of the 1991 questionnaire
because diet was first assessed in that
year. Participants were aged 26—46 years
at the start of follow-up. We excluded
women if they did not complete a dietary
questionnaire in 1991; if =70 items were
left blank or if the reported total energy
intake was implausible (<2500 kcal/day or
=3,500 kcal/day); if they had a history of
diabetes (including gestational diabetes),
cancer (except nonmelanoma skin can-
cer), or cardiovascular disease at baseline;
or if they had not provided data on phys-
ical activity in 1991. A total of 88,259
women remained for the current analysis.
The study was approved by the human
research committees at the Harvard
School of Public Health and Brigham and
Women's Hospital.



RESEARCH DESIGN AND
METHODS — We used data from the
prospective Nurses” Health Stady 11, This
cohort included 116,671 female U.S.
nurses at study initiation in 1989, Infor-
mation has been collected using biennial-
mailed questionnaires, and response rates
have been —20% for each questionnaire.
For the current analysis, follow-up began
at the return of the 1991 guestionnaire
because diet was first assessed in that
year. Participants were aged 26—<46 years
at the start of follow-up. We excluded
women if they did not complete a dietary
questionnaire in 1991 if =70 items were
left blank or if the reported total energy
intake was implausible (<<500 kcal/day or
=3,500 kcal/day); if they had a history of
diabetes (including gestational diabetes),
cancer (except nonmelanoma skin can-
cer), or cardiovascular disease at baseline;
or if they had not provided data on phys-
ical activity in 1991. A total of 88,250
women remained for the current analysis.
The study was approved by the human
research committees at the Harvard
School of Public Health and Brigham and
Women’s Hospital.

Assessment of coffee consumption

WValidated dietary guestionnaires were
sent to the MNurses” Health Study partici-
pants in 1991, 1995, and 1999. Partici-
pants were asked how often on average
during the previous year they had con-
sumed caffeinated and decaffeinated cof-
fee ("one cup”), tea ("one cup or glass™),
different types of caffeinated soft drinks
(“one glass, bottle, or can™), and chocolate
products {e.g.. “bar or packet™). The par-
ticipants could choose from nine re-

sponses (never or less than one per
month, one to three per month, one per
week, two to four per week, five to six per
week, one per day, two to three per day,
four to five per day, and six or more per
day). In 1991, we also asked about the
usual method of preparing coffee with the
answer categories “mainly fltered,”
“mainly instant,” “mainly espresso or per-
culator,” and “no usual method/don’t
know/don’t use.” We assessed the total in-
take of caffeine by summing the caffeine
content for a specific amount multiplied
by a weight proportional to the frequency
of its use. Using U.S. Department of Agri-
culture food composition data supple-
mented with other sources, we estimated
that the caffeine content was 137 mg per
cup of coffee, 47 mg per cup of tea, 46 mg
per bottle or can of cola beverage, and 7
mg per serving of chocolate candy. In a
validation study in the original Nurses’
Health Study, we found high correlations
between intake of coffee and other caf-
feinated beverages assessed with food fre-
quency questionnaire and with four
1-week diet records (coffee, r = 0.78; tea,
r=10.93; and caffeinated sodas, r = 0.85)
(13).

Assessment of type 2 diabetes

Women who reported a diagnosis of
diabetes on a biennial follow-up ques-
tionnaire were sent a supplementary
questionnaire asking about diagnosis and
treatment of diabetes and history of keto-
acidosis to confirm the self-report and to
distinguish between type 1, type 2, and
gestational diabetes. In accordance with
the criteria of the National Diabetes Data
Group (16), confirmation of diabetes re-
quired at least one of the following for
cases that were diagnosed through 1997:
1) an elevated glucose concentration (fast-
ing plasma glucose =7.8 mmol/l [140
mg/dl], random plasma glucose =11.1
mmol/d [200 mg/dl]l, and/or plasma glu-
cose =2 h after an oral glucose load
=11.1 mmol/) plus at least one classic
symptom {excessive thirst, polyuria,
weight loss, or hunger), 2) no symptoms
but elevated plasma glucose concentra-
tions as described above on at least two
different occasions, or 3) treatment with
insulin or oral hypoglycemic medication.
For cases that were diagnosed after 1998,
we changed the cutoff for fasting plasma
glucose concentrations to 7.0 mmol/l
[126 mg/dl] in accordance with the 1997
American Diabetes Association criteria
(17). In a validation study in the original
Murses” Health Study, 98% of the cases



ascertained by the same supplementary
questionnaire were confirmed by medical
record review (18).

Assessment of medical history,
anthropometry, and lifestyle

On the baseline questionnaires, we re-
quested information about age; weight
and height; smoking status; physical ac-
tivity; history of diabetes in first-degree
relatives; use of postmenopausal hor-
mone therapy; use of oral contraceptives;
and personal history of diabetes, cardio-
vascular diseases, and cancers. This infor-
mation has been updated every 2 years,
with the exception of physical activity
(only updated in 1997) and height and
family history. BMI was calculated as
weight in kilograms divided by the square
of height in meters, and physical activity
was assessed in metabolic equivalents per
week. Validation studies for the assess-
ment of body weight and physical activity
have been previously reported (19,20).

Statistical analyses

Person-years of exposure were calculated
from the date of return of the baseline
questionnaire to the date of diagnosis of
type 2 diabetes, death, or 1 July 2001,
whichever came first. Cox proportional
hazards regression models stratified by
S-year age categories and 2-year time pe-
riods were used to examine the associa-
tion between coffee consumption and risk
of type 2 diabetes. To reduce within-
subject variation and to best represent
long-term exposure, we used the cumula-
tive average of coffee consumption and
other dietary variables from all available
dietary questionnaires up to the start of
each 2-year follow-up interval (21). We
stopped updating diet at the beginning of
the time interval during which individu-
als developed cancer (except nonmela-
noma skin cancer), cardiovascular diseases,
or gestational diabetes because changes in
diet after development of these conditions
may confound the relationship between
diet and diabetes (21). Nondietary covari-
ates were also updated during follow-up
using the most recent data for each 2-year
interval. To test for linear trends across
categories, we modeled the median of
each category of coffee consumption as a
continuous variable. For analyses that ex-
amined the association between coffee
consumption and risk of type 2 diabetes
for women who used a certain method of
preparing coffee, we excluded coffee con-
sumers who used other methods or did
not report what method thev used. All



Table 1—Baseline characteristics of the siudy population by level of caffeinaied and decaffeinated coffee consumption

RESULTS — During 866,118 person-

Calfeinated coffee Decalleinated coffee
years of EDIIOW_H,P' we documenl.etli 1_’263 Less than Two to Four or Less than Two or
cases of type 2 diabetes. Characteristics of No cu On h
. . ps  One cup e cup three cups more cups Nocups one cup One cup more cups
the study population according to con- perday perday perday perday perday  day perday perday perday
sumption of caffeinated and decaffeinated
coffee and caffeine intake are presented in Median ) o 0.40 11 2.3 +.3 o 0.14 Lo 2.5
Table 1. Higher caffeinated colfee con- n (participants) 33,375 14,020 11,292 21672 7800 56,728 19605 5999 5927
ion. but not decaffeinated coffee Age (years) 35.6 354 36.2 36.8 376 35.8 36.2 37.1 382
sumption, bu : BMI (kg/m?) 49 246 242 241 246 248 241 24.0 242
consumption, was strongly associated Physical activity (MET hfweek) 203 206 220 218 214 206 212 222 223
with cigarette smoking and higher alco- Current smoker (%) 6.7 77 100 16.9 35.6 137 90 a7 133
hol consumption. Both higher cafleinated Family history of diabetes (%) 16.1 15.6 15.4 15.7 17.6 16.3 15.0 15.7 15.7
and higher decaffeinated coffee consump- Hypertension (%) 3.6 36 31 26 25 3.4 2.8 3.1 25
tion were associated with older age and Hypercholesterolemia (%) 9.6 9.3 89 8.6 9.7 9.3 9.1 93 8.6
lower consumption of sugar-sweetened Ever hormone replacement therapy (%) 7.3 6.9 7.1 6.5 6.9 7.1 6.6 6.9 7.0
soft drinks and tea. Women who did not Current oral contraceptive use (%) 10.7 121 121 10.6 8.2 11.7 97 82 78
consume calfeinated or decalfeinated cof- Dietary intake
fee tended to have a higher BMI compared Total energy (kcal/day) 1777 1781 1787 1788 1832 1768 1,822 1819 1829
with women who did consume either Alecohol consumption (g/day) 1.8 28 35 +.7 +.6 3.0 3.4 3.0 3.6
. . P:5 ratio 0.52 0.53 0.53 0.52 0.51 0.52 0.53 0.54 0.53

type of coffee. Pearson correlations with Cereal fiber (g/day) 56 57 5.8 56 53 5.4 5.9 6.1 6.0
calfeine intake were 0.83 for total coffee, Glycemic index 546 541 537 532 525 541 537 533 52.6
0.94 for cafleinated CO“-EE, —0.05 for de- Processed meat (servings/day) 02 02 02 02 03 0.2 0.2 02 0.2
caffeinated coffee, and 0.09 for tea con- Sugar-sweetened soft drinks (servings/day) 0.4 0.3 0.3 02 0.2 0.3 0.2 02 0.2
sumption. High-fat dairy (servings/day) 0.8 09 1.0 1.1 1.2 0.9 1.0 0.9 1.0

Low-fat dairy {(servings/day) 1.4 14 13 13 1.2 1.3 15 15 15

Tea (cups/day) 0.8 0.8 0.6 05 0.5 0.8 0.6 0.6 06

Decaffeinated coffee (cups/day) 0.3 0.5 0.4 0.3 02

Caffeinated coffee (cups/day) 1.2 1.4 1.1 1.0

Magnesium (g/day) 302 312 318 327 344 307 324 335 346

Caffeine (mg/day) 80 118 204 415 747 253 249 205 198

Drata are means, unless otherwise indicated. Data, except age, were directly standardized to the age distribution of entire cohort. MET, metabolic equivalent, P:S ratio,
ratio of polyunsaturated and saturated fat intake.




four or more versus no cups per day; P for
trend = 0.81).

Higher cafleine intake was associated
with a lower risk of type 2 diabetes (Table
2). Because coffee and caffeine intake
were correlated, we attempted to identify
their possible independent effects by ex-
amination of cross-categories of coffee
and caffeine intake in relation to risk of
type 2 diabetes. Higher total coffee con-
stmption was associated with a lower risk
of type 2 diabetes in each category of cal-
feine intake. In contrast, higher caffeine
intake was not substantially associated
with risk of type 2 diabetes within catego-
ries of total coffee consumption (Table 3).
We also included total coffee consump-
tion and caffeine intake simultaneously in
the multivariate model as continuous
variables. The association between total
coffee consumption and risk of type 2 di-
abetes remained similar: the RR for a one-
cup increment in consumption was .80
(95% C10.82-0.89) after multivariate ad-
justment and 0.84 (0.79-0.91) after fur-

ther adjustment for caffeine intake. [n
contrast, the association between caffeine
intake and risk of type 2 diabetes disap-
peared after adjustment for coffee con-
sumption (1.01 [0.96-1.07] fora 100 mg
per day higher intake). Consistent with
this observation, the strength of the in-
verse association with risk of type 2 dia-
betes was similar for decalleinated
(multivariate RR 0.81 [95% CI 0.73-
0.90]) and caffeinated coffee consump-
tion (0.87 [0.83-0.91]) when expressed
for a one-cup increment in consumption
per day and simultaneously included in
the multivariate model.

We also examined whether the used
method of preparing coffee affected the
association between colfee consumption
and risk of type 2 diabetes. The multivar-
iate RR of type 2 diabetes associated with
a one-cup increment in colfee consump-
tion per day was similar for filtered coffee
(RR 0.86 [95% CI 0.82-0.90]) and in-
stant coffee (0.83 [0.74-0.93]). In con-
trast, consumption of espresso/perculator

Table 2—Relative risk of type 2 diabetes according to coffee and tea consumption and caffeine intake

Categories of intake

Less than Two to Four or
No cups one cup Omne cup three cups more cups P value
per day per day per day per day per day for trend
Total coffee
Median (cups/day) o 0.43 1.2 25 4.6
n (cases) 479 280 199 227 78
Person-years 235,047 155,431 140,041 253,351 82,248
Age-adjusted RR 1 0.82 (0.71-0.93) 0.59 (0.50-0.70) 0.36 (0.31-0.43) 0.39 (0.30-0.49) <20.0001
Multivariate RR* 1 0.93 (0.80-1.09) 0.87 (0.73-1.03) 0.58 (D0.49-0.68) 0.53 (0.41-0.68) <0.0001
Caffeinated coffee
Median (cups/day) o 0.40 1.0 25 4.5
n (cases) 549 285 184 185 60
Person-years 201,336 166,146 139,048 208,945 60,643
Age-adjusted RR 1 0.81 (0.71-0.94) 0.60 (0.51-0.71) 041 (0.34-0.48) 0.48 (0.36-0.62) <2(0.0001
Multivariate RR 1 1.00 (0.86-1.17) 0.89 (0.75-1.07) 0.62 (0.52-0.74) 0.61 (0.46-0.81) <0.0001
Decaffeinated coffee
Median (cups/day) o 0.14 1.0 25
n (cases) 841 313 v 32
Person-years 503,799 253,866 65,122 43,332
Age-adjusted RR 1 0.62 (0.55-0.71) 0.58 (0.46-0.73) 0.39 (0.27-0.55) 0.0001
Multivariate RR 1 0.86 (0.74-0.99) 0.87 (0.68-1.11) 0.32 (0.36-0.74) 0.005
Tea
Median (cups/day) o 0.21 1.0 25 4.5
n (cases) 271 586 222 142 42
Person-years 213433 415,827 123,772 89 878 23209
Age-adjusted RR 1 0.90 (0.78-1.05) 1.18(0.99-1.41) 1.07 (0.87-1.31) 1.32 (0.95-1.83) 0.005
Multivariate RR 1 0.97 (0.83-1.12) 1.17 (0.97-1.40) 0.98 (0.79-1.20) 0.88 (0.64-1.23) .81
Caffeine Quintile 1 Quintile 2 Quuintile 3 Quintile 4 Quintile 5
Median (mg/day) 22 Q3 180 341 528
n (cases) 281 308 291 218 165
Person-years 173,758 173,430 172,858 172,867 173,206
Age-adjusted RR 1 1.05 (0.89-1.23) 0.97 (0.82-1.14) 0.67 (0.56-0.80) 0.51 (0.42-0.62) <0.0001
Multivariate RR 1 0.88 (0.75-1.04) 0.89 (0.75-1.05) 0.74 (0.62-0.89) 0.55 (0.45-0.67) <2(0.0001

Data are RR (95% CI), unless otherwise indicated. *Adjusted for age (5-year categories), smoking status (never, past, and current), BMI (13 categories), physical
activity (quintiles of metabolic equivalent hours per week), aloohol consumption (0, 0.1-4.9, 5.0-9.9, or =10 g/day), use of hormone replacement therapy (ever
or never), oral contraceptive use (never, past, or current), family history of type 2 diabetes (yes/no), history of hypertension (yesfmo), history of hypercholesterolemia
(yesfo), consumption of sugar-sweetened soft drinks (4 categories), consumption of punch (4 categories), and quintiles of processed meat consumption, the
polyunsaturated-to-saturated fat intake ratio, total energy intake, the glycemic index, and cereal fiber intake. Caffeinated coffee consumption and decaffeinated coffee
consumption were simultanecusly included in the multivariate model, and the multivariate model for tea included coffee consumption.




CONCLUSIONS — In this study of
U.S. women aged 26—46 years at base-

line, consumption of two or more cups of
coffee per day was associated with a sub-
stantially lower risk of type 2 diabetes
during 10 years of follow-up. This associ-
ation was similar for caffeinated and de-
caffeinated coffee and for filtered and
instant coffee. The inverse association be-
tween coffee consumption and risk of
type 2 diabetes was independent of caf-
feine intake.

In this populatidn of younger and
middle-aged U.5. women, consumption
of two or more cups of coffee was associ-
ated with a substantially lower risk of type
2 diabetes. This Ainding suggests that the
inverse association between coffee con-
sumption and risk of type 2 diabetes is not
limited to very high levels of coffee con-
sumption. However, given the interna-
tional variation in strength of the coffee
brew, cup size, natural composition of
coffee beans, and processing of coffee, our
findings for specific numbers of cups may
not be directly generalizable to other pop-
ulations. Possible detrimental effects of
frequent use of high-caloric additions to
coffee on energy balance and body weight
should also be considered. Weight man-
agement and increased physical activity,
which can lower risk of multiple chronic
diseases, should be the mainstay of pre-
ventive efforts to reduce incidence of type
2 diabetes. For individual choices regard-
ing coffee consumption, the potential ef-
fects of coffee consumption on risk of type
2 diabetes may be relevant but should be
considered in combination with other
health effects of coffee. Consumption of
decaffeinated coffee may reduce risk of
type 2 diabetes, while avoiding potential

detrimental effects on blood pressure (300
and sleep gquality.



detrimental effects on blood pressure (30)
and sleep quality.
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Kanita dayali tip, daima yeni bilgilere
gereksinim duyan, yasam boyu siiren
bir 6grenme sirecidir.

Kanit kendi basina karar veremez
ancak sirece katkida bulunabilir.

Kanitlari degerlendirirken bilimsel calismalari
dogru yorumlamak onemlidir
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